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AR E EA PR IR . A B PR T
AR TR+ DNA KRAE Bk,
P A A A RS T /NS, A 18 20 i A i
Wi, AR RNRE S o

1.3.7 ZHRAIRSE necrosis
YIERPE . A S R BRI EOR R 1 SRR B TRA
(R 55 116 50 DR 3% 3 B4 A A s BRAR AT 7 AE ) 48 3))
T,

1.3.8 HEMIE autophagy
M A B 40 B A AT I R, R LB N B
18, ISR ARG Y R E WA B R, PR T2
B P A DRI R o 36 A 2 A B AR 5 AT ST
L AT i 25 1) BRI

1.3.9 SR oxidative stress
e P 7 A S 2 A B B 1 AU RE D AR (BT
Bl sk 5% BB SR ARV JEE AR, S Ak N Ak
TR RATHIILR -

1.3.10 &S reactive oxygen species, ROS
AR NS EAREHE SR &R E RN S TR RCE H
B A B AR WA E B 2E(-02-) AL
Z(H202). ¥ H HIE(-OH)%%,

1.3.11 HHBEHE free radical
AR5 AR O i FRL T B ST BRI 1A . iR ot E e
B REE B, BEBE BEAETT. —E AR
I S E RS . TSR AL, BRI A
PR (DNA), $ENVAHELAMANN, (et s
KA.

1.3.12 BERREE 4D  lipid peroxide, LPO
AN AR D7 IR B 22 1 P A 0 1 A8 S TR B i
EA . AR AN OB B AN B SE R DR AL R 1)
TEM . ST 2 P R AEA BT &R .

1.3.13 BEAMEEE superoxide dismutase, SOD
fEAL A N A B BRI AR 1 SRS R Ak
AR TEM—Fh & B . & 2E RGBS T
B R H A, RIS BH IR S 0 20 i
P, JFREHMEEZ A, SRS R ER

1.3.14 MABEMRE  endoplasmic reticulum stress
PN DX A ORASE BT 52 ) RS IR A PR IS R o 4 i
PR L B AR I P AR T & B A IR, b R & B A A
PR R AR R

1315 RTBEARE

UPR
P P e AR 3T B i B T B 1 B R E A R T
1R — Aol 200 i A P ST A 0,9 2 e DL 22
WA BN R, PRI S E A IR,
HmAn AR A R L U B R A R &

1.3.16 {5S1BE signaling pathway
REFr A M AN R 43115 5 G4 M A N 20 Bl A R 45 4L

unfolded protein response,
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N — RGIE L S SOE % . AR A AT . 18
rh b3 AR PO T Ui A S PR R S 32 SR
VR IM B2 BRIERRFE I, AT 5022 N il 2 A B A 2R 5
B o
1.3.17 i=fEEM  genetic toxicity
X R AH A T BE ) o AR B R AL B R F 51 EE Y
BORARME S A A APAN [F] R
1.3.18 I=fEZGEM  genetic susceptibility
FEHRR [RIPA T 388 A JRE it R 5 AN FR] AN B S8003 UG o BYD
Ty I 56 4 R R g
1.3.19 BEHBRSESM
polymorphism, SNP
(] — e AN [) A e R 2L Bt S8 A% BB A% R (DNAD 145
KLFF B E B BRAFAE Z T IR
1.320 FRIUEFL epigenetic
F A RE DR 51 e A3 Pl B0 R Rk K 1 A2 4k, A0 45

single-nucleotide

FZPEIZIE (DNA) WA, HEAEM. GetihE
ARSI IZIR (neRNA) 5%, 32 Bhlid X
i DR e s B PR R IR A, s T T R AR

1.321 FE methylation
M T F AL A (0 S-J Ik AR 2 IR Lok PR ik fi
i 7% B At S _ETE R A B S I I R
XL H BT IRE AT B, AT R
=y

1.322 ZEtfk acetylation
TERG AL T, o CIESHES A I SRR 72 21 oAt
WAV N ISR o

1.3.23 ZZfL ubiquitination
2R Cui Ha BRI W B s 5 H i A i
TR EE e RS A M. S 5 &AM
GRS

1.4 BEHRF L&

1.41 —2%Ff5 primary prevention
SRR “Ip R (etiologic prevention)”. 7EJI5 i A
A I B X o RR I i i o O TR L R K
PRI IARATE i o A s L5, B0 T BE FR 9 DR R A
TB . RS TR A RE TR R IR . KM
BUK. S E N RIS

1.42 ZZRFAF5 secondary prevention
MR« = LR ARSI RE I PRy T BH L B
GEPI R R T R A i . A0 E LR EL. FA12
Wi, FNEST . WO RE TR R I M E X LB X
mfE NBET R I, DAME S R B mT Besw o), JF
SR IR RHL L5 15 1 — 5 R R IR i Tt o

1.43 Z=4&Fif5 tertiary prevention
SRR “If PR (clinical prevention)”. 7EJ95 [ Il R
ACRIFIR) 9 1 9800 9597 (1) e 55 T R B PR e i o 2o
181 v L F R IOMAETRTT SRR IBYT | fem B
FAEVE BUE  SEA TG A A AR AL AR S T s R
T B RBUR BT« I I 1 A e R A
T JoT A

1.44 fEER#BE health education
WHIR AL HRERLSHE S, 24
MNATE SR NA o TR AIAT AN AE 5 30, THBRERL
IR e SRR 2R, T8 B TR Pl etk
@R H M AE LR

1.45 fEER{E#H health promotion
o NSRS R R 2R, 4B, fem &g
SERRAE IR RO RABREE i F ORI R

TR . AL E (R I AL TAEBUR . O S
WEE. SR XATE . KRN NBRe AR A P AR iR %%
J7 W) GRS — AN R T Atk 2 N B R 1) AR OR g i
)

1.46 KAXfE#E public communication
WO PRI T T/ B, s, i
SEALRRBEAN FVE T2 B2 R KA AL R L
2 B .

1.47 APBRfE#& interpersonal communication
XRR N AMNEDMNZE . DM NSERZ
F] L BRI —Fh B3RS BAS S sh. T
BRI SRR A A SRR A, X PR
77 AEAL AR R ZCE h U - 2L

1.4.8 FiRA new media
BT BORAEAT AL FRIAR 1 1) S B AL R A%
W AEUEA, ZHEAMATEN GHES5E 4D
Feeg (fdk S AZHe) SERTHR, XHMEG AR
A S R ety SR (R B AL

1.49 ik assessment
F R PATTVEAH RN, B AT, X775
WTh . SERRIER . Pa TR iEvE S & B a B AR T8 s O
STV IS AR

1.4.10 #=% control
I R0, A5 ) R0 238 B R AL T RAIR
KPR . EH B va AR, I8 VR S )
B va T T, b 75 8 A 18 ek B RAK R 7K, A2
ANRERT 24t JE B B A RS 1B o
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1.4.11 ;iBF& elimination
P08 1) A el D B F e R e 1 — AN E R R IKF

1.4.12 3HIR eradication

I T E A S IV BRI A AR A A
BRI [ 50K H R AVIRES -

1.5 =0

1.51 FRE#®H]  quality control
HAT A BRI AN, O TR A IE R G R =
0 AT L3 S T 28 AT e R S P s 2 R
il
1.5.1.1 SEIEEFR=TH] laboratory quality control
SR % A AT N TE N 50T S Al R o R kAT E AR )
RIT Ay 08 Joig A ) N R0k G ST it ol 42 1 3 AR B )
1.5.1.2 4MERR=$TH]  external quality control
fEiFR AN S =TSR — RV I
SRHh ., FOUHL PPN 25 SLI0 = IR A R, KIS =
KA G RIVIA AR, TS S0 = 2 M5 R
ZErt, WINHRIE, HHAREA T r .
1.5.1.3 AEBFEIEH internal quality control
FATRR PR dE 7o SIEEG 3 NI 9 IA B i 2 R 1) AE
HORAES) R . HHRE T R seie = i, DIvE
i s B2 G EE, JFHRRR BRI R T A B B
BN R RN & T PR AU . Rl B 245
R
1.52 #MPR  limit of detection
X E W T Tk, RS E AT SRR RE N, AL
NAE it a0 S A A2 5 ) e /N R FEE Bl /N
1.53 #rAER%Z%  standard curve
TR R AEP AR E Bl 5 5 R R VA 2 TB) S R AR
IR . — M DAbRAE) IR B B S o A AR, A4S
(e LA A PNAAAR, Ll T R o8 FR i 42
1.54 kM358 linear range
TR VHE HIT 246 T 5 0 1) e K e 1 IXC ), FH SRR 7 %o i il 2
53 o B B P 1) 5d A
1.55 iRE error
EEMANERATR T, WEES FEZ R 2 5.
1.55.1 RLZIRE systematic error
MR 7. fE—ERMEFET, X2 REZN
IR R PR E(EEBE), BCE R RN

B, $%—E AR IR ZE . BFEERRZE . FIRR
RN NIRZE

1.55.2 PFE#LIRZE random error
N HLIERZE” “ABIRRZE". SR ERE
BV 5| D AR S R X P I A 3 iR 22

1.56 HEHE accuracy
M5 BAE Z (R AR AR AR BE o 538 FE P & 7 ¥ 1
AR 00 8 5 A5 380 A ik U R T e gt ) 2
HAHMARSE .

1.5.7 ¥5%E precision
@ R R e, 1E248 5% FEE i —FF
mn TSI A 1 — R o OB 1 4B 5 v BN & &
GALLE I BENL IR ZE RN

1.58 REUE sensitivity
BT AR B BT B (AR DR ) AR A B 5 R FR A
AR BIREE o LESLBR TAE i AR i Hh 22 R 2ok
e .

1.59 [EZE recovery rate
WA B (B3 B8 J5 A5 ) 5 S Prm A & (B R & &)
Z o S FIWT o BT R B AEAE R G 22 PN & 57 5
BESRN &,

1.59.1 fn#rEUE  spike recovery
R ADAE 3 i B A R R R, F TR B AP 5
Foh o AT 7 V2 TR B

1.5.10 #REHIR  standard substance
BA—Fhel 2 Fh 2 083 ) AR IF i e R VA, R
A AR PEAN DU 5 VAN 45 A4 RHBAE I bR B 5

1.511 BREBEEFBEFHRRLE

plasma mass spectrometry, ICP-MS
— AR (100~ 10°) AR B (10°~ 10" ) TCER S
W% . FRTY B 45 B8 AR A A o 3R TR 1A A
T4k, WITE R i — R A AEAL, RS A
TIRESNTE, T3 RS AT E(m/e) %),
TG ER )5 FHRFAE () o i D i B 14

inductively coupled



2 MERZFSEMEE

2.1 BBRZ R E5E M AERR

2.1.1 MERZ® iodine deficiency disorders, IDD
AT AR IR BRIk = 3 LR TIVE TR AN R T R LAY
— B ANE T B FR . EFER T E HR AR T
PETEVTIR M7 PENE I PR e VT, DA R = 3 350
WrEs B B R

2.12 BHMEE iodine excess impairment
T\ I 2 38 e A S 770 B P R I — 41
P I P 9G T HREAR o BLFE FOPR BRI L HOR IR T RE 7T

HURBRIDBEAR TS « B B S Bt HUIR B At o 245

2.12.1 KiEMSMEE water-borne iodine excess
impairment
TN /K RS Bl A R R &
R 5 A6 ) — ZHL 5 A A 55 SR
2.12.2 BIEMSMEE food-bome iodine excess
impairment
HT K RETHSME SN EY FERA T 2
51 2 ) — 2R G T LR
2.12.3 BFmMS#EE
impairment
FEBT A MR = i K AR, TR S AR R T
NAETEE R R, 17 R s s s A1 35 1R S R

iodine intervention excess

Frb R (O REDRAZ DR IR PR O T A FEOR AR A o

2.12.4 M SHBEE  medicine-borne iodine excess
impairment
FENE IR b6 FE LS AT 2 W a7 INy, R EE N
24y ) w2 A 71 3850484 30 Y b 24 0 3 i
H B R R T A B R R, AR 1 A R R
A FE PR
2.13 A MHEKERF  endemic goiter
FRIRR A BT XA S R = Bl B
12 BT AA RIS N AS A2 B 88 17 A A ) R oK
2.13.1 SREVEEIRARAR  iodine deficiency goiter
1T AM PRI ik = 3 BRATLAR LT AN A A2 1T A A2 g 3
T3P FODR R o 76 3 7 1 SR A IR AR AT X, 2
i JLEL A FOR BRI K R >5%.
2.13.2 SHMEEIRAERM  high iodine goiter
R ¢ MNARRKIFTN 1L 5 gt

‘iodine excess goiter ”,

T 0 R P FECOR B o b e v T R i
ITIX, 2208 )L B FIR oK 26>5%.

2.14 HFHMTITHHF  endemic cretinism
fETPR “HBIEIE "o XFR “RANR 7o — P T AP IAETAEL
PR GRS | R ) LUK B RS AMARS K BV G N E
BURE B 5905 o BRI EO™ B 15 SRS .
W $HE2IE BN DIRERERG | A& K BIE 555, HHONAR.
AN B ML E.

2.14.1 fEZBITITRR neurological cretinism
DUBH B B8 I N A i 2 a4 (Wr /. S
PR IBBNPEAT ) Dy 32 B ilm PRI 3 7 M 50 VT

2.14.2 FhigokpAIT TR  myxedematous cretinism
fAIRR “ R R E VT 7o LARRVR K b S B SR AR AT
FFODR R T BRI S 3= B PR AR I 10 7 M 5 VT o

2143 REBIRITH mix-type cretinism
FHEELAP A T VT ARG A I 2L 5 7T 998 P 28 I
PRI IR 77 14 5 VT4

2.14.4 #EERTH mild mental cretinism
BN 40-54, KEMKBIRIINTE, HE¥E
PRvTgR, ERFEHRBRE IFRAS LT MAE
8 % 2 N H BT 14 5E VT

2.14.5 ®HERJTHm moderate mental cretinism
BRSO 25-39, KR EIRINERE, #E Y
Gl CHOBIAL),  7E R RSV J14E N 3
L2NMAESD 6 A HRHIT TN

2.14.6 EERJTH® severe mental cretinism
B HON<2S5, KR BRI NRER, #E¥F
PN MY, EREFEREE R <3 % 21 H
(R Hb 5 P e VT

2,15 AEMTIRKRR TR

cretinism
fEIFR “NEZLIT 7 —Fh T AP IR BE GG | i () A Y
HOTHETLTT . DUR IR ik fe CRI 55~69) N
BURMIE, WA AREEA (58D WRESE
BERT DL A HZ 3 D) RE ) 53

216 HI&LMZTITHF sporadic cretinism
BUE R AR BB DL AR S R B ) b T P e VT o 22

endemic subclinical
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DRIV AR S PR IR A B B FROIR IR 5 B R RS

Z S BESR AR B HOIR B 25 4 S5 SR DR BT

22 BBRZF e EERATRF

221 MABRZ X iodine deficient area
E AR IAEE o AR BRI it A 1 0 T, Sl I KA
E VIR BOTAS B T 2 AR T 1 AR 2 Bt s AT
FVE FR R = X
222 MERZFHHEX  endemic area of iodine deficiency
disorders
J& RAR K K i R A7 $r<dOpg/L, - HRIUHT K 5 iT Wi
B8 i % ~ 108 % ) L FHUAR BRI KR >5% (1 sk = Hh
X
2.22.1 BT HEEFKIX  mild endemic area of iodine
deficiency disorders
8 % ~10 J % L3 HUIRERIT K3 >5%, {H<20%]
PR = 5555 X
2222 MEBZFZHFHHEX  moderate endemic area of
iodine deficiency disorders
8 Ji % ~10 & % LI HURERI K3 >20%, (H<30%[H)
PSR = 5 905 [X o
2223 BRZHFERX
deficiency disorders
8 Ji % ~10 J1% )L HUR BRI KR>30 LBk = 75
TilX o
2.23 &MMX iodine adequate area
FE H AR TP AR IBAMIUE T R 16 00 R, 18 oK

severe endemic area of iodine

EYDHE N I BIRE 5 i A\ AR T AR 2L 2 X
224 KIEMSHMX  water-borne iodine excess area
FEREE B H AR, AT s oK IS B,
R A & DA 5| S i B FRODR B o 88 92 VAT 1 3 X
225 KBEMEMIFX  water-borne iodine excess area
with goiter prevalence
TERFE M HARFA S, AT i@ i oK SR o E i,
] v B FEOLR J e S5 B R A T (R B X
226 HRBRMREEZL
2.2.6.1 ERBRALISHEL  thyroid palpation
FH LT BB T o 2 S R ORI KNI 7 o AR 328
B I POR R TT 77 A5 FEOIR el A g A, [
N 5 FROIR i B 7 PR S AR RS B I O . 45 G BB is i,
256 e WA IR R FE Bl e 46 1 AE (E
2262 HRBREBAEEEL thyroid ultrasonography
FH B 2 AR B AR B R IR AR B T v
227 AOLEEBISEZERMIESE  proportionate to
population size, PPS
— S F BRAT 0 2 R A P B BB T v . 7R
SE IR I, BEALECE TREA AL, o S 2
DI R, AT 42— 5 B SR AT 4 J2 B A3 I
KLs FERRANIE P BOREAS SR BEATL A BB M4

23 HMBRZFEEMAEERES KR

2.3.1 WEFIKFE iodine nutrition level
FETHARTRAR VPN ) ABERUE FOIROL; B TMA 45
BRI B ATE AR

2.3.1.1 #AELZ  iodine deficiency
BT AP S SR S B ARSI A R, ASBEi
AR R B IPIRE .

2.3.1.2 BEE iodine adequate
TE TR 5 B 5 R T A2 1 L
KA.

2.3.1.3 fF= iodine excess
WIS YOK. BV PSRN BT AR EER
ML S BOE FEL R AIRES . — N HBIX, 4520 ) LE R
LR A 2>300pg/L B 22 50 PRI A 47 $>500ug/L B,
F B ZH X NBE AL TR ER

232 SMNMEBGRZ

R

environmental iodine deficiency

NS & R CAVAEAR IR K . 338 R s SR I B
IR T AN B 2 HOE i ZE IR

233 HREAEIE  iodine-deficient soil
WS R T3, Rz EAEKIRE . B,
W 8 pR TR AT A BB A2 N2 A 7S ) IR
LT B BT SR DU 0K ) HRUKINT Vs AR, VKoK IR,
W B IR R SR N K, SRR B R
ARJFEHKH] 1/10.

234 HEKBREMAYIR goitrogen
BRALDAAR ) FoAth e 0% S BURR BRI KI5 . k284
Jo1 TP AR B B T 3, 3 iR = T kA R
BN NS N ES R ) R S i e 2 o B = /N ]
Y. Ry, Tbis Y5,

235 FRBRZEH

2.35.1 ERIRERIEIE  thyroid follicle



R R G5 A8 e D BE O JE A B o i i e MBS | 62 T )
BIMEION, ARSI . JEREEA RIS
BYHMLE =57 .

2352 HURBREZER  thyroid colloid
fifi A7AE HUR B &I Il v iR B ot . 2R 73 9 AR
REkEH. BREBS T EEAMERRRERR . FARR
B (TR = T F R SR (T5) o N ARV PN i 4711 HR
ISR PR 2 M A

2353 ERBRIE/B_ERYHRE  follicular epithelial cell
A A ORISR A . — R ESLH T B2
5, A2 K HE5) 75 sURE DR B D) BEAR AR T A2
o UEITESIEARES, AR R mARE 2
He5: MuERTESMK TR, AR 2w PR E
A,

23531 EBERMAMENKEE basal membrane of

follicular epithelial cell
R BRI L s 4 i 55 A0 B A0 IS 2 AT i
AL S AR, A AT HUR BRI S B iR

23532 JEEERMAEMSEE  microvilli of follicular

epithelial cell
FFBR M08 Y60 b 5 4 P T 0 e 25 T 14 4 e S A T
IVFZ/NEE . MEBREY KA IEIAR, 39 hngm
M B GRARORE /1. RN, s 14 1L
I3 o

2354 JERAEYEAE  parafollicular cell
N “C 4l (clear cell)”s A7 HPR JE v 2 1) F i
b R AR TA) R 2R . B AR AR ASOR, o R B
N BT AR e, FH PR AR T AL 8 B s P9 A W R
K, AT REES R .

236 R

2.36.1 HEE  endocytosis
JEVE b B AN TR R B O 2, BRI
R J2 I E N 2 5 )5 A

2.3.6.2 WIHIR trapping of iodine
FROPR IR i V6L 7 20 = Sy b ML A A R AL T 7
b S TP bl B UK AR R o3| UM 4.1 )i DB~ L M e R 11 23
BT

2.3.6.3 #HAAEEIE{R  sodium-iodide symporter, NIS
i T FEOPR BRI B AN B e P B RS T
(Na"). #E1 (1) FHEEEEEH. DT
JREZ1J9 65x10% o M HHAG A W 1EH, =
SINHIE 77, Wod B2 IR 7).

2.3.6.4 FRBRISEHHIEE thyroid peroxidase, TPO
— LGS A IR B R R . A ORISR
G R HRE, 25 s a BRI AR T SR A K 1Y

AR FEARAE T UEIE b R 4R B A TV 4 i L
CAFAE T AN ok fds . Zobifk . i mRiE L.

2.3.6.5 ERBREIKER thyroglobulin, Tg
— B EA BB L AR o R R R R .
FOR sz 72 A A P i E Ea 8 H o R
 99%LL E 5 EARFFS AR, B, 4
GRS 5l EIRES Z M R FF BN A

2.3.6.6 BEEERMIL tyrosine iodization
Pt B Tk ok 5 WL & A AL B 2 R IR I R o 7 R
JiR i AR () AL T, IS () RIS 2R 23 ) 4 4
A B R B 1 (1) FH S 28 BR B ik, 1o P55 I 2 R Tk
Feh A AL R R -

2.36.7 MLESEER(BEX  coupling of iodotyrosine
2 MR ERES G E R, BE L ANER, AR
FIR S = R I A

2.3.6.8 —MESEE monoiodotyrosine, MIT
N R R IR 2R 7. B 1 NS A IR 1 (T0) &5
BERS SRR AR 3 67 TR A

2369 —MESEER diiodotyrosine, DIT
N R IR R SRR 7. i 2 ANE LR 7 (10) 2
MECTERZIR AN 3. 5 LTI &4

2.36.10 B deiodination
T Jt BSR4 EAT R T T 2 B P IR BB R 1
PRS- i B I A o B FEODR R P ot A (R Pt 2 R e
B A IR R A B A (R R 2= il , 25 1 HOIR i
PR I AR AN B AR

2.3.6.11 fRFAES deiodinase
A, s 2, TR N FRORR B U R () (i AL Bl . ARAE T
FOIRIR AR . LA S i RS B 414,
AR 5t R 2 AT AT A AN [R] 73 9TRY (D) 1T
(D2). IIZY(D3)fi i, 15055 i .

2.3.7 BEIKBREZE  thyroid hormone
FFODR I 8 V8L L e 20 5 o I s ) 5 R 2 R AT A
Yo FEAHRE =R IR E 2B (T:) A HDIR IR R (Ta)
HAEEAMACH, e FE, B, 6k
A E T RE -

237.1 ZMBRIEEE trilodothyronine, Ts
Y 1A R R R R (DIT) AT 1 > P B o 2 R
(MIT) BT B A AW o 15 PR FOAR IR 25 0 3 ~4 1,
55 B2 0 ()R e AR S A S R AEE R, TR HLAARAR
. AKKE

2372 BMRBRZE thyroxine, Tq
2 A~ il IR TR = FR (DIT) B AL 5. 5
FORBRIEER I 90%LA b, TEAME H 2 b i S pit A oy
R R SR (T, V5 PR ) B e e = I iR
FR(r T3, EiE M ER) -



2.3.7.3

FT;s
T EPIRAS I =P IR R =R . A 7 TR ER N, AT
PAH HgENH R0, HAE MR A& R L s =
HBR R 2R (TT5) & & 0.30%.

2.3.7.4 JEEEIRPRZE  free thyroxine, FT4
TR HDIR IR 2=« A 2 I B, ATRLE B
BENH LSRN, HAE M ) & &2 S R R
(TTa) & &1 0.02%

2375 RA=ZMEARRFEEE reverse triiodothyronine,

T3
PR IR 2R (Ta)EA N A S S 1724 . Fs AR
HEAR, SOl TSN .

238 {EFRBREZE thyrotropin
A PR “AEHARIR R (TSH) 7. XFR “ HUR BRI R
(thyroid stimulating hormone)”.  Ji T 44 734 () — P
SRR . B THURIR, S oRmassk, (et
FROIR R 801 R At M ) AR R ORI R 1 & il S

TFEZMEBRESRE free triiodothyronine,

24

2.41 EKBRMP  goiter
SRR HUR BB K (thyroid enlargement) ”. HIR BRI AT
A — AN K T 52 A 2 (AR R 1T B B e Ul
HZFER FARIR AR S AR B G . SR, H
DR8I b R m s A o B SR, HOIR AR DSV 2
RYFR) R 5T U B FE R

24.1.1 SREMERERM  diffuse goiter
TG S SIPER PRI O o EH T FRORR 4 i AR
RMESEA . AP BT SRR RRER M, 2 1,
TILEMEDE, 5 TIKE . BRI ) FAR R
Ji 22 g AP A

2412 LZT5MEEKERM  nodular goiter
AT TREI K. —RZ T, &
FEN, THEL, FIRIRET — B, ANl 5 A
SR SRR I R AR 21y, v] DUR iz b X
Sife i B vy UL Py 5 R R AR N [

2413 REMEARRM  mixed goiter
FETRIG IR R b, A ) — A2 A4 i
AR R o

242 BAMEIRERM  sporadic goiter
RAET 1T PR ORI R AT X3 PSR, JOR TSN
BN ) 2K PR B A PR R R 32 005 TR 2 HEOIR i
BERFEENM, SPRBEEE K. 7ES. 5
INEEGRIICIC, 2 RIS HUR IR, tm] 2 a5y
P FFOER J i

BLIRZ R 5 e B

Gy
239 REVRBREERMAE thyrotropin-releasing
hormone, TRH

T FE B B 73 WA — Tl R Y AR TR IR
W (TSHMZ KM . SRR Ik RS is 2 IR 2E
A, (kIR AR G RS WM AR BRI ER, T TSH
BB 3 W 32 A FOPR R IER 1 S AR 1

2.3.10 HBRBEEEIET thyroid autoregulation
IS HUR IR B S 3R HR ), X eV, FOIR
W B 5 WA B R AR FH o SRR 14 A PR
SR AT I R

2.3.11 HiFEET  Wolff-Chaikoff
TR A B N B DR BRI 3, 45 TR &
) TCAT LR ES AT LA, AT DARH LE R8s ik N HIR i 4H.
UG

2.3.12 FAPHETEIR escape from Wolff-Chaikoff
BILAAR T M S P 25 S8 A T N PR B R

f&E Ik IR AR I 515 BT

2.43 FEJLEIKBRBY  neonatal goiter
BT IR S A AR = | A B R it A MR F 2R
BT A J L FDIR BRI oK o WA B FOIR IR D e
i

2.44 IEEMERPRAR  hyperplastic goiter
SR BT S TRV 1 FEODR B b DR ) ST B o e K Y
PRI, i B A5 BRI IEM - R A oK
B A RO EVE ARG N, YRR P TR,
JEVJE B A0 I AR

2.45 BRMEIRERBY  colloid goiter
— PR HB LTI ORI K . TR % BRI T &
R, VRO, B b R 2 i DRk ) R o A 3 T
AR 2 T v R R, KBS oL T
Y FE R M et P B b 5

246 FURBREM thyroid cyst
— PR B A RAS B BB 0 FAR IR . S
WA BRI . T BRI B 2515
PE R, SR ZE ] B2 R A N H I BRZEVE AR T
TERCHEMD s 0 00T e FROR R, Dot v

2.47 BURBRZEHE thyroid atrophy
FFODR R FH T 8 J5 IR R A 8 7 2 A3 4 T 2 T s 8
AN IRARAZ /ISR BRI SR o T8 T A TR R R 0 2 4
b, RGN BERE, FHLTHREX. B 5%
9% 11 FEOLR J 2 9 1 85 e 2 e VT R o

248 FHMKM  myxedema
10



™ F PR R T R iR P 5| AR IR A MK i o —
MR A, & W ARG T )™ B H R R T R g R
SEBE, ZRNEEN, HEEE, WEEK. Kt
B I DRI 22 W pORR IT HH A 1 e £
2.49 TITFRMEZA  characteristic face of cretinism

VTR EER AR, S —MEERHSEEAN
SEAM MR, REA. RIN: S22, RE%E.
RELN, JBE. HREEE, B, JEEMD HER,

RS, T IRAG B A Ja 5 R AR DD BE DR Pl

2410 EZEMFEE  spastic paralysis
A _E32 3l b 22 o 19 1 1B 012 30 D RE IS B %
MIIm AR R I . I BT Sy 1G5, i SH Uik,
RIS EOE K, BEshia sk, IR,
PATF BB

2.4.11 fRZZRGER  nervous system disorder
W7 PR TR I R RS A RGRER L. R
B UL MEf 52— B RL b a)id gt &g (HER
RSN 2D, AIEA R E R RER, D&
M, B b)AFERRE W IR o) ANF
FEEEI F B REAT (ML UG S ) .

2.4.12 BIRBRINEEFERS  thyroid dysfunction
TSI TP 5 VT IR L () HR R D) B BRI
B LTI 2 — 8L b a) AN RIFEFE A4 H R
FRERG; b)ARFEER T HRIES: o) ANFEFREE K
IGIRR I d)ySLie =R A AF& FR IR D ekwes (H
BTG R 2.

2413 HRBRARRE

abnormality
HE AR IS PR R 0 AR 1) HR A R B K A R . RIG
31 R RN iR ) LA AR AE .

2414 KEYKBRZRMAE hypothyroxinemia
NRR “AR FTq MURE "o M7E fE FORIRIBCER IEH . iE R
FURIR R (F TS, (BTG ARRER K — Bl PRI
iR = 2 T B 2 R A AR R 3R L 1 32 2
JR AL

2.415 EREBE SR  thyroid autoimmune antibody
BUAA = A BT IR B S ZH 2L 20 P s B 7
AR, W5IRE SRR, G T AR E .
(ORI NITSURER 7S AR LIR35S - SE7IRE N B
TE H 5 G2 P IR i (112 Wb BAT S 2R .

2.4.15.1 ERIEIEHHBRIIA  thyroid peroxidase

antibody, TPOAb
— R BRI A e ) B & e AR . mTE
G HUIR B0 o ZPUIR I = A4 5 B B e v ORI
T te FEAH K o

2.4152 BURBREKE B  thyroglobulin antibody,

TgAb

thyroid congenital

—AERR ORISR E B R B S k. BT R E
FOR BRIV BRI, K FOR R ER B AN I 5 A4 7
ARTUE, EEYFRRREH G(I1gG)2E. HHMER
RE R FFOPR Bk 2 A A R At 2

24153 RFRBRZRZMIAME  thyroid stimulating

hormone receptor antibody, TRAb
PRI G B bk LA ™ A 1 — 2R A R FOR IR 2R
(TSH)ZARHFF - e Bk H . NSRRI — il &
Ui, o UK BA e R 2 S8 & %
PEFUIRIERZI . HUIR IR Th BE 53 3 A HR IR 2R K
W EERER,

24.16 BS%REMHRRBRER autoimmune thyroid

disease, AITD
1 H B G AL B — A HUR BB . R AT
For B0 IR BRDUR I B B A, A5 Rk E H
PiiksE. oA REHE . FREE, SRR LR
GER . TEAUSERR TR R AR HUIRIR R . R
K

2.4.16.1 EXE® Graves disease, GD
SOPRS BRI R HR i (Grave's disease, Basedow's
disease)”s —MPEHUIR ISR 70 W48 2 B4 B R R
H SR, N2 REREALR . SRk
AR A= J5 ORI 2 25 R & T B B S s 1 FR i
i o

2.4.16.2 1FAEIKERA  Hashimoto thyroiditis
B BT S5 Dy RE S 8 7 A ok HOR I D v b fe 4
MFt R H 7 (AR IR ER B . Sokifk ., 1 AL RESE)
1 E Bk, 580 R AR G M 57 F K ) Re R AT A
I EC A — R HUR IR K

24163 FREEKER  postpartum thyroiditis
SEYR AT HUR IR D) BE 1L 0 A2 J5 14E A IR G
PR HCIRBR A o SRARDR BIm PR 22 I 3 30, B HIR R 2E
FEHT ARSI AT R S

2.417 BRBRINGERIRIE
RIFR “ H

2.417.1  ImAREIRBRINGERURE

hypothyroidism
F T B AT 5 7 P L7 PR B 3R ik = O R
VE R R AARTOI B UAARE 2 & RS D) BE IR v 3=
TERIIRIR R EAE . WUk = 7] SBWUE R AR
JEEHE ko

2.417.2 TlEKMEFIRBRINGERIRAE  subclinical

hypothyroidism
[E /S AR RN 1| R RE (O SR NS TR (2R
FFBR R 2% (F T ) P 25 = B R B 2 B2 (F T 72 IE 5
W, — R S R I PRAE R AR AE ) — Bl PRI o

overt
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ik = s R A A IV P Ol ) B T A
24173 SERMEFKRINEERIERE congenital
hypothyroidism
AR SRR iR LA A IR FORBR IR
R E T, DhREAC AT B IE = 55 P 51 E 1
A JE HUIR R Eh BE SRR R PRR B - 3 508G J LI AN A4

KEVEGE .
2.417.4 MAKMEEIRIRINEERIRAE iodine-induced
hypothyroidism

PR B e 7o Al £ 5 B FOIR R 2 BE JRGRAE o
A RS B 15 A EON EE ] B S FEOIR MR A A 3
P N LR 51 A i RN AR FE LR R Ty E 00 1) 55 T )
AR BE R BR D B s, (E R B 5 7T LB 471K
=,
2.4.18 BVIRBRINEETFUHEAE hyperthyroidism
fapR “ BT,
2.4.18.1 IGARFRBRINBETTHRE  overt
hyperthyroidism
H T HOR RS B B FROR B LA A L ERL 51 RS B AR ik
R L rBWUARIMEZ . D53 ISR RGN ETE
B AR TTHE DY BRI I R SR S -
2.418.2 WlmpR % FIRBRIIBE T AE
hyperthyroidism
AR “AEH T MR BRI ER 7K F B T FR
JRIBCER K P DR 455 A8 L e B ) — bl R R 3
2.4.18.3 —iIMEIKBRINGETTHIE transient
hyperthyroidism
AR “ i PER T SREONTFRZERMILS ] BE 2 tH
— BRINS [ 6 FROIR B T RE TURE B IR R R I, H 28—
Pho A LSRRI L AE P A TA] AT H B
2.4.18.4 FARMFIRBRINEETUHRE  iodine-induced
hyperthyroidism
fETPR B TO(IH) 7o FR T S5 B 185 i i B0 AR
R BE TCIEAE o« AT — IR B YR TR AR A\ BB S
FINE R ARG B, H A SRR DML R
N R
2.419 ERIRRMEZETS  thyroid benign nodule
FFOUR R A0 B J 30 e i A A I 5 2 R IS B AR E 1)
RAYERRAS . S N7 R G 22 0o A HE LI
2.419.1 HURERINGER EMLET
nodule
et BA A2 A2 ORI GER (TSH) P42 11 B AT S5
B RN 73 WA HUIR BRI B0 TR IR G 57 o Je &1 1 IR
B 248 A IR R B TCHERE A E 2 L A
2.419.2 HRAREITNREMEETS

nodules

subclinical

thyroid autonomous

thyroid non-functional

FFOPR IR A A 51 RS FROIR TR T e S B0 SR B S s
2.4.19.3 EARARERIE thyroid adenoma
e LR FROIR IR R B B R . 22 9 BRI
g, Mk, W, RN IR IR B
YN /NE 2, Rl B R, AERRGRE, Ria
JE I RURIRZAZR, A2 B vl Rede .
2.420 BVIRPREE  thyroid cancer
RAT HORBRAH SR A bR o i B2 2 N FL oIk
e BEIEDIR M . BERER AR L
2.420.1 LBIEIRAREE  differentiated thyroid
carcinoma, DTC
— IS T FR R B I 4 ) bR . B Rk
HRFFR s RIS IR BRI, D BOA VRS )
(Hiirthle)4H i (FERRPELNMD) 3855 Xy it e 4218,
ALK
2.420.1.1 FSKEREREE  papillary thyroid
carcinoma, PTC
IR FFOIR e v B LR — 2R A o 2 A L
AR 85% M LA L, DA A0 P % L Sk R e 1 7L
JOIRGEHINFHE, HBIEEAR, 10 FLL EAEFER.
2.420.12 JEEAKEREREE  follicular thyroid
carcinoma, FTC
IS FOIR B vh i — A S Y . 24 8 A 2 FOR s
) 10%, LAY B AR FE AN — BB 45 1) s
fiE, SN BRI s B R AR ML Bk S e S
2.420.2 KU EBVIRARREE poorly differentiated
thyroid carcinoma
AR BRI () — P 2R AL . EEs D L, R Ak 22
WM, BB R IIRE, WERZE.

2.4.202.1 BUIRERBEMESE  medullary thyroid carcinoma,
MTC

— R YR T RO IR I v 55 4 B S R . e,
HB SR IR TERRFESE R, TR ZD, e 2R 4n
RIEHE, EAR.

24203 ROUWBIRIRERRE
— o NS R e 8 v s B AR 2 MR IR e o R TR T
W, HTEEASL, FARIRGII AR I A &
IRFIE. JRAERE R, 5 FAEGFRBRAK. 1A HAR
Jige s D

2421 #FEF  iodism
TN BB W AR 2 4 i T g B Ty Lt BAS [+
FA ) BREIR o

2.421.1 2MHFE  acute iodism
— PR 2 I 22 A B R 5 1) > e
BN i R A T s IR P ) A R 2 R L
PR IR T, S RE IR R A A PR K
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24212 1EM#4E  chronic iodism
HH A IR EE MR RN B S R = I e 5 R L 2
FEIERA: DA EA R B, TG 8, M

TURRIAR S 73 WABE N, R R DA HRE 2 25 BRIk
Be3%, 7 ANEAH B T ERBOEIR, AT AR ARYS .

25 BGRZFEE A EE TS K

251 BR#E edible salt
NAR “CEERT. MK, R E@)ERITRY . KRR
(BOZKIRTF A T 8 H I A S A BI(NaCl) . NTEE
B HISLTT ek, ARk

252 RBEMB salt iodization
7E B ER OIS IR il s Feom i A it #2 . R T
TRBTs = i kA2, DL RS OB, 48 NERh 7
m e 77 =K

2.53 EBEILMM  universal salt iodization, USI
i v B X ERORTAN S A £ FH AL 2 1 FRODR B s 26
HHh, A NS,

2.54 ®URMGEMAIF]  iodine fortifier
ARSI B #5172 s I 7 B e IR e A7) .

2.54.1 H{LER  potassium iodide
—FhENAMAEY . TEE AL RmAR, TR R
Wi, ST KMOEE. 557 KL, X0 iE
21°8166.01. FHLER 76.5%, JBIEJEF, 1EEES
T G, 8. SRR AT H Ui SR S .

2.54.2 FARZER  potassium iodate
—FENAAEY) . LB AL SRR, TR R
W, GHT K. 4K KIOs, XD FHELA
214.00. FHLEN 59.3%, BEMLF, RIERAE R

2543 JBEM  seaweed iodine
DL AR R, ZKIRSE. b, R4, RE . R
S T 0 ) ) B o R R A

2.55 fEY  iodized salt
SOPR sl 7o R VS FR R AR (AR AR . AL
Y T 42— 5 LRSI N B 38 v I ) T s PR 367
H PR T 97 R = 95 1R A

2.55.1 F{ERREELY  salt iodized with potassium iodide
DABSAY S g B 5% s A 70 A 7 R BIER

2.55.2 FARRERAAEL  salt iodized with potassium iodate
DABSER S g B 5% sl A4 77 A 77 R B ER

2.55.3 EEMAEEL  salt iodized with seaweed iodine
DAY SR IS, 5% 5 A 77 A 77 R B 2R

2.5.6 HLH  iodized oil
SRR T 7o S AN AT D R AR A T S AL A
TR0 S S R ASE R 5 - A AN TR AN I 7 TR ) U T
il A LR, 32 B R A A H i . )£

W R EYA 3 M SOl kiR SR
PV B F0AT R Y

257 EMRY iodine riched food
FHERSNEY), SR, K. BB

2.58 BWMBERATH

supplement
— M RIC R AR DV E SRR B B IR e B
U A CGERRT. SR s (B
TN EZy (HZHET .

259 REMBMTE

2.59.1 J@RE spray mixing
FATRR “¥Ei(wet method)”. M FK “MiZEyk”, Joimfil
R4S KV, FHEBIL) /K I T B G 3] 25 rh R
STRIBER A2 7 T

2592 FRE  dry mixing
fAIFR “F¥%(dry method)”. JCiEMFIL SV 5 /b &R
JRERVR I EE L, FHEEEEE S — e B JE IR 5 1)
fER A 7 O

2.5.10  HEMTSIE

2.5.10.1 MAELUEM  surveillance of iodized salt
xof SR XS B P P AR AT 25 LSS 190
B R4 AR S B PR 1% 10 DL SRk =
TRBTIa T TR SO, SN R IR A s R bR
AR IR MRS A R L R S AR R S A A
HEHE,

2.5.10.2 HERZ HRHE SN

deficiency disorders prevalence
KT, ELE . RGEHUSCERRIER = 55 o 15 IR B A8 23 A Je
FLRZma R R BORE, 0] i N TR = 55 995 1 AR
BICES I 7K PR F0UE i R 24T A A AN I T i B
DR T ARG FOIR BRI R L T r (o7 J50M1 5 A il
HEHRE.

2.5.10.3 WEFIEM surveillance of iodine nutrition
PAEL 2 X R g B ok B R AR 75 N PR A A7 25 DA
SR R R FR S5 FR bR AT 1) I

2.5.10.4  FKIRME SRR

iodine excess
KT, ELE . RGEHSCER KR M S X e B
BN I3 AT S PR R R BERE, 0 B v AL R
JER I 1 BIOIR o O T3 KT AN P i R AT 20 A

13
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T BT
2.5.10.5 FERZ fRE e it X s
risk area of iodine deficiency disorders
FERGR 2= 95 e S 1 X T (0 B9 155 FHBIUES 7R 00
W B AR AR EIURIER = 9 8 3 151 i = B
2511 WABRZ REIRYEE AR
population of iodine deficiency disorders
SEPRIA L WHFLIE Lo BEAh LA N R BB = R BT A
IS TP
2512 fBZRERMX  highrisk area of iodine
deficiency disorders
Py s A MR RAT, AT E8-10 &)L
PRI AR T 100ug/L ML
2513 NME2%M#  emergency iodine supplement
FERIER = 975 1o s 1 DRI 6 78 5 SR AR IX, 4 IR
B R R T B VT B ROR BRI RAT , ABURFR ] 3=
3 1A DA S5 A MR Dy 32 1) SR AR i
2.5.14 PKFER  reduce iodine water improvement
FE 7K v B X B AU X, o et /K AR Bk
PiC B AH DGRt AR ARG R AR SR A 7K 5 Tl 1) 1 o
Jit o
2515 H#E)LERARTHEERIREIFE  neonatal
hypothyroidism screening
T I S = AT W KT AR L BRI PR 2 FE DR BB 3R (TS H)
HTHCIRBRZR (Ta), X5 AR ) LR IR ) BE SRR KE HEAT 1)
WL
2.5.16 ERIRBRINAEZE  thyroid radio-iodine uptake
— o FFODR 5 EUR ) e 2R AR L PRI FR R o 25 T 2k
IR — s 7R O PR RI (3D, — 5 I TR J e i 55
RN St IS A i i e e O A W A P s o i
EEAR, AR FRDR S SR )k 2R A 5 T
2517 &} intelligence
MATHESRAT RIR L L2328 F R0 R ol it i) iy o6 2505
B OB KA EUARE . FAZ G2 B W mlidh S
YEfe 7). Bk = U K B 50 1) 2 BRI R AN
PR T .
2.5.18 & intelligence quotient, IQ
AR JTEAR B R AR AR o TSR = 3 R0 XL
IR 2RI AN [FIRE FE R R R P
2.5.19 ¥5#MABIRZE mental retardation
MR “FEMRBIRR . FERKEAR". 1B “8
GREE L BRI FEK B WIAN(<18 Z) I LAy
R AR KA 1B B3RS RE DI
BT NRHE RS0 OR & SZ FHERA IR 7 1
ST I8 A 75 P IV PR B VT 9 12 T ) 4 SR A
2.520 ¥5MRIEENEES]  psychomotor ability

surveillance of high

special need

MR CDEBERE S AR VR SCRC I B A
THENVERE ST, ALHE th o R L% S B ) S
iy 77 PRV PR e VT2 W S B e AR 2 —
2.521 FEHEBIMIE  psychomotor test
F T VP Ah 32 A A B R ST I R S RORS % B VR e 11
OHEIET R, 7T T2 Wi 7 VI R 5T -
2.522 PBHAMELZR/E day of iodine deficiency
disorders control
1994 4F, HESBEfHE, #fiEfHESs B S H(E 2002
FREECN 5 H 15 H)y “Biiniilish =i H 7. 44—
AT, AEA 2 T R BRI = 0 R B R
), BRSNS 5V Sk = R B 16 T .
2.523 WESEBANE iodine reference intake
N T ARIE A BRI N B, 38 S i = A B
e, EHER LA O fhay Bl B R AL R A
H-F RN & —HSH1E.
25231 HMFHFERE
requirement, EAR
FRrE ] R S A FARGURE AR b A o) il 75 22
HEFIE . TR FIL 3 S K A RE 2
R 50% MR RE 2. 7T LU Tl E A B A
RRIREAER, B MEEAA BT RetE.
25232 WHEFERAE
intake, RNI
AT LA R — R ) L A B A BUIR DU 4 K
ZHANE (97%~98%) HlFH E & TN IKF
2.523.3 MLHEEIEANE iodine adequate intake, Al
TR W5 Bl LI TR AT e FEA TR A SR B . 2L
AR EEEAT TR B DTSR R R, AT
TEHEFAHEFELR N B, W] e & AR 2R AR
EREE R PN
25234 BMUMZRSBANE
intake level, UL
fp A H PN R 22 4 IR . R — AR B O SN
RE, LT FeAr AR B o AT AT B E T A fE R - F
Yoyt H Wi = B N B
2.524 WEFFNIER
2.524.1 PRMAP{MIE  median urinary iodine
concentration
W Bl N PRI 72 B 42 N BRI, A
S5 T PRAIVEL B A ) 9 A PR BIVEL )P 2 8
NHEPRBL I AT RS 704G, R AL E NGt 23k
K LRI S b
2.524.2 BERRBRARPKZE  total goiter rate
For it A FRODR BRI N0 324 N 7 a0 e
25243 FHEIURRRBREREE

neonate thyroid stimulating hormone

iodine estimated average

10dine recommended nutrient

iodine tolerable upper

abnormal rate of
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A ) LA IR BRI R /K1 S 8 2 R 1 2
BN AT VP AN FFIIUE 77 7K1 R0 HOIR IR D B AR L I
BURFI P SERTHR bR

2.524.4 ERIRIEEFT  thyroid volume
HUR IR Il 25 A 2 f . A AN
V=0.479xaxbxc/1000. V: HARERAF (mL); a NH
RAREE— M B E (mmD; b N FR AR — 0 -
P (mm); ¢ AFRIREE—MH AR (mm).

2525 BEiRtEREIEM HeRR

2.525.1 MAELAIRE  qualified rate of iodized salt
O R AT [ SRR A Y L %) S A 2 P R
it >5mg/kg I ERFFE O EK B 70 %

25252 KRMMAEE non-iodized salt rate
N “RMBLEERE R, BiK “Jepizhs”, &
T<5Smg/kg W ERREA b I A DU i B0 B B 2

2.5253 FAELEIEZE coverage rate of iodized salt
BB >5mg/kg (1) ERAEAE0 PRI R SRR 4
B,

2.525.4 ARMELBAZE proportion of households

using adequately iodized salt
MR “HRERE SR WH P RETHEE, &
R Kb T ] S v VL T PAY P SER A 3 5 o oA A
AR
2.525.5 ZyipER
pregnant women
I SR M) CEO L B A B
HEEERSE) MEMay G 1 k&L il
REERTAET 50 iyl . R &55) 37
MR 20 AR T A 2R I E A R
2.525.6 BUHMIRARE
pill
BRI TR TG ) HURLE R SR
DU, [ Z S5 5 AR AU AL AR R N
IV FREEE SR SR PN NG ISP <
25257 WUEARERRE
of iodized oil pill
BRI IR TR ) FUR E 5 Rk
QTSNP S YA SRR T BN - GO R E P <

iodine supplement rate of

supplement rate of iodized oil

reported supplement rate

26 BERZHEHMAELRE R

2.6.1 HENIEFR

2.6.1.1 7K water iodine
KA IIR B, B lug/L 1Fe H TRl o il = Hh
X AR = e X L SE X L KR S b X ATK
PV TR X

2.6.12 FR# urinary iodine
JRAVETLPIAREE, AL Dpg/L 1. AT VR N RERLE
TR

2.6.1.3 24 /NBFFRFEIRE 24 hour urinary iodine

concentration
ISR N AR 24 /NI FRAETR G F5 0 5 1 PRI FE
AL Phpg/L it

2.6.1.4 24 METPREAHEME 24 hour urinary iodine

excretion
W N 24 /NI IRAETR & 5 IIE I RS &
HAPlug Tt

2.6.1.5 FREAPLETEL{E  urinary iodine-creatinine ratio
W S PR R RS LB LR . P T 90000 24 /NI pRAE
HEM

2.6.1.6 EL#  salt iodine
TS, 1AL mg/kg tF. FHTF IR N E:
.

2.6.1.7 BY# food iodine

SYhE &, A Plug/100g tF. HTFENEYT
)25 LR 450 o

2.6.1.8 ME&RHM saliva iodine
WV RS R B, B DApg/L o T UPA M
FR) 25 LR 400 o

2.6.1.9 [ME®M serumiodine
AR “ImA s HfyE A RS, B hpg/L Tt
FH T PR I b A2 i

2.6.1.10 Fit# breast milk iodine
faifx LML, Pyt SRR, B Plpg/L it
T VPN ZL b ) & i O

2.62 WANFIE

2.62.1 EIZEFEL direct titrimetric method
TERRPEA oA, BOFE P AR AR 25 ALk AT L
PR, FHORA B R AN AR MR 8 VAR S, e L
BT I TSN AIER £k ) A £ A
JE o

2.62.2 SWERFEMEE oxidation-reduction titration

method
TERRE SR T, A8 IR SRR K Al 75 7 S8 A B RR AR
I FH B o 2 e ) O SR, P AL B R AR
I JFAE B, FE R AR A, A3 PR RBR R AN v

I 5E 5 BT 38 I IR Y B S A IR TR )
15



B 2L ONERERHAR R 2R ) Bl I 5E .
2.62.3 FERELSIETE  Asd-Ce' catalytic
spectrophotometry

M1 FH RO ek i S A 328 e S ) AR ARSI R 7K

VSRS B 1775 TR H A1 Cet B ik R

JRIE LR Cedt, TS Rl S MO LR i
St FEE MR ), 005 R A Cet HIMROG EEAEL, R AL
JREEIRE S Cet WROL AR X Bk 0% Z2 5K B

=

==

3 WAEMETE

3.1 MAERTEMRR

3.1.1 HAMEFPSE  endemic fluorosis
fEIFR “HBERE . FEREE B BRI S, AN AiEE IR
K B B REN BN B HIN 5 80N 4 5
PR BN AL . 3 R B U R AR RS 1
FI R TR AN G

3111 fRoKBIAMEAPEF  drinking water type of

endemic fluorosis

R =K, FER AR S5 51 R
— MR .

3.1.1.2 PRESEAMFMESRSE  coal-burning

pollution type of endemic fluorosis

AR S 1 DR J B, RIS P e R it )
AR 2 YIRS B RO R S« BB K R )
%, ERENTE BTG R L RSB
PRI
3.1.1.3 IRFBMFMEPSE  drinking brick-tea type
of endemic fluorosis

KRB & BB m e 2 K sk 2R ok, 3
AR A BN T B R 5 A — A8 R i 75

32 HMAERFERATHF

321 ARESAMTKMBX
groundwater with high fluoride
MR ZK B R X . — BRI BAICHE,
MR KA B, AR GE: TR 2R
FRORHE R HRY B S & U S A B R
BZ . WEHT KRB R I B T HRHE.
322 FESHMBTKIBX
with high fluoride
MR VR SR B R R R X o TR 5 B et A
RHPRIERE, JF iR EREm, Kk
BRI EREDIR I B, MR T iR B AR E AU
WL, FEUREH K S mEG .
3.23 HAESHEKMIX area of geothermal water with
high fluoride
MR SRR K S IR B R I X o 2220 AR K iR
Pl Gy MR RT , 1 7K I W R e iy TR AT P4 1
R AN BTN B0 [RD IR A o A rh T SR T K
e LR K B R K, RO KK IR 52 BB IR EE, 30
& R

area of shallow

area of deep groundwater

P — N}

324 ERSEV SAEMEX high-fluoride area with
fluoride-rich mineral
AP ERERS WX . EREN FEGFRAT
BERAT MEAMED . &R A P R R UK
WRIEAE I s A, S R R KK, 3 BRIR
K& R - & B RIS G B G 25 10
RV
3.25 PRk AR SHEX
area of drinking water type
J BA I K T SR P A AR X .
TR XA — R DA R 7K 2 g8 1 Dy 2 R,
2T ETFREAURE.
3.26 BEISREMEMHEPEHEX
fluorosis area of coal-burning pollution type
BRI P 0 HIE M7 ) ek 7 5 N RS I & B Y
TR L B B8 Fr A i i N R B RTS
G SN B G T B R A P A X
327 RER MR EHX
area of drinking brick-tea type

endemic fluorosis

endemic

endemic fluorosis

16



Ji BRI 5 i B A v A 2 T SRS i 8 A 2R

X

3.3 M HEAFE LRI

3.3.1 & fluorine
BT EREN-1 kSR TR. WS NE JBTF
9, WEVERURIEIR . ARV AT EM
VP ERIAMIESEITER, ARG .

3.32 &4 fluoride
TN R EVLETEH LGP . T S5FrZ(He)s 75
(Ne). SE(ArMNAIFTE TCRTE o e, i W,
PR RMBI(NaF), | e T HARAH,

3.33 & fluorine balance
WA 45 5 B AT HE S & R RSP s oK
TR B, W SRABETABANGEN, FEH
2 JRINFEE R

3.34 B%h bone salt, bone mineral
HHR PRI . FER NBEERES, A VLR
R M — ST BB 2H 2, 238G B R R (AR o
FEFRERE R AT, SRS & Eh4h fb R T ) 5 1k
ITACHe, U R IR W KA B KA

335 BEMRA  hydroxyapatite, HAP
BRI A S &Y, 773l Caio (POs) 6(OH)o
BHEY B B 18 B FEE sy, Horb IF2 2L (OH))
REPE IS T (F) B e, AR KA .

336 #@EEKA  fluorapatite
ERBEIREL, 73X Cas (POs sF. fEHEAEKE
R, HEE TP 58 R KA 2 E(OH)
AT Ko

3.37 HBHAL cartilaginous tissue
FH A0 44 L R 2 B ) ) — P S L 21 T g
SPRCE IR E T S SRR TR KA K.

3.38 HMEYHRE  osteoblast
BRI R E D Redif . 257 BEEAR, R
HLKIM, ATTH TGRS, 2%
b2 PR AT 1 AR o AERCERE R AR R A T
TRAS, FRER B A INE RGN % .

3.39 FEEYHRE  osteoclast
P 3 L 200 P 28 0 A%/ 5k 4 o AL 40 A A T SR 22
MER. fE8 HEE R T E RS R 1E
FURPRE R A I AR AL TR BRI AR, S 5 E T
o

3.3.10 FHaB enamel
MR “EEIRIT V. o 05 7 el 3 I ) v 2 IR A A 4

2L R A AR 2 R T A

3.3.11 AR dentin
MFR “RAT”. MIRE A FARMA L. AL T F Rl
MBI R, MR S MR, BitaRs. H
PHYIRZT 5 70%, AHURZA S 20%, HARZ) 10%
7K

3312 F&ERR cementum
BEGAEF MK M) —HZ0 S g . PR,
TR R T B 22

3.3.13 R Fh4HRE  ameloblast
NRR CIERAEM . AR B I R R 2 RB T e
Mo kBRI, S ECF TR A RO 4y
WS .

3.3.14 FMEABERES  alkaline phosphatase, ALP
FEHE 25 A T 7K A 2 M R e I BT e B IR R E
) —ZEL IR o P YR TV 2R S A L ) — A A
AR B S S ) —FidR &, TESEE R A R 2
SN Sy <E

3.3.15 Bf5%E osteocalcin, OCN
EH 8 40 A T 23 WA R — MR It B 5 o B e
I35 B 8 mT DL T AT T R 00 s i 4 L B BIRAS
R RIAEH T .

3.3.16 F445% calcitonin, CT
FFOPR JIR 08 Y6 55 21 B & 130N 43 3 1D — o i 15 5 Tl A 14
MZ KK . B 32 NEIERAL, BedsPi RS
BRI IVER, SEma e AU, SEREr K ER —
EK R

3.3.17 EERERRBZE  parathyroid hormone, PTH
FHODR 55 i 3= 40 i 2 6 1) — v S 22 ISR R . |
84 N LR AL, FEDIRe S W B ek, (Eif e
Fhim, YERFVUARES BT, SUEhE 825 g & B
1= o

3.3.18 &% bone turnover
B L TH B WRSORI T B T 3 — o B 387 85 i 72
FURRE ) R AR S AN RE s A %

3.3.19 $5F/EJ&® calcium paradox disease
— R GG ERZ R IR SR . LRI 5
KA AR EEAA TR, T S 20 R P 45 B IR FE T
FEA 2R R MERUIR S IR D Re TodE . SEHERI R AT S B
RAHFAE .
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34 KA FERARI GV

3.41 ®IF dental fluorosis
NFR “HARES PERIYE (enamel fluorosis)”. K B ¥

IS, PR I R A T 5k B AR R 2 1A

PR R B R R I 2 — o RRAEVE R R AR AR T
B, AR R B O, EARABEESE, HHE] R
S Ao AN B i o

3.41.1 ZLFHEIEF dental fluorosis in primary teeth
FUA KA 30D 8 PR AR o 8 JVR e e 2L 00 7L 24 et
J T AN A R, DR SRR B0 2 i PR T
FEAE

3.41.2 1EF&EBEF dental fluorosis in permanent teeth
PE I A I3 A P 3 o I R A P R B I R
52 3| re R FE TR, At il 24 ) il 5T SR 4
DIResZ4t, RS AGREG, W skl Khang, R4
SEUEF WM T K

3.42 BZEHE  chalky white
TR AR TR 43 BRI BT 2R 20, I B A B
RERTZEREII R0, BEal. BEH, B2 H ok
PRATFE OB 1R — Flopg BRME OO o BB 2F (1) S R RRAE

3.43 FARBERIR  enamel defect
FRUBURAN s, O T I RO R R M BT
— PR B . SR R IRIE SR, R EEA R TR
JZ, PEEE R OK RS . v LT R R DL RR R
BEA

3.44 FHEZE enamel coloration
TR IR B DR B B SR [ R B )
B H AR RN S FE BB R A
TR 3 R o 50553 B 24 FE Rl BT 9 A5 5038 ) ) s
A R

3.45 #ZE Dean’s method
X SRBE T AT IR IR 73 R — M. A, B,
SRS U AT 275 50 B, B 53 N IEE | AT 5E
WA RS BRRE . RN E T, St AR SRR )
WIEA KW

3.46 BE|IEFIEH  dental fluorosis index
FH R AR e — X B T AT R FE R F R A o THE 7V
(AT 5HE NH0<0. 5 NH0x 1.0+ B N H<2. 0+ JE
NH0x3.0+ 8 LK x4.0)/3 K NH. Bedabn HER T
LRI

3.47 E;RHETRE Horowitz's method
X A AT T OO ) — PRI 4y KT 1% T
BOH 7%, ¥ K7 E BRG], RN

FIA W EH, 70 1. 23 3. 4. 5. 6. 7%,

3.48 FRABAEAE enamel hypoplasia
BRIAEA VKB AR, B4 SR R B8 0 SR A
SEMF RS R B RENG . W LE SRR = ik
A B AR o I [F]— I ST A )
b5 T T Bt DR B B3 R I B, SR )R ot 52 N 2
93/ T ot B IR

3.49 RBEMEERR metabolic bone disease
e RMEEUE KRR R S BRI EEL, FEER
JoB HE T B RGN B 2N
WS B T ORI P o AR S S L 1 B o
FERE TUAAGE B BARE AN Al A 5

3.410 BB skeletal fluorosis
RN BT AT 5] AT DASIT S AT DU Fi R 5% R
BT, Bkizsh Dhaekens DL LCE FI O X S 4RIE R =
W E BRI ARV B o i B0 AR R )™
MfEsE, FEEE S EUE.

3.410.1 HAMEELE endemic skeletal fluorosis
H 7 s B X R, RS BT 5]
DA, JEAN DY SR RGP, SRR I2 5l D R b fig DL
IS X SPERAE R 7 2 BRI e AR
B

3.410.2 GRS B clinical skeletal fluorosis
XA TR T i S N, J8 e R IR 1r) 9 DA R B o6
IS PRARAEARS 2, CEHERR O R0 (1) 5200 )5 112 Wi )
FEE o

3.410.3 X Bt&&EBEAE X-ray skeletal fluorosis
W E R xSRI, & X WA e, RiEa A
KT X HFERAE S, FFHERR TR0 99 1) 52 1 1 12 W 14 38
BhE.

3.410.4 IHUBEBAE malacic skeletal fluorosis
PAE B 9 E B — SRR E o 181t 3 B 7 B ) I
IR — o I 25 F BN WA QU™ H AL
B REITEAN 2 RN AR T 2 X U RE R
X S 4

3.410.5 HWEHBIEBEAE sclerous skeletal fluorosis
DLE AL 9 E B — RSB RE . RN 2 8 i
A REAR R T R 2R A BT B 5T AR A K i B
TG AR . BB ] e R0 DY JRE DG Y SR B

3.410.6 EABIEBAE mixed skeletal fluorosis
B B BRSBTS AR R E

3.411 JEHEAAIEMS T E  non-skeletal phase of

chronic fluorosis
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RIFE I B 0 S E PR A i DM 2 B AR
GRS I rh B TR .

3.412 HHEL osteosclerosis
BT iEshgsg, SECE IS4 B8 A
PEEA . EEEHAMNFERINZ —.

3.413 BEM osteomalacia
BrE e R B A AEIR , R A B DR R
ZUAR B AREME B R A o 75 0 ERE R AR I R i A
B IR KA

3.414 BREEM  osteoporosis
HHREAIER, 5 5EER GRS, LA AR
WE LR e R AR B AR . FLRR RS AT B
VERIVPAN S ™ R R ) - AR —

3.415 BEERBALIE  extraperiosteal calcification
SRR o B3k 20 23 Ak (extraperiosteal ossification)”s
B REARAL (AR, FREEE. W7 WU
AEEEAL) M IRAS A . AR BRI R . X AR
FCEE RV RE T AR, 8 SR PPN 0 1R P B R

3.416 XTIRITMLZ degenerative change of joint
PSP = S G TN < b7 S bra R (2 g
AT B ST D RE IR L AE B RRAS o 7EHCEE K A
WP EA K.

3.417 &M ossification
HITEBGERE . 56, EBORE K0, 853h00E
TERGERAE /L, dtln B B A E B, A DL IR,
B BB PR R SR B BT, TR R E s I

BT AN o B R 2 SR X T 3 2R D R )
FRAETEAZ A

3.418 f{E#Z pseudofracture line
SRR “5 3% (Looser zone)”s KH AN EMEHIT @A
ANR—Fh X GG RN AEREAN ST Z )G,
A K P A 4R 2N A E5 B A e 4. 1
SCEIERIZME AR AR AR AR

3.4.19 XHEME double casing sign
B — 7 N B R RS X SRR
o RE SRR IE R 1B T X T ERTE R

3.420 REBREYUAE cortical string sign
B OUEE BN, PTA B RS RL, E B S5 P AT I
kBB TERIE AR I X S ER AR R I - 1 PR
I — M X AR o — b L DL U e AT
IERIER

3.421 BEMNE]  gonyectyposis
1BFR “O BUBR(O type leg)”s ELILES, XUR B M
SO T, L N BT AR, PR A e
I, A OR8] P RS e T 900 o 7™ E A 2R
BORE AT LR AR R T

3.422 F&SMEE gonycrotesis
1BFR “X BUBR(X type leg)”s BELILES, XUR AL A
SO MY, PR a4, W2 NG
EEE, ABORIAIEE ()RS e T A s o 7 B AR
FCEIRE 1T AR AE LR T o

35 HAHEATEIGS EN

3.51 EHsK  centralized water supply
H K IR P HOK, T8 e K B g B iR 55 - Bl
AFRUK SRR K. A3 @ wftK. AP
FRAL H IR KK AN AL B R X 32
BE 7 A K
3.5.1.1 KBIEFH7K  large centralized water supply
H ALK EAE 1000m? BLE(EBEK A FE 1 75 ALE)
g XK TR BT AR TR IO K AR bR,
XX K AR B 7K 2 i 2 PR AE <1.0mg/L.
3.5.1.2 MEEFRRMHK
supply
HAUKELE 1000m® LUK (EAKATE 1T TTABLT)
g XK TR BT AR TR IO K AR bR,
XX K TAR 7K & a2 PR AE 9<1.2mg/L.
3.52 ZJK  cellar water
WK HKH & R sBCERE A7, HEE IR
FA7K o 38 FH T8 7 s b [X SR 7K BTG S KR 1)

small centralized water

HiX .
3.53 HKkMEEIFE water-improving project for
decreasing fluoride
N T JE R K, Pk A, @il
TG FRE R ZATE O K A AR AE R 7K IR T
AR BEK TR
3.54 HUKMEIIZIEEE%E  normal operation rate
of water-improving project for decreasing fluoride
F— X BENS IE W IS F ) BUK MR LR SR 5 4
UK B LR R bl . 18 A R R0R .
3.55 BuKMERIIERER
water-improving project for decreasing fluoride
Bl DR 1) SR R AR 4 i eSO B 9
TREHCRE LG . W HE S RER.
3.5.6 TRIKIBILBREFTSE  physico-chemical
defluoridation for drinking water

iz B AL BRI 7K rh & R AR 7

19
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3.5.6.1 SRELTIESE coagulating sedimentation
FEIREEIAE T, KR s B 15 2 45 GBS
AR B TIE R, ARG T LA BB B 1T .

3.56.2 JEMENERMIEIEE

absorption-filtration method
ISR T 5 T AR T R R AR B T A e T A
BRSO WEHEEAE ARG, "l
IR BRI AT P A

3.5.6.3 BEBAITIEZE hydroxyapatite filtration

method
FIFH S T BA B B A b 2 2 1 e T
BB KA YR, DU ACH S IERL, (gl b3
(7K 38 B 1 5 R B A A SRV KA R TTE T
K, AT B A A sl ik B2 1) 7

3.5.6.4 BHxILIEE bone charcoal filtration method
PAE RAE BRI 5 7K o 805 A R A 55 1 B IR
H R SRR A PR BN, AT B PRI K Hh 38l B 1 1 7
%o 0.8~1.6mm BURLIRE 5, HRMBK, AR
FR W BT E

3.5.6.5 HE#E  electrodialysis method
FEAMINER R EIVER T, R FHE 158 #6050
KRB BHE Rk R, e Rz
SERIERE, 3k B BUANE ) o B8 B AL i

3.5.6.6 HLEEL electric coagulation method
FEE B ERTT, Al R r Ak S8 1 f A e
BT, BT 5KEE RN R E AR
WAL, HEKFEEY), Wwe = AsElEH], M
A B4 K o5 e 77

3.5.6.7 RiEiEE  reverse osmosis, RO
B ) S K — M I BB R = AR T, TR
K AE N, HaaveKiEl, A G &
T At A B R SR T 1 V25 o 207 V2 FH T B Uit X S K
KRB, @A T K.

3.57 KEEME qualified rate of water fluoride

content
R KB S R U B s BRORE AR S R AR S B
bt

3.58 M@

fluoride
keIt NN, GEed, GRl AR
BEHL, ARk A PRI RS B A AL

3.59 MERIPIHIEMBERZE  correct usage rate of

activated alumina

improved stoves for decreasing

improved stoves for decreasing fluoride
e B X BES I 58 P b o 0 P 0 5 12 X 4
EUP SOt P B . 8 B RN

3.5.10 {K&HEEZ  brick-tea with low fluoride
B A E bR R N IIRE RS

3.511 ZEJEZE  compressed tea
NR oA DAZRM Y ERE, Ao PHlic. IHa.
JEAIECAY R I 2 B

3.5.12 15%HZ%  brick-teasold in frontier minority areas
DUBER. EFR. ARNTEER, @dkiE. &
Hil s FERSE T HIER, LT D R R
XA EE MR . Bes . HhE . B,
Teh% . HaRE FIKR .

3.5.13 A MEPEEN

fluorosis
— AR T PR SR B A S AE BT X i 2 R
S, RGO A AR XA RO 1B B S B R
RGERPIRTE T S . LA, PA
TTEEh SR ARV ROR, Dyl g Biia Ak SR gkt
WA -

3.5.14 7k& water fluoride
KRB TS . HEAFRIRHK AR RS,
KRB UK TAEK S R E Y 1.0mg/L; /MY
S K TS #E UK S MERE DY 1.2mg/L.

3.515 #®&EH&E brick-tea fluoride
file e HES TS B, W me/kg FoR. HE R
ERERMETIUE, #E% V& R N<300mg/kg.

3.5.16 FK# urinary fluoride
PRV TS B NARIRISCH) SR B 70 B PR A
L) 10%~48% HITR AT IAFAA N o o [ AHE IR SAE H
EARAET AL, JLERHAIR B LT EME<] 4mg/L, KL
NSRS LA {E<1.6mg/L.

3.517 & coal fluoride
PR TSR R AR S RUE U<80mg/kg;
TS RN 80~130mg/kg: AU S RE N
131~200mg/kg; =R & R E>200mg/kg

3.5.18 LTIEHE soil fluoride
TS IS R O R KM RS B R
5N 5.0mg/kg, JEAE LSS BCR PR {E > 1000mg/kg,
Tl FH TR M U e PR A A 2000mg/kge

3.519 ZHHE air fluoride

TAPRE TSR D ERSES R ERME T E
1h “FHBRAE M 20pg/m®

surveillance for endemic
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36 HAMAEFTEEZRERIN

3.6.1 BEFIRIFEME  ionselective electrode method
FHHT A UK IEL 1) o X 96025 G At 43R 1k e J32 P R AR 0
FE it b B SR AT I E (R 7 o E s b LU
SCR T, FOEBRELY, EHTEE Y, ek &
TV E A E A3 302 R o

3.62 BIAFISHANEE fluorine reagent

spectrophotometry
R 3 6o a FETHIE RS S g B B 7 R 5
BT pHA.1 MERRRZ A b, 5 a0 S i IR e
SN AR R B =TT A, B SR S IR
MAELG, TEH K 620nm At ENE RS &

3.63 BT®IEE  ionchromatography
ETE S5 RS T e R R
(R 1 FL A A ELAE FH S B 5 R S5 73 B A0 7 0 €
WTT . ARG T oA T LR A HERA I . FE IR
FETE AR R

3.6.4 MRIA-ERIZ-EEARSE  heating-pickling-electrode

method
IO St AT — IR BRI WL B D e R B vh
BT

3.6.5 KZR-EBIRSE water logged-electrode method
FAZAKIRFE M, FEARIZEIN E & s R 7 ik AiRiE T
S8 £ T 438 o K I A 3R

3.6.6 EnmRIGIKER-ERSE  high temperature

combustion hydrolysis-electrode method
I SRR ) 7 2050 B A A A IS SR R
BT RN E S R U7

3.6.7 SLELEHIR reference electrode
NFR “SH M. b (standard electrode)”. I
PR FAR SIS N S R LA B Bl . 1 FAR LAY
B R E PRI B A, T AR Dy i v el 2 A LA
Y FLAT o R0 25 328 3 RS0 A o PR A A B I
Fride FH R H 7R Bl

IR

4 HEHHPE

4.1 TR EEHER

4.1.1 H54REEdE  endemic arsenicosis
FETRR “HURRE . R M EEIAEE 26 0F T 1R IR K d
KBRS BEN AL &R U E ),
gL R E R AN (B0 dEITE. EmMmiE
NN & S g .

412 2MM#FE acute arsenic poisoning
LI [A] A SN I B L A S ) B B Hh 2 .
HEDESE 24h BEHH N KA. 1R, . B5%
e sy P X2 A2, IR IR R e Bk B
WEBEAER, DEEE T EES 20min £ 48h P HI
NG =Y TR

4.13 18MHMFE chronic arsenic poisoning

RS e IR e/ B NS S S B

SR,
4.14 PokBEMEMERHE
endemic arsenicosis
fETRR “UOK R AR 7. AR E X N ER, K
FR I To UL 5 2 B s O M R K SRR PR A A e
.
415 BEESEEMSEBE  coal-burning
pollution type of endemic arsenicosis
FETPR PRGNS e B MR 7o A T FE AR 8 1 XY B
I SO 2P R e AR o L R A it A £
WeE, EREAT S EWE RN RS E S EALE
TR &P 5] A AR 25

drinking water type of
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42 TR TR RATR

4.2.1 =7k high arsenic water
fif S — PR A 7K o 5 ARl 2R o [ AR v
AR A BRHE R E Ot 25 5B IRAE 279 0.01mg/L.
422 =  high arsenic coal
T B — 2 IR, PEBETEE RS ED
PR UERLE N 80mg/kg, Hiu 7 A H 239 X ) 5 A K
S RAERLE N 40mg/kg .
423 POkBMt G MRDEREX
area of drinking water type
Jair AR FH A 5 s ) K 5 | A 1 M e o B P 3 X
424 BRESEBM A MR EREX
arsenicosis area of coal-burning pollution type
Jai B A FH WO 2 A A v BB g L U At
B BT VA5G 15 A S B S G P S e
FAHX .
425 HHEMMPSEAERX potential endemic
arsenicosis area
J BAE TR K25 8 >0.01mg/L,  BUJE RN AEH
TCHERH B I R A 5 B > 40mg/kg AR, IR
HAH W] Befi b 2 o X .
426 MHHMEMBPEFLIZHEEX  mild endemic arsenicosis
area
T B P F<10%,  HJC # R R A/ BT . R
JER AR 6 1) M T PR B X
427 MR ERRRFEX  moderate endemic
arsenicosis area
Tt P 3 O R <10%, (HA B B F N/ B R .
[P (A, B b 2 U > 10% H<30%, B i
B R 3R >30%, H G E R AR A/t R . Rk
Tt S8 R ML T I A e R X
428 ipMmhEERRX
arsenicosis area

fift p B RO 2R >30%,  HAT B8 B8 A/ B RUR . B

endemic arsenicosis

endemic

severe endemic

ok Tt 58 (1 7 1 A B X
429 SfH[X high arsenic area
PAEE M (B0 A 3 R K A o [ b, (BT
R T R AR B HRIX
4210 FHFEFESE history of arsenic exposure
I K S B BRI e ) ) B Ay
PSSR G T o A2 Wb T P Al o B ) 06 5 2R 1
4211 SHKESIREFES T punctiform diffuse
distribution of high arsenic water
TR KA b 77 P A b B X B A X, AN [R) K
BB, TR K RN AR AR 4340 )
e
4.2.12 HFAFE alluvial plain
FE 0T A TR X, R ZIRTE  H R Vi R T ok
R e AR T )~ R o 3 B4 R 35
AL T 2 WA =R . b Ty P B
T DX B 2R A 22 D LA A
4.2.13 WLBEGHIR-AFAEE  proluvial-alluvial plain in
front of mountains
2T B K BORTALZE L X PR B, 5 K E AR A
APy, WA, KR B, R )
JR LG TCHLAR AL S V0B ETHEA oK, T Bt AR B ml
T, 2 AR B b AR B T e i TR )~ IR
4.2.14 HHAFAF]R  alluvial lacustrine plain
TP AR S A DRI R FITE B~ R . Hotth R 7K
FEHEUUKRAFRKNBRN G AR KB E .
I AR R A 7K 2R 77 e A o 5 X T A ML AR 1)
TR B R T B 2
4.2.15 B leaching
RIRNEW KK EJ7 L E i Ler™ Wy sh V5,
RN 7 LR R R o 0 KA A A ARG
S B AR e e DL 3 e 3 — A FH R R s b v i K

4.3 7 PER R AR AL

43.1 T arsenic
FhE (VA BEEETER, BETPE 33, s
T 74.92, HARF R EEEAE TSR ARE A
SJEN o Hu R KA R 2 BEYR 1A A I TE LA SZ Hy
BRI 5 AR T, A by 4
T KB L

432 FcHlLhE#

inorganic arsenic

TCRMPTHUE G . BRTH, 2 DLz E 7

FET K ICERPIRE o FEI TR R E RS 5]

R, KPR S .
433 HBHLEE organic arsenic

fift 5 — LG HLIEE B AL &P . RIRBZ P&

V) EBAAAE TR A, BT R AR

RS HIUESE .
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434 BR{LYT  arsenide
TH-3MMETASHMNEY . F1EER S R
AV DK ERIR 73 i r= AR AL S, WA
IbER . i AREE.,

435 HHEREL arsenate
TR T (AsO4) Eh R B FR . AAAET 20
Vb SR, R REARES N 5 .

436 YLFBEREL arsenite
TR AR (AsOs ) ERAM SR . W AR AN
(NasAsO3) 1] LA SRAE il s B2 A ) 351, i) S 5 11
it SN o

437 LS arsenic hydride
oA FR SRR AR B SUE, 1 AsHse AT
Ky Gorfl, JRMIEEF. SR A FES JES
PR Bl A2 ) B i< J I R AL B AT AR A . AR rh
AR SRR, 2 R E A S 5.

438 PUFR{LIEFH tetra-arsenic tetra-sulfide
1BFR “HEH, YOEf(realgar)”s —Fh MBI, 43
T AsaSso FLanfREAN/NIHAR. EHR, @EE N
FERCRB L HOR . B, KREERELE, W
BRI GEE. FEM T RG-S Y), A
AR EEE AR,

439 Z=W{LZH arsenic trisulfide
1BFR “ME (orpiment)”s —FREEERILA, 2>
As:Sse fRPREFIR, Bl RiTEE A, ARG
M. FEH T RS AL E 9, WA ZEH .

4310 =F{LZH arsenic trioxide
18F% “HLFE, 15 A (white arsenic, arsenolite)”. — e
Y, 71 As:0s. 4l B g mtEfm oK,
Sy, M T RN 198, FEH TG u R,
JTZNHTES. B0 REAEZG T, /M &
WABE NG, A5 K.

43.11 =8 trivalent arsenic
) 3 MBS F(ASHEETE R KIEHER, B,
A R = SRR HR s P S R 7 R 35
BUER

4.3.12 F{##  pentavalent arsenic
) 5 B F(ASMEETE . WEREN, BRPEMKT 3
Mrimes 1.

4.3.13 FHEHSEHE,  arsenobetaine
—MENELEY), 37 CHnuAsOz. FEAFAE
RRAERHILY/ NN TR A /b7

4.3.14 FREAEAL  arsenic methylation
TCHURHTE B FP S IR R AR M e A R o 3 M e L ide
AWUEZ G, 23 PR RS R A R 0 S A FH R
3 — HRE I ER (MM I A1 — L JJ R (DML

AR ISR .

4.3.15 B HEHKTETEEE glutathione S-transferase,

GST
ARG, AN BN MEER, HUREBE TS
VSRR R IR 5 & RV, EZAFAE T MR,
WRIEEHIEYAR, A 288, Hrh 5 o¢
LA GSTO-1, wIHE 5 AN IHRRIE R A 3 4 R -

43.16 FREAEIETES arsenic methyltransferase,

AS3MT
— o B A IE AL S VA R 25 AL S P 1 1
FEAR MBS S-RH HI AR 2R S ik A B AR AL oL
T () R A SN, K AL L A0 — H R TR (MMA)
PR FAL Dy — AL R (DMA) o

43.17 fH{XiBI74) arsenic metabolite
TAERL A4 A I8 IS AE D A J5 72 AR I 5T o TE R A 7
NN 22 B0 FL B A A 85 R A B 8 A il — HR
FPRMMA). = R (DMA) SR B .

4318 FHFLZ  arsenic speciation
TG RN F SR AEE TR . AFEA AL
R, BLEAFRM SR,

4319 E[®]Z4H melanocyte
B Sk A e O 3 PR 2 R R IR A A . e B
R SRESS G M, VIR 2 RN, 3 4
FEAEREROE, DURERKY . FEEMIER,
YA M sz BF0H], BERT, FEULK IR B
PEBE £

4320 EXEEREE tyrosinase
RO HEEREARE R ZE, ZEHSA
AR 2 TR S ) 2 ) D S g o e ] B E R T Bk
HXE, (TR OR, M AR K = I R A KT
TRk

4321 IEIABRARSIEE succinate dehydrogenase
LRAR ) —Fibr &R 256 TERRARNIE, AN
MR 5 AR R 2 —, WO A AR Mk i
R 22 Tl S A% 40 L 75 SEUF0 ™ B X PR RE SR A F 7 o AT
00 2 ol s A1 T A AT A e A R 52 B

4322 EHE  sulfthydryl
1AM R A 1 AR AL R 1R 3. 45
#WR: -SH, EHEL(R-SH). Bily(Ph-SH). BifLHREE
S ThEER] . T SR T B e g &, S0
PUIZ R B Dy fhE A Dy e 141 ) e 4«

4323 WHFEFM thiophilic character of arsenic
T 55BN 5y 45 R RR I o X Fh 2 &4 LS AR
AT RE RIS %, TR N ) IE 8 A4k 2
Ny A PRI AR R ARG o B L2 S ) A R FE I
A, BOHMOL EAL B VR =R R
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(Na*-K*-ATP)fif 45 .

4324 FER keratin
—REEMA Y A . fAE T B HESI Y R BRAM
TR AN, & o IR R A AR & ) R . 1E
BEIRAAZAN, w5 LSRR 45 S B AR, S =R
By, S RN RO R, ERIK BT RSRAE.

4325 EJKE stratum basale
SRR« A R JZ (stratum germinativum)”. 2% 2 I B JK)E
IEFIEOL R RAH 30% 1) 38 40 f itk N o3 208, 724
B B A . 12 YERrh Ry, 1% S A0 AR,
W E R R, B AL AR .

4326 #E stratum spinosum
K 4~8 JZZ A R A R A S AR . T
ER A A o R YIRE, AT 5eME S, B
R L Y, 5 OR 2 4 BRI o 12 P A BRI

TRAREIE R, EEa R .
4327 FHE stratum granulosum
R 2~4 ERR A MO A2 . 3 —20 0
FBZ, ARG B 1% )2 WA B G 5 firh R
T P2 = A ) AR AR AIE G AN B A
4328 ERAE stratum lucidum
KRR ZR R, 2~3 B BHABH. T,
S A M R A E . AT SRR .
4329 ARE stratum corneum
5~10 |2 L AU T i~ A L 40 BB AL 4 i 2 . 4H
MUAZ AN A3 DL e A k. 1B rERh R EERy, 1ZE 400
Z AR, ARG R, (AR f 3 g hn, A7
RE ST A 0T 20 AN 2 It 7 T Jre 5 184 A A B AR AL TR
Rz —.

4.4 HopHER T E KRS

4.4 TVEEMSERERES

arsenicosis
I ARFESRFIARAE AR S0, THIASBEAR D) 2 K Ay b D7 P itk
HEEI— R . R IR T (8 20 B R it
RV R BANAE BB ER BE A 1~2 AN KRR/
ZREEEE TR« RIS G R0 X A R BRI |
WD Y IR N AR 22 SR I

442 RBEHMFGM4HMWEFE  mild endemic arsenicosis
i RS PRI AR R A2 Ao 5 P 7 i 83 25 28 fR
IR J5 15 R R T A B . B TR KRk
NI BE R, (R DUE AN B AL AT R AL
TERRLIR 2. Mg,

443 HEHFGMHEPE  moderate endemic

arsenicosis
15 ARE PR A AH X B 5 R g P pe rp B2 . R
FEERAAL R RS . TR (B Mg
0 R TR AT 8 22 1 I €0 (0 R DTG AN 8 D A5

4.44 EEMFHMEFEF  severe endemic arsenicosis
i RS PR AR IR 7™ B () b 5 PR A rh B 2R o s HBh
EAA R kRl R, PEEEA B B,
Mo T 0 2 At 57 T A KT AR 2 3500 R i
e, T E A M T B R R T W SRR N B L e
YoFngE .

445 EBBZENZT pigment alteration of skin
fif b g A Rk 2 IR AN 51 AR IR AR Ve (1) 3
. OFEERITEME RGBT HE LTS HAE
TR AL B SRR o A € R O RN AR AE, R X
MRy “RERt Bz 7.

suspicious endemic

4451 BZRIE pigmentation
B R R B SR BE UK B2 AR IR
IS . BLHETRIS MK SR 6t UG FBE SRR £
CRVTEPFT . —BRCUEE R R .

44511 sRBMEBRITE diffise pigmentation
fifi b ag A R 22 B A BRI BRI A

44512 BERBERRLE  dotted pigmentation
fifi b g A Rk 2N 5T L KN IR B
KRB O BRI G . BH A, EEH
AU /IR, LR HL o NI

4.45.12.1 IRKREBENE pigmentation grade I
Xl % 5 EB A7 A = 1) B R A AR TR B X B A
BUE BB B ROIR L 3B IR LA

445122 NKBENE pigmentation grade 11
KTl 55 85 R AT A = 1) R Ik B K E B L2 IR IR IR
AN R ER A E B ROIR L AR TR IR

445123 NKBERNE pigmentation grade 111
IR Tl 55 55 R AT A 1) R Ik 2K BB 2 AR
PIFE B FOR R R I R . BUE B Z AR T
EEBHA lom LA ERBEH.

4452 ®BHEMRK depigmentation
fiirh g S R R BB SCIRA R IR . R Mk
BErMNEF IR BB SRR/, G — M, SEER
DUEIAF B AE, DS E SN TEA N E. B
BHAE AT, EFELISAMUN SR, R KL
H A7 NI~

44521 1HKEHERSL  depigmentation grade I
KTl 55 55 FR AT A = 1) B A R PR B R A K
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N R AR BE R

44522 NKBERK depigmentation grade II
IRl 5 5 BB AT A = 1) B AT B2 2 IR BRI ) R
REORARHIE A

44523 NZKEERSK depigmentation grade III
IR E 2R F AL N A A T2 AEE SR HRANAS
— I AR I 8 2R AR TR B A

446 EFMEBKAI hyperkeratosis on palms and soles
b B AR T VB B WA B AR . AR AL
FEIRTE R E 25715, i Rk, MOKRLZ 4 F 36 K
INANEE, TNGTE, AR, A BRI IE R .
R B Ik A AR B AN [ AT 3 NI~

4.46.1 IREFRIBEARAI hyperkeratosis on palms

and soles grade |
B P R JER AT A (B AT ik K 3 AN B DL EICEE B KOk
NN )RR R N RS

4.46.2 NRERIBEZAKA hyperkeratosis on palms

and soles grade II
PSR 2 AW B R ) .

4.46.3 IKREREEKAI hyperkeratosis on palms

and soles grade III
BB AT IZ FIBEHUIR . S RAREARIEA M
Ity BRRINHEHEBRA. F2EHAE 2N KRIERY .
PEEE AR T IR BUE A .

4.47 HREBK=BK{E pathogenic triad of skin
Mo 5 e b B R R B R U . R R A
B A Im PRI, o

448 BLHEMR

blackfoot disease

R B AR L LRV o i R R DR K

T ER 1 DL PH ZEE AR 06 98 K AT ZE 4 Bl kR AL AE A
Eo 1950 R, TEEHRIFEBXEI, LUGE X
B MM EIR TSROV E, FEE VO SYOKF S
AR

449 #EFK Bowen’s disease
EAR BRI, BSOR7. —FhRIIR TR A A BERR
g o A YDA R P b B R S TR L I A
A2
4.410 tRepFHIRMERGER
system symptoms of arsenicosis
T B 51 k2 FP X feh 22 22 GE T RE AR T HE B — 2R 5
IGARRI . FERNZ I, IR H(RIR. 28%).
KA Shew R IIR AR R I
4411 MPEREMZRFEEIR peripheral nervous
symptoms of arsenicosis
e e B 51 D ] Bl e 22 3 1 H B — R A I R R
FEAHNG, U iR IRIE. TR R, MR
PR SN 2 A F R, AR IR K
WIREE. B R MERRSE R M RN T HPE M E
eSS
4.4.12 WHREEIFRFIERK circulating system
symptoms of arsenicosis
T e 2 5 EAE A 2R G Lh RE AL T H LA — R B PR
T FEROBE. OBk MRl B, BEANE .
B, AL, BRI, CHARFTYR.
4.4.13 WHRFHURFEIR digestive system
symptoms of arsenicosis
T 25 5LV AL 2R G Dh RE A A T HE LK) — R B PR
K. FEEHREGR. o, Wek, 1. 185,
RS MR BFIXPRAEAEIR . LERRIGETS Qe i 253
WX, X PR AOK TR X 2 W, .
4.414 HRFIFEIRRGAEIR respiratory system
symptoms of arsenicosis
e B 51 S P 22 Gt D B SRR T HE B — ZR A R
RIo JUHAERRIET Yo B b 7 PEAf P 80 X B .
TEONWZI, A SRR 2R

central nervous

45 HTERFEG S EN

451 kMBI FE water-improving project for
decreasing arsenic
9T Pk B AR SR TRB R ) A,
SHRAR S BTSSRI O K A AR AE ) KR T
R PR TR
4.52 TRIKER{LRR A
drinking water by physico-chemical method
R A BOR R ZK b B, ALk B E 5K
A TE R K AR UE R 735 o 8 B R A T PR A
e, FLBRERRCR & T HoAh KR BkAh, A RTfEH

removing of arsenic from

B PSS . =S BREIR AT .
453 UKPEMIIZIESEIEHZE normal operation rate
of water-improving project for decreasing arsenic
B — M X BENS IR H I e 1 PR UK AR #5400
P oK TR ILE .. WA A2 80K
4.54 IKFEMEE  qualified rate of water arsenic
content
R KA B S A IORE AR B S A SR A 4
4.55 P& improved stoves for decreasing arsenic
A B HRE S CRLFE I A, E . Lo
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W), KA RGBS AN, s N RIS
Rt
4.56 PEMIPHEIZE  qualified rate of improved
stoves for decreasing arsenic
e X A o A A% ) S 1 X 4 L
ORI A . B T R ROR.
4.5.7 PERIPIIEFERZE  correct usage rate of
improved stoves for decreasing arsenic
B X e IE A5 PR m ok B0 2 5 12 X 4
U SO P B A . I8 B SRR
4.58 M MHMpEIN
arsenicosis
— AR T P A B A SAE B T Xl 2 AR E
B RGP A AR X PR R B A S BURE
ARG ERINGTE VR L . BRI SR, B
WGBSR RER, bl 2 Bia R R R
W o
4.59 MMM EHEIFLN prevalence surveillance
of endemic arsenicosis
HEE . RGeS PR BRI R A, IR
FwB, WS RA BE WG R A8 E L, it
TR R AT S BRI R K . 2y
e BRI N —.
4510 Sf# total arsenic
R DU b TE LRI A AL 25 B 1R A
4.5.11 7kf# water arsenic
KA RS & I B A4 ZU(WHO) A [ B e
KA B BRI 0.01mg/L.
4.5.12 Y& coal arsenic
BT R S E. PR A E TR S 'S
FUE, P AL, R ARBPE RS B <4mg/kg, 1%

surveillance of endemic

T A5 B > 4~25mg/kg, PR B>
25~80mg/kg, LA B > 80mg/kg.

4513 Emi food arsenic
TR S . T E S T IR B R
a4 REK. ROKEH ERR(E Y 0.2mg/kg, FoAh 20
LB B N T b i b BRAEA 0.5mg/kg

4.514 ZTSHH  airarsenic
AT RS . PE KA H PR
YRR A 0.003mg/m?,

4.5.15 FRF§ urinary arsenic
JRAETCER I B & o X PRAN S B A2 B0 2w BAVF
e NI A R B R

4.516 %% hair arsenic
Sk R TT R I B & o B A B I E T LAPEAY
NAKT 2 & &

4.5.17 %5 (Bb) BAfH  fingernail (toenail) arsenic
FRCADH T 2= B . XTHR(HE) F A = 1) E
CIPS2 R NN TES T E ¥ iy =g

4.5.18 [M## blood arsenic
MIE TR & & AR E A BT P A Adfi
TR

4.5.19 TURFH;ARYT  arsenic-discharging treatment
FI A 2041 77 5 B 245 0 B8 8 R P e S8R H A
HIETT 715 H HEHIAE BN, AT =
BRI, Hoor 1 S SeE S B RPHRH, B
filER gt T B s AR (R i, Pk S ER E Jo R g AR 3R
AE .

4.520 IFEMIATT antioxidant therapy
K F LA 245 A i b 2 6 O B AR VR YT T
%o WHAYAIESIER . SRR, 454K C.

4.6 Hb 77 P S I E A

4.6.1 ZEHUE extraction method
R FEY e PP b L AN RV BRI D98 7 v VA
FC AR EIZE 5, 0 RE B REAT 70 B T 7

4.62 MILSELHEL hydrogen arsenide generating

method
MR RE 58 AR A E A & HORE A, RRE b gt AT
SIESIITTIE . el RE S ) 5 IR IR D 3 A0, SR
JEAE 3 i SR RS R A S OV E(AsH: Uik, A
R FR B R

4.63 SHFEE  spectrophotometry
FH 93 0606 B T 78 5 ot 25 Bl 1) 7 % o AR e S 16 )
5 H A PR A A 2 R NS R SR AR

ATREI, A B EL % (Ag-DDC) M EH .

4.64 4REEL silver diethyl-dithiocarbamate method
N “HRi TR 73 6 ' B (spectrophotometric method
with arsenic reagent)”. FFEICE AL, Bl
AR AT IRR - — LB =& P b e B, ARk
FREECREL, JETTR F 23 606 FE T E I E i b 25
T 1) i

465 SHHEAEE  hydride generating method
P SRR A ot T VR R A D 2L 4038 S R 4 R A
SIS, EIEARRR AR G T E
BT AN -TRIE R A 52 % AL
MIREARR
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atomic fluorescence

4.6.6 RFRAKIEE
spectrometry
fEiFR “BRFRHIE . R R T 282 B R A RRIE K
K EIR RS e, o — 28 B i R 7 O BRIE 25
FEREAS, AR JE IS A R B — AR RE A T R S R E

TR SRR, AT bR R ) T

4.6.7 TS STHT  speciation analysis of arsenic
X R it R ) & P AR T A 3R 4T 58 M E B A U J7
%o WS SR S AR TR B UIA R .

5 KBDH

5.1 KFF AR

5.1.1 KBTI Kashin-Beck disease
SRR “-R 2 DUy 99 (Kaschin-Beck disease) 7. /4 F5“4l
P, BRI, JLEADER AR AR
TEAER R o HJF R AR B f B MO T

(2 RS FRIERENE  SRAE A S 4k A VR IR AT 1 SR 5590
BEVUBCR TR WM. RIE. NN, =5
R (B FIRE RN

52 KEHREARY

521 KBDREREMBIFME age characteristics of
Kashin-Beck disease onset
KB TR R T ) LEME R NERAT IR R E -
522 XKBEDHEXLKHZE  X-ray detection rate of
Kashin-Beck disease
WX 7-12 % )L B HEAE B X AR B0 K 1 B
ke tHAR, DLE 7P 3RO SOMAZI0 X5 15 V5 AR
FEHIFR R .
523 XBDHETERR X &EEE  X-ray detection
rate of metaphysis of phalanx of Kashin-Beck disease
WX 7-12 % LB AR THdm X 2 e o K
TBAVE R R, A 0 R R . [RAZIE X 15
T ERTE L HIHR R o
524 KBEDHFBIHX ZKKHZE  X-ray detection rate
of distal end of phalanx of Kashin-Beck disease
WX 7-12 % LB A B i X 2R 8 KB
PR 30, L 70 3 RoR . %48 R4 & T B
X SPERA A, W] T % DX 15 A R AR L
P B R ARAT SR
525 RETHRFEIEERIZEIEH  Kashin-Beck
disease activity index
S R 19993 DX A T 491 B0 AT 15 7T A VR AR B
B MTEbR . tTRAR: HIREERH= FHhR
A H KA KO <100+ T Hi i A2 (++4)+ (+++)
S NBU A Hn i v A2 N2 x100

526 KETRHEIGETERZEEY  Kashin-Beck
disease severity index
FIE RE TR ERER . HEAN EEE
8= O X HEEE AU EANED <100+ (=
HRAE At ABUA X S LBRRIAED %100
527 RETHERLERX
Kashin-Beck disease
T3 X N B0 R 7R ], FEATCHT R B X . 7R
WX 7-12 2 )LE S, ERE THim oo A0S X 5
LB SN 10%LL T .
528 KEBDHHEXNERLEFFEX relative silent endemic
area of Kashin-Beck discase
T3 DX PN B0 DR IS BR AR BE AR 58, BT R B R X
FERRIX 7-12 % LB T, B daETHhm o N80 X
SR S AEL 10%-30% .
529 REBTHERKX
Kashin-Beck disease
T X N BOW R 1 B 2 B BRREFE RO, B R m B 2 1
WX X 7-12 2 )LED, FEiETHaimicZ A
b X s SONE30% 0 1.
5.2.10 KEBTHEREX mild endemic area of
Kashin-Beck disease
2 e RO T i KT EE B L DAL f g 2 8 7-12 %
JLEE X A 3R <10% HIRIX o

5211 KBETHBPHWEX  moderate endemic area of
27
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active endemic area of



Kashin-Beck disease
2 RORE R G IR S L DL i 28l 7-12 %
JLIE X 2 3 A T>10% H.<20% 195 X

5212 KETRERX

Kashin-Beck disease
2 JeE RO 1 i R E B L DAL JE g 2 B 7-12 %
JLEE X 245 H A >20% R [X o

5213 KETRALKX historic endemic area of

severe endemic areas of

Kashin-Beck disease
LA RE T SRR A, BLREERSIYALE 18
L UL ERRIX .
5.2.14 KEBTHRHHEX new endemic area of
Kashin-Beck disease
b s B ORE TR SRR AR, LR R I AE
18 % LA X .

53 KEVHAELS AL

531 REBDHIRBREESEFEFR  theoryof

mycotoxin contamination in grain for Kashin-Beck disease
PENGR . EfF R TS 0, ERIB AT
A ERR, WX ERENEHEH LSRR E
TR AR R 9 8 — b i

532 KEDHREYHIKICFEZFE  biogeochemical

theory for Kashin-Beck disease
KB T8 R AR S T (AR S RS O, B X
2N R Ll T N AV IVE AN S =R PR B
S AA AT 5 8 L W AR T 5 A K 50 ) — i

533 KETHREBFNR

for Kashin-Beck disease
KA T XIABE ST, S BUR X P RV =
2 Y aE Tk E e R ARHE S R A T AT 58

selenium deficiency theory

54 KEFT

54.1 FEBEMEF cartilage lesion
12 ) LB E % R B R, R BRI R
BB R AT B R AR SR M2 4 . AR P ERIIRAE S
ERAREL.

542 WEREIRE

cartilage
B IR 2 IR R B M AT, 4 i T i ks 2
VGBI, BN PE H LN ST G ) L S5 F SR BE X
B, 2RUR. FOREGEIR . KB TR EUE YR 3
B3 B P R 2 LA DR R R B A )
PSR Ao

543 ZAMEERTEIE multifocal chondral necrosis
FEFE—MEHILZ AN E IR, B2 R —AE R
B L —ANCLESRBEAE RIS, & K E 1 R R
FR— > AR A

544 WEMABIET

chondronecrosis in deep zone of

chondrocyte death

FUR KA I — R
534 KEBETRIKENHFERE  hypothesis of
high humic acid levels in drinking water for Kashin-Beck
disease
T3 XK AR T B S5 LTS Gt 8 X AR
PR RIS G KT AT BE 51 AR B 0 ) — R B
5.3.5 HREBWMABIERS  impaired sulfur metabolism of
cartilage
KB 1999 (3 KR A e 70 A BB S RO B
RIS
536 MET2HREBERE overaggregation of T-2
toxin in grain
KB DA B BRI L TS 4, R H A
B HinflES R T2 X 5B Bl Ex e
m 2 AR HER IR .

R ¥

ST B AR B IR 2 AR AT I 7 ) A
RAEAE . RTINS, IS4 A sE A
NI A Y 7 WP Ny = R R 7 6= E A U B 3
545 LIHFLFHHRA  red shadow cell
ERARRPAGOKT N b, REdpstT, aEE
WEBRIEIE K, (RATSR AT DL e A MR BT, BN SR
T S IR 2L 5 (0 AR B AN I 5 1 1O 224K
546 BEHSLIER
disorder
B AL ok, BOE AR AL TR AL A [ B
BAE, TR ECE A AE R A U — PR £
547 EYHHELRDUFER  chondrocyte terminal
differentiation disorder
RSB 4 O AR 2 A0, BELAS 1R 0 4 2%
RIS o A KB 598 B 450 19 B 27 4
28

chondrocyte differentiation



AR R

548 FhiBHT mucoid degeneration
ECE H SRR R G WAk, RRNREE B — PR
PHCRILR o KB TR PO 005 o A BRI

549 RAYRIL fibrillation
A M I 5T B 2 B I R MR S MR RO, Tl R i
JECEARA, AR AYE SR HR R B A . 2K
B R 0 WA

5.410 AT amianthoid alteration
S Hf A/ 5 S A S A S AL A L — 2D A AR SRR,
S AHRORDRAE I — Mo B 3R o 2 KB TR BCE 1
KA R R LI o

5411 FEYAE chondrocyte cluster
BCE IRBUAE A R R A G A, TR S 28
BE MR — R A .

5.4.12 PESMIRUL  lacunar absorption
TERCHE IR BB 23, ] WL E R 4 A= i R A4
TESRFESE G O NFRIRAS— 032, AR SR
A /NI o F KB TR BCE 1 R 04k
B P

5.413 B transverse trabeculae
BEIRIZIRGEIE T B Z AR 2, Az A&/
FEHEZ 7 1) B T 5 B [ A8 SR ) ) — o B 038

Fe KB 1 PR 100 R AR R B

5414 IEH cartilage island
O IR 2R 4= N IR LA R AN B 28 4 A 5y
AR RAF R E AL R, B CRART A
— AR .

5.415 XTABFEM  loose bodies in the joint
BB AR R SE A B A R, HE NS ISR
ARSI R o A2 KE 19 BN B 0 4k R A2 TH
PEE TR H WAEI .

5416 BIFRE eburnation
RATHF HLIE G =il BT o7, E N E b
e ik, RS —FoRBE %, & RKE

T3 0B 1 0 1 L4 R R

5.417 BWIRMELEL  metalplastic bone tissue
WAIICG 4k K8 FEA RIS A1k, TERAERES
J7 AR EY SR R EHL . RRE T
T3 TR AT P LAk R A

5.4.18 EEMERYL  flatted absorption
INBE R 30 2H 20 W 8 %) L R 5 4 2HL 2 A T
BB AE R ZFHLR, MR FEAAR B, & R B B8
FIMRISAE S ISR o e KB 18 BB 10 0 1 L 4 1k
g

55 KEVHEXSAXRERELH

5.5.1 F8Ri% metaphysis
B AR AR T R IRE 5 A7 A I I 5 440 T T B SR
R XA .
552 FEHASSILHEARE
calcification zone
R BT v o BAES A0 A H AN FIU) B B AR YR
R X BERAER . 7E) LB RE 150 B3 e I
553 SEHASSILTERE(L
calcification zone
SR T S S A0 5 RN S X S ERIE R 1
JLEE R0 B R L
5.54 SHAFSL B reappearance of provisional
calcification zone
KB T 28 ) L8 11 i 111 o Jeb 170 i 0] =655 L 200
— ST IR X ST ERTE R
5.55 &Bh epiphysis
AR “Hi 7o Kl kA g, Hpum iz R o &
s, H5ETZEEE T,
5.56 mEEBR flatted epiphysis
K 0 ) LR S 08 2 R SPAR I X SR AE S .

irregular of provisional

sclerosis of provisional

557 J\FR.EHR splayed epiphysis
KB 0 8 LR AR R 2 )\ FIEH) X S 2AE
Ko

5.58 $Ef.E8E  cone-shaped epiphysis
R AE KBRS 2T X SR AE R KE T
T 8L I X 2RAE S .

5.59 BERMES  fragmented epiphysis
R 0 2 LFE B B O R X SR AIER .

5.510 BRZ&FHIAA  early closure of epiphyseal line
AR B IE T 5 8 P B (0 4 68 T B 2k © 4 BUE
FE R XS ARAER . KRBT ELE H I X 5
LAER

5.511 &% epiphyseal nucleus
MR “CEWAZ” . B 1 E AT I — e L
DMZIREHF L. X PTERRIA/D SR E R .

5.5.12 #at%ZESRl  deflection of epiphyseal nucleus
KB 90 ) LR R AR X S ZRAE R

5.5.13 BRE#XME{L sclerosis of epiphyseal nucleus
KA T 8 L% % FE I = 1) X S ERAE S .

5.5.14 Brzk/EFRMAE  partly fusion in epiphyseal
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line
KA 590 B LR B 73 P 1) X SR AER

5.5.15 &in distal end of phalanx
% 10NN e s TN = Y G 1902 - T U e
B E MR,

5.5.16 BimtHSLAE burning tip in cigarette-like on

sub-articular surface of distal end of phalanx
KB 8 LR i 5 75 T S AR M S e 1) B
X HERAER .

5.517 EHZT cystoid change
R AR I A I LA R NN TS A
PP 1) X B ERAES .

5.5.18 S AKPFERGLE  retarded epiphyseal line
R 7993 R8I AR PAL RS B T T R A A
) FHERS , TR RN B 2 2 B8 AR 22 1)
X HERAER .

5.5.19 B B%ARM  marginal blurred of carpal bone
DR 19 B 0 B0 2 50 R ORI AN 1) X A 2
TER

5.520 BEEIBZERIR  marginal defect of carpal bone
KB EFE WA L ZIA TR X LR

5521 BEEZTR deformed carpal bone
KRBT BE W E R ZIEFTESN X SRR,

5.522 [BEEEAD  absence of carpal bones
R 13 28 ) LR Pt B 7 I 12 R B R 8 BT A HH R
X HHERIER .

5.523 BEE#HET  carpal bones narrowed
KB 9 S5 5% i 571 ] L B AR A ) X 2R AL
%o

5.524 BEEiB%AE  marginal sclerosis of carpal bone
R 993 (8 i B A 2 8 R v ) X BRI R

5525 BRiZHIER

epiphyseal nucleus
KA 50 B LB UG T S PR ap 8 1 X 5 2RAE
Ko

5.526 BR#XERGN  absence of epiphyseal nucleus
R 99 8 ) LI A% LE S 12 H 3R A8 BT A HH R
1) X S ZAESR

5.527 #at% B3I reappearance of epiphyseal nucleus
KA LR C B Bz R Bl R i 2
— N ] B 56 A RROAS WL, 8 P — 5 N [8) 22 J X EE
I X S ERAES .

5528 RETHTIIRE

of Kashin-Beck disease
KB 8 LA B CH T 22 ) X SHEIER .

5529 KRETHREIHE

of Kashin-Beck disease

delayed appearance of

type of metaphysis of phalanx

type of distal end of phalanx

K9 LTG5 OCH B w22 X RIS .
5530 KETHTEHREIHE
end of phalanx of Kashin-Beck disease

R 7993 R L2 Fi5 1 RT3 93 32 )

X SHRAER .

5531 KRBT RTERERRE
metaphysis-epiphysis of phalanx of Kashin-Beck disease

KB 9 8 LA [ B 3 i B A2

X SFELAER .

5532 KRETHTHREREHE
metaphysis-epiphysis-distal end of phalanx of

type of metaphysis-distal

type of

type of

Kashin-Beck disease

KA 8 LEFR B A I Bt o - A0 i
K X FHEAER
5533 RETHRBXTR
Kashin-Beck disease

KB 0 32 BT HIECE T B 5 T AL

(A BEUBE A | i i S REL R DG T AR T 458 1) X R ZRTE R .
5534 REBTHRZIE
disease

KA EILVERE T B8R, B A E 4 4

AL 3 A KA EFR AT LR AL ) X SRR R
5535 KRBT RAERREH]
Kashin-Beck disease

A2 RNE RFRVESR ) ¢ T N R s R IR . S i 0%

INEEARAE, B R B I sz i 2 R AR M X G

ALK, FEHERRHAMAR B
5536 RETRIEHAEFRDG]
Kashin-Beck disease

TR A ST G RAARAE, (HA N RIEERICTT O H9m
H X240 A A B 40 R/ B B SR PR S e, IRHE

B FLAAH S  2
5537 KRBT X &mHH
disease

TolmARARAE, R B A B A/ 8 R i 2 & 1
PR X BPERAER ,  FFHRER AT AR B 2
5538 IGKRIEXE TR
Kashin-Beck disease

HARE I Z R SRR ST IR, B RO fi

K B AT 9 T ERFAE R R B 190 i R 7 30
5539 IERIEXET%E
Kashin-Beck disease

ERE I R SRR IR, HLRI

LA T D 2 BEARFAE 1 B 1 I R 23 1

5.540 IGKRIIEXE T
of Kashin-Beck disease

type of osteoarthropathy of

triad signs of Kashin-Beck

typical cases of

atypical cases of

X-ray cases of Kashin-Beck

degree I of clinical stage of

degree II of clinical stage of

degree 111 of clinical stage
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EIRE I RN WVESR TG, JEIRm Y,
ELRI; S B0 g 5 1R | R JBOAN B A /N e D =

56 KET

5.6.1 XTI IEERERSLR AT RS joint dysfunction
composite score index
U KB 990 B 0T T RE R RS ™ B AR L i A T
W UCTIR S X aH. RIE. RAOPITIE S
AR RS B RE S 1E 7> Z MFRIR
562 XTINEERERSIATT A
improve joint dysfunction
KETHEFELRIT G, RITRERS LR G a4
B 2 = 70% HITE YT R -
5.63 KTINEERERFIAIT A more effective to
improve joint dysfunction
KETHEFHFRIGIT G, KT RERS LRI faH
B BRAE = 30% H<70% (B 19R Y7 R .

the most effective to

SURFE A R 10 I AR 73301 o

BT A

5.64 KTiINEERERFIATT A
joint dysfunction

KBV EEHERIRITG, RIYTNBEFEGERE IR EL

B R <30% TR TT B
565 ERE X&RTIAR
metacarpal and phalanx

HEARE A I X S AR R 56 4T R HRIT BOR .
5.6.6 EIE X LHRTIRITAEY  improvement of
X-ray lesions in metacarpal and phalanx

EiRE A K X H IR R B I iR T R8Ok .
567 EEE X ERTETEH
of X-ray lesions in metacarpal and phalanx

FEEE AT 1 X LR AL R WA F2 BRTT RO -

ineffective treatment of

cure of X-ray lesions in

ineffective treatment

57 REFHIG S RN

571 SHB A allopatry education for children
R T X 08 ) LB IT R & R A DA AR 1) 545
HxHE, FHaaNE AR X A R E, b
PN ERL ki

5.72 #&# change of grain
BEXT X AR B B A BURMI, SR S X Rk
RUFAIFRE, TR R BT ) e i

5.73 XBTHMIALG prevention of Kashin-Beck

disease through selenium
BE XA [X 25 B N TR IO FH ST AR R v il 56
EEYISETTR, Sem N E TR, B K E

s R Fi it o
5.74 247K improvement of water quality
s DX AR B K A LTS Gl KRBT IR IE
GIIRAK S I8 PRI KR S i R /K B 7 VE TR B R TS
Toa A it o
575 RBTREETR
measures of Kashin-Beck disease
FEI9 R AN 58 4 B I 0, AR 0 R F 9 R FH 46
R AMIT. SOK. GHEE N TS 2 MO TR
B A i

comprehensive prevention

58 KETEERE R

58.1 #&JJEE Fusarium
FHIE ] 2MEN. 2EHE. BEAER, wL
(135 G R AN AR SR, 7E— 8 IR 261 N RE ™
AR, ATSIRAMEE TR ZEE7EN T2 5
RERE TR REFEYIR K.

5.82 Z=%%%J]JE Fusarium tricinctum
WIwEE. HiER2R, What, THRma -
LR AT R ER R EL, FEAK AR/
b, BAEFARRRSERTY, 15100, 13

MNENZ . DA R M AR S G A2, —
K IPTE .

5.83 ¥ fEHEJTIE  Fusarium sporotrichioides
WIwEE. FEEER, BHRLPLE, EMmaadf
BEE R, RO a8 0, HHAR, NE
TR 225) MR ECIR I 20 AR T4, AR AR RROR /)N A
SRR T, A 1-5 DR

5.84 ZTRIFAEIEFE  Czapeks agar medium
DURS R SRR I — M A s 77 2, B E R A RERE
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TR WEER S A0 BRIREE . UL ANAR IR T 2k 5%,

TN 351 BRI AT e 1] B [ 4 55 95 ik o Wy P 9 U0 B 4 9

5.8.5 ¥EMIX  inoculating loop
WA I — A TR R
g, AT S AR AR 3-4mm BLAR TR, (8 -T-4Fh
ESURE AP i Rl B i b 23 9

5.8.6 FIRXKILE streak plate method
S8 AT — R T . MRS AR PR
s L [ A4 15 SR B R TR 7y X RIER, AEIR IR AE — R I
A= Bl ] — Tl A P A v R AS (R 4 A R ks 22
SEOATIEAN M, A8 TRV R R T

5.8.7 SRTIEMKIEFIEBUIIEAR  extractive filtrate of

fusarium strain culture
W 0w Bk ) B R IR A DA R (i S BE R B E IS
RS EIRIE . 2 MBI ARG G T H TR RS E
BRIk R

588 BRinfaEKIEEFER trichothecene toxin
RETIENE B WA — R R R Hh A B
U AR R RS T2 B HT-2 B8 Hiaiiih
TIW MRS B MY s 05 @ e i X B R SR ) B
IlE . A S TR PR IR IR . PR B IR ER-X 5.

589 T2&HZE T-2toxin

A B O IR = T R R R ) — P R R
TN 4, 15-2 LI - 8- (7 Tt 4L 2% )- 12, 13-
W i R 25905 -3- I o 75 iR 261 N IE 6-7 4F Bk
INFE 100-120°C 1 /NI FEEAN K«

5810 T-2#H&FZE crude T-2 toxin
A T2 BRI ERE A AR 1
UE, IR IEC keI LRRARRIEAR T, WA 5 ikt
(=4 e 8 T KB 5T S B R 1) 4%

5811 T2HZ4m refined T-2 toxin
T-2 FH 8 R AR SZHT 28 -4 e AN P - 1E e
R4k i BT IR B B B B VIR )« LAl FEAE 95% LA
.

5.8.12 AFETIEIREGE  freeze-drying preservation
KR RIRES T BB &R T4, RIS %
BRI 7K 73, AEH M ) A2 BRVE B4 1k, R B AR KR
ARSI B PR T 1o T A R AT EUE 2
TRES

5.8.13 EHAFEHEL periodic transplantation
W AE B Tt P TP 5 7 2 i L S B AR R £ 1 I
IR, B 4°CUKFATRIR, JORUERRIE /7, [AIFE—
JE I [ R 7% 5 T B 4°CUKFA R, 18 B AR KR
Az PR A 1 L B DRI T 7 o

AN

6.1 Lk

6.1.1 31w Keshan disease
— o 55 D] 1 AT A ) b g P LR o ERTAE BRI
L BB SRR T iy 44 o BE AR PR O3 R O LSS T 4
IR IRBEANGR R PEAF A4k, O 2 VLIRMED 5K,
OEY K. EEEGE N AR . FEIGRRINOIEEA
MO

6.12 1LfLF®  cardiomyopathy, myocardiopathy
— R LLO LSS KR T e e N Re R - 2 MR K
PO LI RN R MR OO o iR R 1 o UL 2 30 A 3
A YR AL JRJEAL ., PR AN EL O R A
O — BT UL RO U A2 18 R R O WU -

6.13 ¥ KBLLANRE  dilated cardiomyopathy
ORI —F A, 2 RAAE 20~60 2 FPE. F 2K
A O AE R AL 4Etl, =Y IRALC L
RS, 0= BE R R 5 s d sk TS P IR . EIm IR
TIN5 1880 v L e DA 1)

6.1.4 HRMMOANRE  ischemic cardiomyopathy
EH TR O LR 15 E0 0 LR PR BT R 8 M2 4 AL,
SRS CNEY K BARAE . TR S 3 O S
— R YN PR R IR o PR b 5188 515 #E DL
il o

6.2 I LmmATREF

endemic area of Keshan disease

6.2.1 FILFFHX

B L A AR AL o 731 TR A AR I 4 76 A 3
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HHIAR AN X, B R BT AR, LT N
A by AR, RS P, BREE. CHORL P
HK, =@ Pk, oo, WL 16 ME(EBX. B
FET) -

6.22 ZZFRITIFK winter type of Keshan disease
FERAEAELZFRITT S I A 11 H 234 2
HRW,  HAERIREIN 90% A |, JLHAEHLE 12
REFFE1H, MR,

6.22.1 mLfm “=Xk” BK tri-risk phenomenon of

Keshan disease
LT X 25 L 2 KAL) “kpE T, =
JUR” F R /NE” =AM BRI SR . 24675 ol
A e R AR 2R R IR TR] 73 AT R A

6.23 ZEHFRETILRE winter-spring type of Keshan

disease
2 RAAEA TR Z= v L o ZR ARV g b [X 2 [
PR L L PR LU 2R S5 DX e LL s A0 R RF R, K
W12 AEEFE 4. 5 7, JFBL2~4 AR .

6.24 EBEZFABZTIH summer type of Keshan disease
20 R A AE B 2RI 7 e DX 2 B v L . R T
6~9 1, HAERIE S 75%EL L, o 7~8 HO4
I e o

6.2.5 mmE=ERAE population at high risk of

Keshan disease
Gy T RAETLR N 675 X 28 L LLAE B
WAL 2 W, WRERBHZ 1~2 500 E; FIREEX
WS ow s B AAE L, Horh B 2~7 L&
W%, 20 R EEN 80%LL L.

6.26 RmIUFEELRE higher incidence year of

Keshan disease
o, LU R AR WY SR 8 s AR B . BT X AE
1959-1984 4F Wil 2L W A2 v L Lo AR 3 R 26
19.15/10 /i, ZUCRPF MBI SERL, 72902 1959
1964 AT 1970 4F, BN 60.18/10 J3.41.73/10
JiF 40.42/10 13, % 1984 FE 2R, WAL K
TR Z 1.69/10 /1

6.3 TlERES ZFEALE

6.3.1 LR HEE cause of Keshan disease
125, sl R ERRBEIFRE2TERE. L EYE
I AERT AT, R 2 AR R 2, S R = 5 0
FEfr B — AU R R RN R R
YA A R 7
6.3.2 mLUFRIFE precipitating factors for Keshan
disease
ST LR IR RER R OIETEA . &Y.
WD BRIRBEESE.
6.3.3 LIRSS selenium deficiency theory
for Keshan disease
20 tH4D 60 AR, KEES: . M FUR 2= 1R A0 5T
RS 50 1L 9 DX B ARl K P i LIS, IR
S EIHMI RE A TP 2 BRI 28 v 1L K AR 1
Yio 7 20 22 70 AEARH], $2 5 o5 99 RG24 15 o
6.34 wmIFEERE—SU  unbalanced diet theory for
Keshan disease
i 5 A8 B — T BE S B0 LR R ) 2 1 o g Ll R R
WATAEAR, A N S 3EARNY N B3 198 A A7 18

HZES, MRS ERIESARARA R, TR X
FEEK, FRERX EGKRE. LABRXEEHE,
HEFIRAE D
6.3.5 RIIRAERFZELEFY  enteroviral infection
theory for Keshan disease
P& 2 v L R (4 RT BEE (2735 . 20 T2 60
A A TR B R B CRy 9 2 I 7% 0 7 )2 7
Lope R R AT REME s 21 80 4EAX, 75 7e Ll f 3O L
BEA ORI TS A FORL. IX R ULIZ BT K o
6.3.6 RIKEESZEFSMHIT mycotoxin poisoning
hypothesis for Keshan disease
SR B R AETT B 5 X A PR R T S R
WA SRR UL AR R Y, PR H & E
Qeifi = L R H /R (CIT).
6.37 mWHEESHEMIE multi-factoral etiological
hypothesis for Keshan disease
F T 5 g DRI 5 AR e < T b PR 5 L S RO RRAE, A7
FREARW, swlR AT RE e B 2 A E R RIS EH S
BB -

64 T lmmEE

6.4.1 mIFFEORRE

6.4.1.1 1LPEEK  cardiomegaly

e L BB O RE AT AN FIRE Y KA B 520w
R R R e (L7 &, RO ARG K L/
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B BN, RONURE 2 O RIS N
S50 RsWre LR I EE IR IR —
6.41.2 ZEMUOHIATEL  multifocal myocardial
necrosis
B T0 LA E, Rl O R R AL I R
R/INFEAT B SERDIR IR Kt o A 1L 42 25 Xl -
fibn O LR L1 — b BRI
6.4.1.3 ALIFMH 3K  myogenic dilatation
S AR R e, O LR R MR S BUNLEF 45K )
FEAG, #H S, bR A inE, m&IEmAL
A AR L LG RGN B JUUBE AR R BEOIR
6.41.4 RILFEFIAREILIERF  coexistence of fresh and
old foci in Keshan disease
T L OO UL P DR B8 — ol T Ak [0 B A 7 13 B
RE, BIHFHEZ R AR XM ESH
fCo LI B S 2 B B —E
6.4.1.5 1ILDARFERRK  myocardial inflammation
reaction
o JUA 35 i A ) 1R — o 6 PR A R I 5 o 1l O
WUSRFE S Ak ] Lk e P 1) 98 P2 iR i, E 2R T
INBE RO JUL PN EB IR HE 5 AR e P A e I S B
6.4.1.6 EMEIR perivascular phenomenon
i L AR A RO AR IE 5 O I e R B K 43 S
ATHER — BRI R . ikt 2 Bl S8 bR bk 48 /N 73
o3 o
6.4.1.7 BfEEIM# mural thrombus
RAETONEDS ZE AN EE AR AT LTS8, TEEA,
18 v 1L B
6.4.1.8 1LALEEEIMIRFE  myocardial coagulative

necrosis

TN A WUS LT AEREER . Wi ifé, A8
o 30 3 g e e R 1 e T PR AT Bl P i 38
G I SIS BT Y Nt Al I

6.4.1.9 1OALBIEMEIRIE  myocardial liquefactive

necrosis
TEC LR B KRR AR P A b AR ) — Fh LR 4 44 A
UM AR 2 IS AH O AR K S A A S R HRCR
THFACRRE T . 20T )LE S8 1L .

6.4.1.10 7K#HZM  hydropic degeneration
UM KB 2 10— M BRI R o DRLC L4 4 b
TP BRI (ATP) A= pidsb . 4 o i dm—

(Na*-K*) I Ty RE Feef 1] 5 S0 Co UL M P 44 25 7

K 2 SRR IR BRORAS o A& 1L R85 0 UL 45 1
I R

6.4.1.11 PBEBFZEME steatosis, fatty degeneration
s DT CRI =1 H D & AR T A oy 248 e e 5 )
PIAR, RIS ) — gl FTRAE T
Ll B2 O LA R

6.4.1.12 PFATM granular degeneration
M R BT PN R DL AR R L1 B ORE DA B AR G )
JREROE . v L B FH O R B KA —
Fh 4 AR .

6.4.1.13 1LALEA%E  myocardial regeneration
i L S O LI A R B B B — M XU 2
% AL OIS AT AN R AR
IR o 53 SO LA L T R B AL R LT 4«

6.4.1.14 1L>JEEM  cardiac remodeling
O IR 5 R AR LA AR - RO UL s A=
V) i3 £ A HLHH 1 5] RS B o Ji 75 5 00 J B B 38
(R ERLH A% RN RERI O o W T e Lo B, 2
EZL WKV e

6.5 wRlEKRKIN S0

6.5.1 SLfmIaKTE

disease
FE N PR AR 0 D BEIR AT R G % v Ll s AT
533K @i, Wald, SRy LR YA im PR
KA, T =F O RERAEED, J5#H 0D Ref U
Al

6.52 BB FTIFF acute Keshan disease
fEIFR “2T”. RIS O KB Tk, O
AAEIRGET 2 0 —Fh e Lo I AR A . JRE A6 779 [X
FRAZ W R 2RO IIReRAEE . & BA DI
PR T B E Al 7A Ji 2 g BRE SR T LU

6.52.1 BBTILFRIEAE mild acute Keshan disease

clinical types of Keshan

RIFEE S RIS BRSO A& AR
5 A EHAE AL

6.53 TARBTILH® subacute Keshan disease
(L S AP T3 F S0 B 2 = RV 8 EXNE 1 S
B S — b e Lo IR RS AL . FREPE R X 2~6 %5 )L
HZ W RIS LG, BAE—HANEKAELT
R SEINE . WUk 3 AN HRE, B g
L

6.54 1E8FTILFK chronic Keshan disease
fRIFR “1Bo”. RIRZENE. ONEREWAR. KKK
NN LD REAN A TE 2 RO R B B — M e 1L i
IREAY . MRE S R 2 HA SR AL AR AR T R, 2
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6.54.1 BAEREILFR natural chronic Keshan
disease
BRAT: T HLAth 25 2R e Lo o 52 Ao e e )1 2R e L
FAL,
6.542 1BEIMEE
Keshan disease
fEpR “1graR”. ERA LT, BEER
B E RS T, AR LR N EINE . AR
AL R LB .
6.55 BEBZWFE latent Keshan disease
PR I T —MTEImR R . AR AR
Bk, —RICHEEIR, DLOBESE T, OIEE
WA IR, L IhREAEE BT
6.55.1 TREBERRLR
disease
BRAT: T FLAth 4 2R e L g 52 o R I 22 R BIA RS 5
A At S BE A B P R P AR Y v LR R
6.55.2 AREBERTILFF unstable latent Keshan
disease
A HoAt 2R A v (Lo s 5 Bl O A ST-T 2048 Q-T
()BT SEE A RV AE B T 1 L SRR
6.5.6 SELLIFEISHETREM
diagnosis
X5 LR BEAT 12 W SR U] o AE XIS AR TS 6 AN H LA
b B S A BT T RN BERE A I UL
OB IR I, B0 LA 50w 9
PRI, HOBEHRRR HAR O IR (0 H A2 O LR
J)
6.57 @A LIRDR
Keshan disease
187 5 Ll FE I PR b 4% Ho O Th REIRSBEAT 1 70 B o0
Ve R fERRABI, O IRe =R ERRIBIL, o DhReld
PRIV o
6.5.8 SMEINZFIH acute circulatory failure
RIRKAR ORI RERERG, O & 2R, 3

acute attack from chronic

stable latent Keshan

guideline for Keshan disease

classification for chronic

BUMNA & EMALREEA L, ™ EE NP IERIEAR T

SV K i 8 S O A R R I I R RSk R
T2

6.5.9 BFEERRKSRIE  hepatojugular reflux sign
Fig s A o 2 vy B8 O ORI, S0 bk 7 48 B O A S 1)
AE. AT LT 127 5w 1L

6.5.10 LALEE myocardial enzyme
FELEO LR 2 Pl PR o O AR AR TE . 3
IF, BB TN LT A Rar il 1) Il PR FH R PR ey &
OOV AR TR, 2 A€ v Lo SO U4 1

LRPR.

6.5.11 ZEEHM2#¥ left ventricular ejection fraction
OIS A B 5 &7 K AR 5 & LeAE, R s E S A
OEFFRAIHERBE 7, =50%/8 T 1B TEH
T L O T BE AR EE R ZFE PRI, 21885 Lk 5
TEAE R T s 0 B 3 4R A

6.5.12 1LIFEMIRSE  cardiogenic shock
EH 0 I D i 7™ B 5 v 5 S0 ok If B 0 PRI T 91
EIR T BRI T ARG G A28 5 2
REFEAG . W W T 285 L

6.5.13 1L1%UE  heart failure
fEiFR 0. BT O DIRER (B0 #P5KIhRE
KRR, ARk FRiKELO MR HEH O, 3K
bk 2 G MR R AR B K R G R REE A 2, AT 5
O PG A I R 2% S A

6.5.14 2M(J1TIE  acute congestive heart failure
R RORNFI R A R A 2 W AL AR AR,
FEHES. WUEIRA . B, OIEriza]
AR DA, LR T EHIRKERIN LR G, ™
HE T HILOIRMER ST . 2850 L B L i 5
FAFS SV

6.5.15 18M:/1E  chronic heart failure
EH T & Pt PO J L3 7 407 £ R0 S0 O A7 g i B, A
OIS k55, Ot & Bt I DA A A (30
PRAE PR I = B R R I — A G R ERAAE . A6
v 1) A ez W N8 AL v L

6.5.16 mIFEHLFE complication of Keshan disease
S T A HA B o QI AR ZE . P
B A B FRA REGHIA RS, B 15 M H= A
IR Z A

6.5.17 wILUfwEFE sudden death of Keshan disease
BA] e LU 3 B VR R AE o 1979 4 [ s o0 976 27 2
2 ELOMEF 2 DL 1970 4 5 T A1 235 SUREAEN :
SRR A G BRI B 24 /NN R AEIBET . H
il K22 H05 2 ) TR P AE IR B 1] R i 22 &0 1 /)
I

6.5.18 6 FELITIRIE  six-minute walk test
P M O3S B 77 ke . 8 R BLE R T
RePRHIAT & 6 7B P ATIE S, <150 K NEELO L)
REANAD; 150~425 KNP RELIREA 4T 426~550 K
NEREODIREA A o A2 — P PPN IR AL 5 1L 5 VA1 T
o

6.5.19 REMELMEMFINEME nocturnal paroxysmal

dyspnea
NHE J DR B ST P B, B ARG, 2 AR AR B S
R — MO DI REAN R IR o R AR 5 AR Y- B
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1L 78 2R 73 S8 i L B A TR R A 2 5K 77 38

AR,
6.520 1LAELALERAR  endomyocardial biopsy

M A AL S e N IR ZA B T iAo JIFE A A G5 4 I
FOR B AR R I T 7. — M2 R &R A O %08
1, Gk =g ie. MR AR,

6.521 BAIFIMBKIKF  B-type natriuretic peptide level
20> D REAN 4 A IR 05 N it R AP XU, Al P —
TifabR. B AUHANIE A O SRS O LA A B —
PRI R, REBIT EXI8IR IR ] AR O
CWr, CEZIRITE R TR SR TG 2. 720
FENEE . BBk ZE . B DIREAN A5 5 AT 5] S i
ELAVANTT

6.6 ®IFIEIT

CNEERFEAR I . DA e B A2 E L.
6.6.1 “=F—mHh” FEM principle for tri-early stage

along with on-the-spot treatment
JEE T IR RIS RN “ =57 SRR, R
i, FIRST, i FREtIRTT . R 2
FEFAT BTN BRARRAEER | B AE A7 A% T B AR
e
6.62 KFIEHEZR CITiE  high dose of vitamin C
therapy
DA DK S OGR4 E 2 C CH AR ATIA 30g BLED
feRER A oL B B BT T k. BEE QIR
J7 2 0 L O SRR AR S O ™ B AR A
ROTi%, AETE IR R R RAT AR BT L 3 A
i A% T EEAE
6.6.3 ILZBRJITSE  sub-hibernation therapy
B IS e, IR EFE, (88 b TR
HEEFIRCDR 5 (K] — PV I 772 o T BRI R Al AR U 2R AN FE 4
B, b OThREE . FEM THEA R, HiEaR
FR 5 L R
6.64 MEEMZS vasoactive drug
AL R I A . SRR LA B R DA A P4 LR
VEVER — K25, WM 2 A k. &
BT 5 L O SR AR TR
6.6.5 FIFKF diuretics
AR T B Sl USSR DL KK 2 R
—R25%), BFERESE. MRS, DREMSSHE IR ARG
BRI R V2 2SS W T 50 i 2 Al
KA O ) E SR BT
6.6.6 IME 23K F4E A EHITH
converting enzyme inhibitor, ACEI
I R R TR R B, R I R KR
A N G R K AR K — SR 25 . AT SRk AM RIS IRk
RO FEE s A0 UL RN R P T, BH b I
Ho RTCUR MO R 2.
6.6.7 MNE X5K 3 4 X rEBA BRI 57
receptor enkephalin inhibitor, ARNI
T U R IR RIS RS2 AR 2 o [ I 4ot i

angiotensin

angiotensin

MERRRE . 3 L3R A IR K 1) — 2R 254 . B9 5K
M FIPR BEARC RS SO B A SRR,
AT 5 1L 18 10 ) 385 VR T

6.6.8 M RIKRNZ AT

blocker, ARB
T I L R IR RIS RS2 AR S & | e R PR R K
MEEIRRIEA R —RKE4Y) . BRAEY KIMME. FFIK
O IEG S SO I E A S ER], EE M TRk 2
1B B K 3R A Bl A o8 79 ) AR VR 9T

6.6.9 PREURPEIET p-blocker
PR AR LR A FEPIRE LR ik
BEEI ) —2K25%) . BRA AR LA JR55 0V
T3 AR O URE AR L 2GR DI B SO DI RESEEHT
F& T LR 18 0 ) ZE IR IR T I — R 2

6.6.10 T [EIBR 2 A 4057

antagonist
T 5 A e 2 R I ) 52 A A7 70 T T £ P ) — 3%
25 B BAT R BEORAA RAVE I Ab, 1o w4 o I 2
AN VP |- R MNP o L8 RN b= 2 M= R 5
M.

6.6.11 Ifi@I&REF5 If-channel inhibitor
R MR 52 s 45 IFIEIE R — K259 . RA RO E,
(EANFE WU a1 D5 %A% ST St = B R SE
R, ATH T8 A v LR O IR IR T

6.6.12 IEMALFIZ  inotropic drugs
AL 2 Rl AR I R O LS 7+ 3 O I 22 1L T RE
— R, FEM TR RO RENI~TV 4 ¥
FGTT, AR T SR AR B 2R R K2R

6.6.12.1 FihE digitalis
—RIEMNL 2. XS FHEY) BB s AL
e ATHE RO ISR ), et IR AERRZ, S0 5
AT, EIROF . FEA T8 L O D REIT~
IV RGBT

6.6.12.2 IFEIFMEA

6.6.13.2.1 PR EF  B-agonists

—RATFEhB R LR AR 25, AR
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Wi /. BRARAMERBE SRR o« WA b LI S0 T
REAN A IR
6.6.13.2.2 #AER — EeBE N5
inhibitor
— R HIH B ER — BR RS PE I 254 o I (i gk 0o UL 4H
RO B iR, ISR O UL E J) s B i P LA
JL A PR IR IR R VR BT, R AR I . BT AE B LU
PO DI REAN 2B FE IR H
6.6.13.2.3 §5IBEF|  calcium sensitizer
I RESET (Ca?) S EA C 46 e,
AT 16 55O ULSC 4 77 B TE A LD 245 o e HL T I I -1
WL KA ATP BURMEERIEE, §kileE, R
OIER . a7 T 5 i S O DI REA 2 IR IT
6.6.14 1LBEERREPMIATT  cardiac resynchronization
therapy, CRT
— e G A AL B 3G e O =, @i RO E
&7 Ao E R R ERTT . EEH
T 253697 B FF A 000 & AR AR (18 8 v 1
T L ) 5 vy B IR T
6.6.15 1BV EYE S FRENRS
defibrillator, ICD
R T NAR A B — M 3 B getud e & AR
BV AL =S, AT E B
B, BB OIS KA . T R TT
T35 HLA B e RS PR A% 28 o 1L J8 35 (R T
6.6.16 [Mi&FBIE blood ultrafiltration
fRIRR “HBUE” . K51 A S e i e 3 Mgk AT ek
U8, BBRZRAKD KN 115 E R A A —
FVRIT 7. REAEA AR AR B AR AT . s O e

phosphodiesterase

implantable cardiac

WIRETIRIIS AN 51 AR o 2R L LA 4 N 93 e R ST

AL T 5 L O I 32 VR TT

6.6.17 ILEHHNEE  ventricular assist device, VAD
— R o B A B A O T T RE, W AL I AL 1
Blbke B . 2 T 0G5 2R e 1L 3 O Dh g
ARSI, BREEAR O ME R AR 1) 5 L B K A A7 B
BRI J7 925

6.6.18 ENBkAIEKERE

intra-aortic balloon

counterpulsation
— PR R RN 2 SR AU L R A B
T3k AL Bl A Wl R BEAT BRI R SRR
HA SR OIEAEL . PO S tim A B gk g 1
7 VRS2 3111 = N 25 51 DR 3 P2 R T L P Y
R HIHGA -

6.6.19 {RSMNEREE

oxygenation, ECMO
— ks 51 A AN bR LS A (N 4 AR
NI, FZIMEE N TN 154 Py 16 e A6
ISCHFTT % RedEss AR B F KO D RE, i ROm
FRIFIA] . AT 90 Lo O JRPEAR S O R0

6.6.20 EH'BIEEIAIT  continuous renal

replacement therapy, CRRT
— MR MR ESE SR I 5] B ARSL, 8 AR 2 E
FRES 25 T B A PN RE R A S5 AN B VRS O LA
itk BRI ONEf T G E DR, FTH TR
TR RS 2 . P LR T 2R L B B K A R

6.621 1LBEFEHE  heart transplantation
B ERRINREM LIRS B, #e Eok B AL RO IR
—MESERE TR HT R HARIG T T kAT R R 2
RI TP

6.6.22 1LBERE cardiac rehabilitation
— PP 2 SR F IO AR 2R AR T AR R, B
BFEESAS B, OEEH. EIREH.
FRECH Sl R 3R F ) 554 7 o YR 7 A BEL. W I
TR RS E 1 5e L R R I DI RS SR AR

=

o

6.623 JTXMFIE curative effects evaluation
S REWARRI LA EL IR, LREWEIRITL
R T v s B3 T RT3 B8 A AR e sk
=ANEGHATIRE -

6.624 ZKEEFRA home sick-bed
BEAEFBERZ 2B S — PR . X PP
JTRE O PR T LR A0 3 . BRI R4 | 2
PEF, 2 38 R 45 1 o L Lo S 3 VT B K

extracorporeal membrane

6.7 Fe TS

6.7.1 mILFF/=2KFNFT three-grade prevention of
Keshan disease

ST . 5 R A S = I B ik B
R T H CS R CRRTL, R
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W FIGIT) TR AN = I R TR Bl i R
PV BR T« B T Ll ()96 5 4% 7 B EAE .

6.72 LLRAEFARG prevention of Keshan disease

through selenium supplementation
TS DA B N TS L R AR B T . SRR,
ZE A R S RN S T L (R R - R
FHEARAE . 1 ARAR 5] & S bl S it . A il
Eh AR B AAE T 58 15 2250 9L

6.73 wLUFEIERTIFG prevention of Keshan disease

by adequate diet
T IR B 2 R IA B NARE IR~ U7 5 L 1
J7i . BT FAEA RV, E5 X EREHRE TR
I — 2 BEAG R S B ] ity v A 2K T B A b L
T A

6.74 mILFRLZEETFT prevention of Keshan disease

by comprehensive measures
308 o L9 0 e e BT 3 A0 Bl 8] 2 i BT i 1)
PRA Bt FEAREUCERB L SR
HGE EAERAE: FRIFENIN DA Bk PRk 5
Guo VHBRIEFESE DT RS PHRIEA BRI RS,

6.7.5 SLLFmEM  surveillance of Keshan disease
WA L RGUHISCE I b L I 15 1 30
Ao A R HF R 2, K ah kAT B s, DAE
S SR AT e T PPN HRCR AR AR 2 v s T
7 A ) AR 1 A R O

6.7.6 mILUFFEEIZE rate of people examined for

Keshan disease
FESE LR G A v, Hesz i N AN T
Bl HHEAK: KizE= (ZHMADE / FENDEO
x100% o
6.7.7 A RIWFHFH new Keshan disease case
TRRE <1 4. H IG5 s s A HTRS: o Lo g 491
6.78 FHAMELLHHH
disease case
o RE=1 A AR H o L 9 8]
6.79 AR LFEHEE
chronic Keshan disease
I e REACE IR SL SRR AR, AR A v s R T
fie E ORI, ERPIAENR, TR A )0,
4% 1 W v SR T 15 T Y 1 RO 1 R T B

newly identified Keshan

self-management of

.
6.7.10 1LEEREZE  electrocardiographic abnormal
rate

T 5 L 1 T 2 Hp 0 e B S i AR A sz A
AGAIER (]S

6.7.11 1>BEEM]  cardiothoracic ratio, CTR
RO NEY KRR —Fh4Ebs. i X A 2m
P8 8 J S A SRS IR 0 5 e R AR 5 T 36 A K
BRI HAE . 0.5 N o bef 5 ERR, 0.51~
0.55 MO MFEEEHE R, 0.56~~0.60 0ol B3 K
>0.60 JyLo I B EEHE K

6.8 TWFEZREAN

6.8.1 AlAG

6.8.1.1 2,3-ZEERRNAEZL

2,3-diaminonaphthalene fluorometry
HIH DU AR L 254 B AT 5 2,3- BB 28 S B A K
4,528 FF 25 0 1% 7 AE 5 ' AR B E A R —
ARSI 7572 o

6.8.1.2 SHWMEAE-RTIIKIEE hydride
generation atomic fluorescence spectrometry
HIFIAS R 2 BRI AE BRItk 2% 1R N 38 SR R AL S, 3
AR AR A, FVRRR A B AR KT R
WOk Ewmesds, LR BRI A S E 7O
AR S G A A0 25 Y — Pk ) 5 2%
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7 WJE  plague

7.1

7.1.1 &ERTIETE  Justinian pestilence
RAET AT 6 AR — kit F R AT, PR
G TR E By BT ERARHHINAS 4

7.12 2BZF® black death

721 RIERITRE plague epidemiology
BT SRR IRAT AU . RN R S R 2, R
R T AF0-H28 i i I P — T DR 2

7.22 BIAFRRIE sporadic plague
T JE— b X BB 491 52 I A — MROROR 7K, ]
BUEBE I, i 8] TG B R R L A

7.23 FRIERIT plague epidemic
FESE— M X L T[] B 2 0 26 4 2 I DT AR UR K
FHIR

724 RBEAMRIT plague outbreak
T Ry b X B AR R BT R N, RIS TR) P SR H B
1R 2 R BIILR .

725 YRERIE seccondary plague
FE—NFEE b EEIE S FBILITEER E G T
55 11 BRI IS 5 7E SR f i S B I AR
ELFEAE A L) BT 151

726 MREHGMRIT plague endemic
FEREE IR EE XA, Todh S5 A BRSO T
B RAT REFF 2L H I HLAT W X33 20 A1 R R B
R

7.27 RRIBEEBEN  vector of plague transmission
RefE R O R . kst W sE,

7.28 RIEEIBIRRE route of plague transmission
B PZE BT AN — M i A Ty UG e IR AT

729 REREBEERRE major way of plague

transmission
BRPZE TR N — M B GL 5 —NHTrE £ k. A
5 R B — Bk 2 — N BB AL IR, N—72 1K

RATATC 14 A58 R AR AT I 5,
FATIAEE 1R TEMAAE AL R, BB 2N
Jir Bl A it R B E DR B L B SRS of B A% R T

— N4
7210 FREMEABXEIR?IE  secondary way of plague

transmission
BRZE R M — M R I — BT E R R &4
) TR R R B0 P e o AN B R, RN B
FETR BB AR R IR G, R A R B B R TR e A s
o' R e IR

7211 FRIERRSZM  susceptibility of plague
NS BRI 2 AR RS o B 2 BRI IS, BT
AR N G AN 1) LA S5 AR IR 3 7K1 o NHERT
BZETCR IR Sy, AFAEE I 5y B

7.212 AT  bite
Bk 2 S A B T R A IR PR R, A% 1 BRI

7.2.13 EfE bacterial embolus
Bk 2 M T MR N SR 4 B2 AT P N RS D A LV, B
R 7E B 25 PR T B S0 T B T e 4]

7.2.14 RIEEEMEFK bacterial embolus formation

of Yersinia pestis
B P2 P LE b 2 A 15 ST R A A R A O R . TR AR
BN INHETTURIZIE R, s 24 S8 Al B I 5 28k
HIHIE IR

7.2.15 YUEIKA  starvation state
TR E e Rk, BT A PR AIE, RN
TEHANTN, BB T BRI R

7.216 KA merycism
NFR “ i (ruminate)” YIRS T F R AR R4k EE0T

WS N BB LN, 9 2 T A A AR DR 9 BT
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ESWNERZIEY L IREN TP o

7.217 FHKAIERE  airborne droplet transmission
IS B2 R L ATV R, W OR B U R
IR, B AR R AL R g R T U R o e i
o

7.2.18 1ML contact transmission
L )k B 2 A% G Y5URT A8 B2 B 5 G ) i
18 AL R I R

7.219 FRIZEIRHES incubation period of plague
N St B2 A SR 4 B8 T 100 T AR B A 1Y)
W R BRI, — e 1~6 R, 22~
3 K.

7.220 BREIEAFREBAL pathological site of bubonic

plague
i B S R ES I ORI BB A o R B (A AN [
IR B2 5 e 9 S 7 A9 AN [

73 R IRAT M F

7.3.1 HYIRERITHE

plague
BRI AR 15 3. A, 78 R AR TR A
KA KIE B S RN LLIGEHE R, RR
SRR LI S FHST A ) e — 1 TR

7.32 REBREIRM plague natural focus
SR 515 3 A SILPREE RE K A& A AR 1
FRERE X 3. A SR R IUAIE S 12 A 7 1) B
PP o

7.33 JEIRHIZEM  focus structure
o B R A O 1 DR 2%, B8 B2 R Ak | 1 £ 3h 4
SR MR, PR, SOWEL. M. -
b itk

734 BRERBRERIEMSEE

plague natural focus
HRA SR I SRSV ZE A R, SR BRI IR .
FrE . EEENME RSO KRB R, X
AT B 7

7.3.5 BIFEEIEH  single host natural focus
DL — W5 U5 B0 o 3 2215 3 1 R e b

7.3.6 Z%IEEEIEM  multi host natural focus
AW A Bl o LB Wi A 3040 O 32 B4 ) B VR
Hh

737 BESEEDRNESMRZBARIEM plague

natural focus of Marmota himalayana in Qinghai-Tibet

epidemiology of rodent

typing method of

Plateau
AT 7 ek e S v A B ) L e T L Y
R . T B G Oy E SRR, R
NFEFR WIRILISE, LLWLRE, REE
RR TR ARIEL S MR Sl 4 NMERS
A,

7.3.8 Rtk EH-KERFREBREZR

plague natural focus of Marmota baibacina-Spermophilus

undulats in Tianshan Mountains

SPGB SELEE R B AR IR L JBRORTRE R ik

AR B2 AR P o 2 A 9 K RN R 3 R
T HEGA i IR 2R T5 T 3 R - ET A, BT
SRBIE R IR B AbR s B g Rl A4
739 MRRESEKESWMERBREZIREM plague
natural focus of Marmota caudate in Pamirs
I T ERAEE R B DA R R BR A AR AR e i —
B B AR . B TN R, T
Ao IR, R R IR R AR SR
7.3.10 MR IURSREEHEMEREBRZIRM
plague natural focus of Marmota sibirica in Hulun Beir
Plateau
I AT T IPAS DR e Ji B iy 1) U B AR, O
555 it A DU 7R 28 05 R R0 52 iy o D 2 U 2 Y A [ 2R
SEAREIER 2y o T2 AE F NS B, EEEA NIFIK
. [ N EA R BB BRI -
7311 MIFFEESRARBREZBREREE plague
natural focus of Spermophilus dauricus in Songliao Plain
I TEEIE R AR TE IR, AHEZR . PRI
P U T 7R L 2 /N A LD A g g TR e
0 SR AR . 32 A ONTA S R BEB, E R
I NTT TG SRR VLAY, BRI TR 0 B J b I SR A=
S,
7312 HTRISEMAERRBREZBRRIRM
plague natural focus of Spermophilus alaschanicus in
Loess Platean of Gansu and Ningxia Province
AT HN . TEELEEER. L, LR BER
FR SR8 AR, 32 S OB B B, R
NI B 5 AT . BRI o B e B v SR AR
B,
7313 ARHEEKIUCRREZEBRZRE plague
natural focus of Meriones unguiculatus in Inner Mongolian
Plateau
I T 5 28 L SR 2 M v S T R ) B
H AR . EEAE ORI, 225w i —
LG AT AIEAHT &, TR 2 W AT
40



TR AR o SRR 0 TR SRR 2 W R AR AT

7.3.14  HAFR#SERES KEERREZBREIRT
plague natural focus of Microtus brandti in Xilingol
Plateau
G0 T BT BN A 5 G b A BRASID 28 3 P 3 — T (1)
BRZE E SR o 32 O IR AR, RGN
JEX . B 7 R R MR S B e R AR S
7.3.15 GEAEWLMSTRIER - KGR RE B A ZIRME
plague natural focus of Apodemus chevrieri-Eothenomys
miletus in Mountain Region of Northwestern Yunnan
Province
AT = O R I T B iR 2200~3500 K
TRATAR 7 (0 B 22 AR . 2 B 09 KBRS
FRME S, B R R IR AT R B
RTINS
7.3.16 CERLEHEERXERREEZBREIR
#1  plague natural focus of Rattus flavipectus in
Mountain Region of Northwestern Yunnan and Costal
Residential Areas of Fujian and Guangdong
A TACREAZL R AL, RE 98°~122°, i EHIRIX K
73 T VUG LY DX, [ R 2R R T R
DX PR R B AR s . B O AR, R
BT . BT 20 T RV ) S R X AR SR
7.3.17 ERE/REZMAIVERRZBAZIRME  plague
natural focus of Rhombomys opimus in Junggar Basin
I3 AT T HENES R B SR TS R R SR R ] 150 4]\
Pl B . Eh ARk 106 [ATRTRA] az 1 11 0508 B Bl 8 PR 2 U
Mo FEAEF ORI, FEENNERZ R, R
T 3 B 5
7.3.18 BHEEESEHRREBRERER plague
natural focus of Microtus fuscus in Qinghai-Tibet Plateau
OIAEE U AR ES, SIDUL B I 500158
DX B8 SRR . T2 A ORI R,
WAL AT aER SIINE R SVE- S RN AL R el
7E o
7.3.19 RIZFREH resting stage of plague
FE B B AR, S R AT i )RS e L 2
JUA4F P BERAT FR () S ] o
7.320 RIZFEHIM periodicity of plague
SRBERAT BT S L FDRAT — 5 B — FHRAT - S

7.4
7.41 FRIETEE host of plague

REDRFF SR I 7E H AR KR I 3h) «
7.42 BREFETEE  main host of plague

FR A T 52468 ) I R R AR R A A B R R
7.321 EREZTM  seasonality of plague
TE B2 F AR Py, PRI ER A M 1 . B AR
A 5 30 R BRBE AT I TR R AR A B 4 2
7322 REIEEYIMIEEER
geographical factor
HEW R EERAT AR AE LA R 3R . AR KL
Huph . HBERIGSE . KA T2 KIH R 145
7.323 REEIRFEZFIR preservation theory of
Yersinia pestis

BB AE H AR TR R AF IO LEE 22 o T 20 A N AE

abiotic pathogenic

YAAPE 100
7.324 REEMAEFIR  immanent preservation theory

for Yersinia pestis
B BRI ORAF FE PR Y, IRAT S e, IR A
BRI
7325 REEINRFR
theory for Yersinia pestis
BRZE B8 73 A — P IEAEJRUAT AU, 385 A5 35X
NI F Y. BN S 2RITHE. A, TRish, H
PEREVFE IR G S AR A 571 1 N 5 — ML XA 22 30
7326 BRERRETFRABEZFY preservation theory of
Yersinia pestis variation
SRZE R E H AR AR T, AR R 7 A S Y SR T
FHEE AR PRI TR, 2Rl BN SRy
PR B B Y
7327 ENIELRITIREZEYE  preservation theory of
epidemic in animal
BR P2 B AE BBURCA A s v, AN TR T S DA B — 2 —
B A A VAT 7 A ORAF (0 2 300
7.328 ZHIIEEIRTFIL  preservation theory of the flea
or tick
PRI A% 2 LE B B BN U A T, B AEATER
FR - HEREVER R
7.329 TIERTFMRRIE  soil preservation hypothesis
FRJBE B 7E L 2% P AR R g b R ORAE (At
7.330 FRIZEFUM plague prediction
L BRPEEIRAT AR R SR 7 e, 15 . B,
PR A A B G TR AR S HOR SR S
G AT RIE A BRI R AR RS PR 7V

allochthonous preservation

REEE

FE PRI 2 5 BRERAT, B ORAF B 1R Y
TEEW) . WG SRR TR SR B A

743 RIEBRETEE secondary host of plague
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fE R 2 5 R AT, AR IRAE RE
HaFE7/8

7.44 RIEMBARTEE  accidental host of plague
FEBN W) BRI IR AT R A SR 52 3 IR GL ) 304«

7.45 FRRIEBIEE single host of plague
FEHE BRI HARE R N, s FA— M s .

746 MIEZTEE  multiple host of plague
PRI B F AR IR L N, S 20E A M ER R A DL B
upiky/R

7.47 RIEBUEM  sensitivity to plague
185 B PD BT BRI R IR e (1) S e R BE D

7.48 FRIZEIMM resistance to plague
18 BN AL B GS BE J5 0 BRI R PR iR 52 S ™ AR
ERENI) T

7.49 FRIEFEE population of plague
FERS € 2 A M — g I TR) 1, REJER G B2 1A [R) A A= 40 A
NPT

7.410 REFEEHE  population quantity of plague
SRZE AR T 5 B AR AR B

7.411 FZBE  density of rodent
FAAL TR AR B 7 8] P BR R IR . i BRI PR 2L
HIFEIRZ —

7.4.12 JE¥EE  density of mouse hole
P23 WG FE A A R TR B R . 20 i BRI
IR L —

7.413 RIBMFZHEM  species diversity of plague
TR I & FRE 1) 22 58 S AP RO 5 . A R H
RPEVEHL N, R S IS, ZREPEREOR,
BN R I R R

7.4.14 B#EIET  community succession
TV B — R AR O 5 — N B e F T A
WFE. EREEREUEIE, B R AR 3 B 0E T
RN

7.415 REBESERL ecosystem of plague
TR JER L 18 T2 B AR ) B AR AE S R Gt
FERIZERATHIMA S RA K5 KGR AR E
GHERRS.

7.416 ZIBMEEENYI  domestic rodent
WEAEN R AR A A DX S8 Wi 14 374

7.417 EFFMWEBSSEIY)  campestral rodent
WEEAE N A ATE A AR X S Ah, e i AR
Ll 7 MG A B

7.4.18 RERENY  infected animal
T3 SR AE MR N B AL 5120 3 S RE R 3040 o

7.419 7XRE2M Marmota baibacina Brandt
Fa bR, BRI L R E AR

)3 EEAE o AEFRE AT T8 88 P A R Lt
THERE 7K G 1L Ll s R B 2R 2 L

7.420 KEEW Marmota caudate Geoffroy
FaBRAE, FHUE . KR S AR R A R S B g
H SRS PR 2 B0 o WK RS R . 7RI E
A3 A T ¥ s R A R 2R Bl e B A 5 45 = B
KR T Ja, W) O Ll P BB AT SR L A AT SHE L B

7.421 EDHESEW  Marmota himalayana Hodgson
FaRH, R . T R B AR Y
Fo EREFED AT H - E . HoN L
R AR LB R Ll b T SEEE Y Rl T
B L& R JETAT A = Ll

7.422 ZHHEW Marmota sibirica Radde
FARREE SR . B AR DR S R S R % AR
Y5t () 32 B AE o B A T IR R 2 0 T ) e
A6 DR R ARG AR 0 8 e S b . 5 N RGN E 53
W& L R BBl . RN A IUIR

oA
7.423 1AB/REE  Spermophilus dauricus Brandt

FasR, AR AT RS AE R i S B R B A
PRI E A E . AT AR T BRI =
PUHER, TATIbAGHER B N 5 vy v AN AR R S — A
7.424 FIRIEER
Buchner
FAREL #RUE. H o w5 R B AR R i
Ba ¥, omTIRER. B, TR LbEE, SR2H
F S PG, BTy 3 S U 2R R T R VR K A
7.425 KEB|R Spermophilus undulates Pallas
PARAL, SR R IR L R % AR I )
163 oA T IREHT ST N IR R 2R 1l HEAS R B h
L P K PEER R L 77
7.426 FEMIE Rattus flavipectus Milne-Edwards
B KB FRRZEER ) E 2 E 3. P ER
TE WK, FEMT = 5 L PE5E.
VAN R FO 75/= AN 7 T B | AN DT N T R w28
2 R, BRIESEA X
7.427 #&ZKE Rattus norvegicus Berkenhout
WA FRJE. KRBENE Xz —. BT R
RRE 73 Wy NP N i R L
7.428 HRECEKE  Rattus rattus sladeni Anderson
WA FRJE. KREZENE X —. FE A
Tz s WL T TARAE RS A X .
7.429 EEZEF Rattus losea Swinhoe
BB KR . FRIEZR X R o WA, fEr
KRR N B — € mAT R 2 e FE
A THL TP, WIEE. AR, R, . SNEE

Spermophilus alaschanicus
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HIX.
7.430 SFERIEER
Milne-Edwards
BEH MR . =B PEA T IR AR . KGR BRI
H ARSI T B A5 T o o Bt e JEUARAE DX LA LA
FERMT = s WL HRAE IS X .
7.431 R#UER  Apodemus speciosus Thomas
RE, AR . FEE AT E AR . WL
KL, ML DY N R REE . Ehil. ARHL. S
AR 8 2 ke R BT STAA
7.432 \PRUEER  Apodemus sylvaticus Linnaeus
SEE WA . BB T AL b

Apodemus apodemus chevrieri

DCARAR—7 o EETEPEALED 2080 B R, SRS
RS

7.433 KIGPR

Milne-Edwards
B WEE . SR 2 WrE R B H AR
PFEREE. FEMBTRRERE. 24 TRk,
Pa. BRPE. NS HN. TR,

7.434 KiPER Rhombomys opimus Lichtenstein
SURE, RV o BT R VHE MBS /R F 5 RV B BRI H
IRPEVE I 205 o FE A TR A S
W IR ZE M SRS G HOR P b, AN S
T R BTz 3 ST

7.435 K Eothenomys miletus Thomas
GREL BRJE. EIEASFRER . KRR RZA
SRPEVGE I 205 o FE A TV PE A = pe
PEAGHEOL REE N . FEH . AN ] — Y .

7.436 #RECHER Microtus brandti Radde
G REL W B ARk e R R AR TR

Meriones unguiculatus

BE £ FESMTHNZEE R RIE=H BT,
TG L ER A SR B R — iy o SR T OB B R
e Ay, JULAIA R AL AR EIE
SHb

7.437 FEMARR Microtus fuscus Biichner
G RAE, HEJE. e R AR B PE P E  E
ErE. paTlUIAR, ik, Bk BE, §iF
TR FRZ 2 G ik H R R SRR 3700~
4400 K (11785 FA

7.438 SRS Ochotona curzoniae Hodgson
SRR AR . HE R B R R % E R
Vs L BB o oA 75 e e R AR L X 3
PG JEL T 1L R ) S5 YRR ) T TR A o b )
PR

7.439 BRERE Suncus murinus Linnaeus
WisEERL, MREME. FESMT . SN WL,
LPE. 7P AR, MR, SIS XA AT
A X 35

7.440 ZKA Canis lupus familiaris Linnaeus
RE RIESIP. BB RBERRE R, WHTRZE
I 3 2R R B .

7.441 ZXIE Felis catus Schreber
WERL, RAES . B E ARG, 2T
R SREERAT, H T B I ) AR R B

7.442 IR Procapra picticaudata Hodgson
SRR “ VU R 2 (Tibetan gazelle)”. sk #% = (Tibetan
yellow sheep)”s “/N&(gazelle)”. FF}, JRFAE.
A ERIERGL R . AIRRE e —, FESMT
TR e i S AT DX vy Ly B R S R g L
5T .

7.5 REHEA

7.5.1 FEZEHAN  major vector
AT REE B EE, B b, 5% HERE,
FLRE BRI RE 10, W51 R EP AT R E AR
WEPR A H . FR R,

7.52 REWHN  secondary vector
AT EEEERES W, W, &, AT
B R F R BRI, X5l R
WATEAREIER .

753 BN casual vector
MR AE T EEEE, BA e RER &,
WL, EEE

7.54 BRIM  suck blood
B HOR R S 2, e N sEh W vk 4T A —

FBco3 9 PRI ARY L > ] s W i R R ] S R of Y =
FKA,

7.55 RRBEE  infection potential
BRI TE] N 2R R IR BRI I L e . SR = O
SRR R R I dR bR —

7.56 *¥RZEHEE blocking potential
BN B ) P SR T e A T S B % TR T R B A R L 2
S VAN SRR R BRE R I TR 2 —

7.5.7 ¥EFEEEE  blocking-survival potential
TG Y LB A J5 P A7 R B S G S5 T B
¥ (P RE L3R o S0 = PPN SR AL 7 s e 0
PR Z —

7.58 {EIEBEE

transmission potential
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B AR SR BRI — /N BRIk, i R4 B B /)
FIERER L] o SBG = VP S A 7R B RE D I e A
Z

7.59 #RESVEEE  vector potential
BAERREER ISR, W, W55, SR & ik
& RIZRE TR R L —

7.5.10 MR/ HEE  vector effectiveness
JRYLIB RE . AR ZETE BRI AL R T BR SR A
AR RIERE IR L —

7.511 EANIEE  vector index
BN R S i AR RE TR o SEIR = PP SR AL R
B RE IR FRZ —

7.5.12 ZFT3HK  seasonal regression
FEREE AN, el B HOM e £ B DS FR bR 2=
AR 2 B R

7513 RJEX

S

ratio of flea carried by host

R DX ] A, R K T £S5 R EE R

AR A VAN i T S R TR AR L

7.5.14 SEATFHRZFZF rate of fleain rat hole
FEE XN, Fraii T RIA IR, BN AT
PR o & PG

7.5.15 EJCRZFZF rate of fleain rat nest

FEE XA, PSR R BAMEEE
W SRS LRI
7.5.16 =HI5¥ fleaindex
RiE XIS TA] P, 3R 00 P 18 AR SR S 10~ 34
o BFAMMETEOE I S .
7.517 BSZEHIEH  total flea index
Ry 8 XIS TR] A, 3R I 18 AR RS P A S 1)
FIME . BFAMAA RO TE EE T R E .
7.5.18 EFZIEM certain flea index
58 XIS IA) I, il 3R I 18 AR5 A 2 )
SPEME . BFAMEE PN E T A N E .
7.5.19 FEBEFENRIEH  fleaindex of main host
and vector
B XIUN [A) P, R A 3 20 AR R
FIFEME - A A B SRR HOR S A 2 45 4
7.520 EFZEHIEH fleaindex ofrat hole
FiE XN, PR B 4 5 1 2 P 351
7.521 HEZFIEH fleaindex of rat nest
R X3, BB SLA IR B R I
7.522 FEEIEH  fleaindex of free ground
R DX SRR TR) A, A7 58— 5 B A 2 AR SR Ui 29 2%
SRS
7.523 FMHEFER facultative parasitism
RERE 7 AR T B AR AAE, XA NSIRN A AE 1)

Jra, Y AR .
7.524 {RIMNEFHER!  external parasitism
B2 A T2 AN B ) s 55 sl AR A7 1) T 2
7.525 ARNEZFSEE  internal parasitism
AT LT HES Y IFIE i S A AR A I e
7.526 AZE Pulexirritans Linnaeus
%R HE. YMNHAEN B BIRIER, A Erfk
WERERIRE 1. FEmE RN ML IR, IR, HEL S
ML B M, RESEER A ML R 8, R
5 ER R KA WRARE KRS,
7.527 ENFRZEZ Xenopsylla cheopis Rothschild
=k, REJE . SR BRI TR SRR IR AT 1) 3
o FEFETRMEE, BHEEFHREL.
7.528 REEEZIEZILM Xenopsylla conformis
conformis Wagner
wRE BEE. W TRRZ WS RO B AR H
SRPEVR IO R FR 0 BAL TR . FEFAETKINIDEL
TR
7.529 FHMHERZE  Ctenophthalmus quadratus Liu et
Wu
ZEEFR, WIREE. E80)IERISFIRER . K
SRR BR%E B AR, Az S i 22 IR R T
F G T RGR, REE 55 I B R B
ZINPR U BRRT P R 2
7.530 BEHTZ Neopsylla mana Wagner
ZEER, BrE)E. TR KRR R RZERFENZ
— aEEE, ERA R, HKEFRNEE
TR
7.531 4FEFTEIERA LM Neopsylla specialis specialis
Jordan
ZEFR FEE. S1)IEAG T IR ROk R
P2 H IRFE S ) = EEA A o 32 B AE N5 IR B
RGBS /NI B s 2 3 RGP e 0 B
158 BB o
7.532 BEEEARRI LM  Rhadinopsylla liventricosa
loffet Tiflov
ZEEE, AEE. G2 RN B H R
FEAE KRR KPS DR,
fE E AR BTHE s RAE SR R AR
7.533 {KibIKEEE  Stenischia humilis Xie et Gong
ZEEFR, REERE. E0))IERIPSFIRER . K
SN B AR, 2 R B R .
FONFF IR B s AT 32 /IR B BRI BRI R
7.534 JEWNZHEELFM Amphipsylla primaries mitis
Jordan
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AR, R . A K R BRI E AR ) 3 A%
B FEEIANER. PR BERER A
PR Rl R RM. ZREBRE. FREEEE. D
FBRER THFWRAKIDER.
7.535 {AAZZIEBALFM Frontopsylla elatoides
elatoides Wagner
ERE, BiEm. RSN RNz 2k
SrEH RUE R, KRR R REREREN . £
7.536 F=%iZ Frontopsyllaluculenta Jordan et
Rothschild
R, BiE)E. AR R R BB RS, £
T ERERK,
7.537 *EH.ENZ  Frontopsylla spadix Jordan et
Rothschild
MERE, WE)E. E0])INETEHASF IR KGR
B P%E H AR i S 8 2 O S R . R
F R IR B -
7538 ERER
Rothschild
A ER, mEE. EFE. HINRZ B R
THAME, NEHRENEEEN — FBEE
NE SRR, K, EE KRR X
L IR B BRORIBAT 7 35 18 B
7.539 AEERZLEAIETHM Citellophilus tesquorum
altaicus Ioff
MR, SR EE. RIKR TR R 3 E A
A, FEIE KRR R HER WS KR
it H WL B % 2 .
7540 FHREERBHIIILEM Citellophilus tesquorum
sungaris Jordan

fm kb, SRR ARALPE AT SN AR AT

Callopsylla dolabris Jordan et

JRIK 5 /R 3 B B2 1 AR VR ) T A . F s
NIEG IR . &5 R &K,
7.541 AEERZBZRGIEM Citellophilus tesquorum
mongolicus Jordan et Rothschild
FE R, B R o T e SR B R
HARFEVFE I T2 AL R A o 208 T OB h 5 5 R
7.542 AFEZF Monopsyllus anisus Rothschild
FERE, B R o A A R AL X R 3 AL R
o FEIE T NFMHBE R B, KEEIEHN
N R o
7543 HHRIBHEILHM Nosopsyllus laeviceps
kuzenkovi Jagubiants
AL, R . NS SRR 2 i SR TUND BB
P B SRS PR M 0 T EAL IR o T EAE ORI R,
WITTHD R
7.544 BKWZE Oropsylla silantiewi Wagner
AR, 2R o R R R ) AR SR A
TG T R, RELE O R R B 5 B
7.545 BWERHE Cimex lectularius Linnaeus
Rk, Rdvs. ARG ZEICHEIRE. Tk
‘AL, AT E R R LA
7.546 AE, Pediculus humanus Linnaeus
AR ANRUE. 7 RSk E, FEFATAE,
RE G % R AL AR e A N 15 B3
7.547 B8 tick
WAL B MRS SR oG Y PR R, 9 BRZE ) —
TAHEHA
7.5.48 W acarid
SRE, IR . IR AR A R R . AR
P FE AN ORAT B B P E IR it — B 0T 7.

76 REREF

7.6.1 FRIZHEB/RFXE Yersinia pestis
fEIPR B 7. AR HURAREE. G
FIYE. Pablk . MmN, oM R/
BRAF B o AHE AR ALREVE . s3I SR R =N
Flte T 1894 4 H H A3 b BRI [ 2 2 B /R AR AE
W IR B3

7.62 REESHLETM  Yersinia pestis medievalis
SRR RS B EE BR AR B (Bacterium pestis var.citelli)”s

R U AR RIRAT I SR B AR . HARF AU
SRR, MEANER Eh I8 SR SR .
7.63 REBEHRFZM  Yersinia pestis orientalis

SURR “ B2 5K B A4Sl (bacterium pestis var.ratti)”. 5
B = U SRR RRAT B BRI B A M. LR SR AN
SrfEH, AN IR $hd S SRS FH A

7.64 REEHELZM Yersinia pestis antiqua
SRR B P T AR A (bacterium pestis
var.marmotae)”. VAR £h 148 Ji S 56 BH M 14 B % 14 AR
Ffto HURF R R H

7.65 REBEESE!  Yersinia pestis ecotype
W R A AV S EMY . EE.
A it PR SOULARFAE XS bR R AT 1 70 B o RN E
EBRGE TR R, HA MR SR
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7.6.6 FEZCHEE  Gram staining
F 45 A AL B 205 Gk, 2l — RV B
TR LR (B2 0, DU e O o 22 TP M B R B 1
BRI Gt )7 BRI B R = B .

7.67 ERFRFE Wayson staining
B AMFEIE YR}, St — R 510 BN 20 0 4 s
DA R B 92 B ISR P AR R M R et T 0, — Tl
i FH PR B8 B e 0 7 1

7.6.8 FEfE envelope
SRR “HtE(capsule) 7. FHH 0 WAL 25T ROE R AR
M ZHEEAE S . %Y 5B BRI R TR Ry
FE, BIEZE FL HUR. BHmatEss, A5 S m g
ORE D, ERME TR EROMIRIX.

7.69 REEH®M pathogenicity of Yersinia pestis
B IRANNUAE, TN BT ENLERE, BN AR
PP 5 AT IR RE 7T o B B B B0 M B T B
PRIGIEE T I U B2 L WAL b g
73 7e K B J1 EE N & .

7.6.10 MEE  sex pili
PR R s i & ) R S 40 B, R — FiEfE T8
VIR NE b NS A o S T AE A T R R R B
MLFE.

7.6.11 FHEZLAZ  plate hybridization
A — 78 EO R AR T 0 52 A BT 1) T 5 U AT A
LR B, I 0.01 Z2FHE RN, MIX LR
ANy, TRUR A B, e EA TR

7.6.12 GEPRZ3Z  filter membrane hybridization
WEFE i R BB AR VR (RHIRAT4E R, Je IR
) b, CLIEIBONSCRAIR IR IC R AR E T S ke i
W AR BRI AT ZRAC T Ve e RAA R A
IR >3, FRiciREr 14 BRI AR I R

7.6.13 FREEBMRL plasmid of Yersinia pestis
B8 TR e (AR A ) — FR IR DNA, g H kT & i
PRI BRI R A W R R (pPCP1).
A5 5B (pCDD) f B (pMT1) 3 ANk, 5371
WA B W B Pog BT

7.6.14 FREEESZMEME pesticin receptor gene
FH SR R ORE (pPCP1) J i ) BRL %8 T 31 S A K [
HA BRI 5 A B (Ip) K DI E -

7.6.15 REE=/NBILE minimum lethal dose of
Yersinia pestis

Ae 5| B SEI B YIAE T 1Y B /) B B I o
7.6.16 REEFXHMBILE median lethal dose of
Yersinia pestis

AE S LR BOAET ) B R R

7.6.17 {K$5K R low-calcium response, LCR
REFH LRI L B S B ORE 1R S S B o B0 1
(R HB K AR A AR A ARG SR, HH BRI B PR pCD
IS R o
7.6.18 FIZEAMEER!  Yersinia pestis rough type
— i T o ) BRZE B AV . RS TR FE B R P R R,
BT MK ETE 2O RRLR, k. HRE
M SRR 5 A R IR 1A K TR A AL o R 2 B
WA R . AEUREM.
7.6.19 FREEFHEE Yersinia pestis smooth type
— i T o ) BRZE B ARV . RS TR FE B R Pl R R
BT MEAE KN EE ZBDGHE . B, L5855
ITEARAE . ~FIE AL B B — RO 39 F R 7 .
7.6.20 ZUMHREER  virulent phage
RESR LA B 1Y — PR 5, 7E7E LA 20N = 3G 5H,
FEAEVE 2 AR R AR, e 25 2R 0 4 T ) Ok R A o
7.621 RFMEER temperate phage
RESR LA R 1Y — Pl 75, e I A0 5 AN G,
HIERNE R Qe a8 4, Bl R Z R DNA &
T S 4 HER B 38 T FR) 70 2R T A% A PR I T
7.622 FRIEEH Yersinia pestis metabolism
B 2E BT 23 AR A 2 R T 75 R AN DR R . R R oK Ak
EYHIACH
7.623 EFFEL nutritional mutation
B8 B B — 8 78 IR 5 SRARFAIE, (R kb B
NTHAE, WEFRFRKETRR, RINE TG
BRI
7.624 EFERFEE!  auxotrophy
SRR “E FRAK A (nutrition dependent) . 7EAE K
W, R RR . AR . RN 2R S S A KA
T B
7.625 1KEFE meiotrophy
AR, BUbERR . TREAR. RHEAR=
Tt 5 B AR TP AR AR ART — AT AT A G ) TR A
7.626 BRERERETR
pestis
BRI B RIS AR S A TR AR AL BE 22 S B R
7.627 BEEEIERE
pestis
B IR ORREA Y B B R R AR RAR S Bl ST B B A AR R T
IR o
7.628 FIZEE S/ Yersinia pestis virulence
B8 B R A Bl S R e MR IR RE T o R TR
B 1 9R G A AR .
7.629 REES
Yersinia pestis

heritable variation of Yersinia

reverse mutation of Yersinia

B

REF virulent determinant of
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YU FR% T B /T BN B . Wi . R
HHT BIEERS.

7.630 FREZE murine toxin
B HE R AR B M B R ER B 0T I B J5 T A b e 2
PEMAS MR R R, WERBUNEER, BIEE TN,
H AR B H IR, WS R SE I IAE, A
RIFMPURTE, MM NEG G 7 EPiER, XA
[ TAMgEER, O R E .

7.631 MEFHE endotoxin
FH 22 PGP B B I — PR AE T 40 B 40 f B A1 2
RA MR TR E A B AT FER
gy e 2 BE, fEEA s & B AU 2 v FE TS R R

EAER
7.632 FRIEF1 #1JR Yersinia pestis fraction 1 antigen

SRR “ R8T (capsular antigen)”. BRI 1RF BT
Jiz —, B RIZERE TR pMT1 /5774 . Pt thos
Ferethes, TR IRz .

7.633 ®EHRKEES] pigment generation ability, pgm
R P28 T 7E [ A4 15 TR B ARG TR N, AR M U T &
BB T B IR AR B TR R IAL (A BR ) e

7.634 HIZLPERBEMIE  galactose lipoid antigen
Z L JRBRTE AL JE B S R E A A e P I g S
R PR R B2 Wk B RS2 A T 1 ) — Fh K T IR 2 B o I
THER I T F1 HUJ5.

7.635 RIBEZEI pesticinl, Pstl
— A R R PR . el AR T, R T
WT-4afaslh, seAd G MR ZE A, H R
P2 B BURE pPCPL /13277 4

7.636 MREEIMNEZEH Yersinia pestis outer

membrane protein
B9 TR LA A% B0 1 M R AR B AT 1 85 0 BURL i 5 (1)
—ZH AN R AR R - A ER R AR e AN B 5 E
H AT M 2.,

7.637 $#HFEAIK stalactiform
SR TE s TR T, 24 /NI BT AR TTTE
48 /NIRRT S 2 A T, DA B8 ) 57 R A G H
RE 22, 2RAARAME .

7.638 E|RIBIEFE

stomach
M B 53 B BRI B ) — o v o H 2 B 3 B P 1
R b, PR SR =5 1 S IS AR ES 1 IS RITT,
gt [ E AR NI RT 7, PR 3 — M B RN SR,
A= E Ay e W PN

7.639 REEEMIZFE  basal culture medium of

Yersinia pestis

B BT AR T T R R AN TR I 8

culture method of dissect flea

FREE. FEMMEHRIE. B, KT,
AR NIR . et /REE . ERBIRSE.
7.640 REEHRBIEFE
Yersinia pestis
FEBERS IR 3k b N B 2E Bl 28 T A A IR 1 A 8
Frkk. WNRIMBIARRE IR, AR NS IR B 77 55
7.641 REEIEFHBIEFE
medium of Yersinia pestis
FEHER S IR 3 b\ BE AT 2% 1 2E K O R e gt B
AR B LY BT R TR dk o A IH 58 AR R Y
Wl ZENERERTNE . JeH KM BRSE .
7.642 REREHIEFE differential culture medium
of Yersinia pestis
FEREAH R TR A oI A TE R AL a0, DAk 215 51 B g2
B H 5L, Wi e, BRI L JRE
P N e AN
7.643 FERZAIEF  intra-abdominal bacterination
W B9 B R R R ZE 2R AL B R A S B B ) T RN
e, AR ARG, BT R T
7.6.44 [ T#EM  subcutaneous bacterination
K BT TR B R A 2 L BB R SR IR B W I T R
IR LG AL B T I SR 1 TV
7.6.45 ZZRZIEM  percutaneous bacterination
E SR ) 300 B L A5 T R B RIR, T B
1 B P2 TR RV R T IR B IR A A g
7.646 BREAEA denitrification
SRR R R ER A JF 56 (nitrate reduction test) 7. R
WAE S A IR SR G TR 2 b R 3%, RBRH IR IR EhiE IR
WAHRRH, AR Eh 5 R AR S a- 25 JF A A2 AL
ERMEELEY TR . W B N, E %
5E FRBE T B — R 7 1%
7.647 FHWREL nitration
B8 B AE JO R IR 2R 1 TR B rh B0, I U B Ak 9 A
W2 #h 5 R S a- 28 A T AR R AL E B IR Ak
BYTHIRE S HEL OB, A% E R
— M.
7.6.48 BEXJIFRIRIE acridine alkaloid reduction test
B 2E BT 7E BT AR I R b R T AR R R A, I U IR
FEVE e B A B I DRSS, WA R SR AR N
e, E2=, PR, A, JLEGSREGERIE
JR 2T ORI ] DL R R — M7
7.649 FRZREGIHIE urease test
TR 73 b A0 TR 23 i PR ZR IR R ) S0 AR B R . RS
B AN G i R B Be 7 R R a7 R, (R IR AR
BPEIREE T AL . RSB RIR R, FEFREA
B,

sensitive culture-medium of

selective sensitive
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7.6.50

test

it P S T TR ot R IV R T ol P £ P M B A T B

ML S HARIREE  hydrogen sulfide production

AL BRI o BRUBE T RE 0 5 i I B R, T A e
AL =

7.651 FEEIEFE  quantitative culture method
W ek B2 T R e A T IR B IR R I, 28°CHE % 17
/NIF, F0.033 JBE R/ THE IR #h 22 i i O B, I
MRS T 5106 N/ZTF, 0.1 ZTHER T BiiR-F
BREG TR ) 7

7.6.52 IMEFARE antiserum plate method
B P8 TR AT E AT B2 DR BT LY PR S8 s AR b
DURE I BRJ%E F1HUAR I 7%

7.6.53 WE H#{E  bidirectional diffusion method
FH A e P A4 BT iR 28 5 0 e S BT AR 1R e T
%o KHPURMBUALEBRIR EAH B 5, Ui
[ LR Bk B S0 B G TTE SR e e RH 1 -

7.6.54 BZRITEREK chromatosis fragment
SREE BRI G A T SRR IILAL R (hms) 2
PR B o L FH ISR LD 3R R P AR5 7 R 1, SRV 2
AL, KUET A ARICE .

7.655 HETHER

iron regulatory protein, IRP

FAE TR B P RO REER 1 5, B4 IRP-1 ATIRP-2.

77 RElEKR

771 2MRREHE
determined
XK E B X B, LIS R, Bz R4
R BEALL BRI 1) SRR AR A, LS TT e R HE & i
W A
7.72 SEMAERIZ  suspected plague
KH RIZEEEIX, HA AT IR 78 R N LB BL R s
PRIEIR, ARE SIS F RS AT SERT R o R 5HEALL R % &
5 LS R gl gl B 25 B WA B, T A AT IR
R R
7.73 F#HIZERJIE  confirmed plague
MR BRI 12 W bR AR e 1 SR B . MR B2 A
BRZER TN, DA A0 A 4 IR R B va bn it , S bRk
PENEAE S S R HZ 6 FIAH B 7 45 4 it
7.74 RITRELZZE epidemiological clues
AR R 10 R B0 BT IX, Bl B
B WX Y. 55, BE B SL e
AR RS .
775 BREESHHER
plague

suspected acute-fever to be

systemic toxic symptoms of

B TR AE PR AR S A R R] AR IR B 1, B R e
A HEEE
7.6.56 HHE pathogenicity island
AEE Gt A b — B A SR SR R AR R R A . 2
SR 5 4 R 5 ) S AR S AR IS )
7.657 EEH genotype
P P Bt 92 T Ak R 2 S DX B ) AR [R50 B2 R EAT 1Y
izt
7.6.58 HWE{EM phagocytosis
MBI R E AR . B BRI . R
38 T X B T PSR Y LA e e e
7.659 [EEME-EREEEKE A ZARE
indirect hemagglutination assay-staphylococcus aureus
protein A test
i v B8 LTS 2 MU 7 Bl 2% )4 i g e B Al
b, AR EHEEERE A B S RERERSS,
For N Bt P28 P 58 A HUAR R AN 58 AR B e
7.6.60 FRBZEHETIEHIKE monoclonal antibody of
plague
FH BRBE TR S A B IR S e /0 B, 3 e v EE 0 M i 5T 0RE
BR, W%z NI S B AR S, BoR
PR e A RS PR e R

BT 5 7

BRPZE TR B R G R ) B O o R BRI TR =ik
39~41°C, kI, Bl FEMPIZRAE. AR, HE
BEAHIEIRANG . B, SRR 1EE. DR
%,

7.7.6 FREMKBELK lymphadenitis of plague
ERYLRIE S, RERAMEERAMKES, 5lEEA
B PRI VK B2 45 A A Bk AROIE B i R R o

777 RESEMRELER

of plague
I Bl 2 e Kbk E 5 R K S A e, B2 TR I VA 2 A A
FRNHTHIMR S 51 IR EL S R

7.7.8 SRECMEIMEAEEIL  disseminated intravascular

coagulation, DIC
FE R T 3 RIBCT , SUEA A A2 i /R A
MEYEE AT, SEOREMEMUILARTER, 51EMIE
EZNE-X TN RN 1 T {Efo] )7 S

7.79 BREHHMIRT toxic shock of plague
H BRI RETBOR B AR R SRR . AU ISR REAG A 2
JIFE 45 3 B YRR ) SRR B RONE, S — AT P B A A
BEAMPE IR, KR EEAHasa. I
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JEPR V. BRI . iR R, RS

7.7.10 {K%HH  shock lung
SR R AR AR SRR R I TR B I, a6t 3™ = ) 8] o
PRSI A R I R AN sK . B4 i
B NS T SRR

7.7.11 BRERfZ bubonic plague
BR A S FEMREE—BORERAN, L2 AR 2 AL itk
TSR IR BRI B . IR F i 2 W)
BRI,

7.7.12 BHERIE  pneumonic plague
BHAEM FEMEE— IR, AR 2, g,
W VA S 8 P T TR % R AR ) B o R R Z HH
MR IARRE LR, R & R E R, AR K
HAEHRABN -

7.7.13 WMUMKERYERYZ  septicemic plague
HA A FREREE —BORER,  [R] I P B 2 1 2 1 b ok
BEERNER, BERIBAEEPIRRES, H
FEM I BB R, gk IR G R T TRER
PRILE BRI B2 JBR B IR AE 85 I B2

7.7.14 ZBKERIZ cutaneous plague
i R b DAk 28 T e 8 A7 B JER s A8 Oy 2 BEF I ) B
WTE SR, JRIEFRAK.

7.7.15 BNPERRFRIZE  meningitic plague
HA = [P KGRI R . 288k kM,
P B R ) b R B, e R X T T 5 bk
R4 2 R R b LR, RS B S 2 REAR

7.7.16 FRtk{AER7Z  tonsillar plague
2 LR TE R, R T A AR, R
MRAR S B0 98 PR~ TR IR, A6 I I R 2k 2
45 1 R B BRLZE

7.7.17 BRERJZE ocular plague
B P8 TR G PR 5 A 1 B % o SRR AR A i I
PIRRIZL, LN JE TR IR 4 R, %
(R R A 53 WA, A5 IS AT ARG M B8 TR

7.7.18 PBAFRIZ intestinal plague
HA SR — MBOREAR , A A0 K ik AT HE 25 7 5 ok
FERFRIEIR (1) B o

7.719 RIEEIMAEE plague bacteremia
RO RIZ R T, B BRI RS, £ NI
T A B I B LA 4 B SRR I R SR I

7.720 MZLi2HT  four-step diagnosis
RIS Jiaeprth . W AR i A 2 il 56
VUL SR R AT 2 W i 7 7

7721 [ERMAALE

THA

RETEES

indirect hemagglutination assay,

W SR TR R e I DR L T AR SR AL R R T, A AR
RO, RGN B TR AR S I BRI

7.722  REEE DAL

hemagglutination test, RIHA
W B BRI PR B T AR R AL Bk R T, 1R 9L
A, or SR T R S VR R A e

7.723 MAEPHIRIE  hemagglutination inhibition test,

HIT
O B R FL PR ek, hAfsa g
HR B F1PUAREGHTR, AT R4 MLAE 56 B
Ir) ) 42 I 5 X PR RS I 79

7.724 &R limulus assay
s f LR N &6 W6 I B R B BDIR 1) 22 D
ATCIMER, 1% MERAE 21 5% 1 N B F I 7] S B E o
I R K 7 s ) 9 S AL ot R R N B R
R

7.725 HEEIEEINIE  bacterio-agglutination test
W W% BE W LIS S AR S &, 72 H R BUAF(E
ISR, Zad—sE e, I A IR AT D0 i ke N B
R o

7.726 INRIUIEIRIE  circularity precipitation test
MR “IRPIRE (circularity test) . TR AIA R HiAAK 45
BAEVTEE WIE S — A ZURVTIE A RS . & T
B RO AT BE SRR AR A

7.727 IBURLEIRLE  diffusion precipitation test
FABC R LT B~ AR 5 A L IR T il B Tie 38,
KA R F1 PR Bt .

7.728 HEXRAIAI immunofluorescence test
IS FH G AR 10 4 AR DU A S 470 R BT 1) S5 . RITH
FOICR GPURER B CIUE, SRR A T $T
SRR, BROGRAEE FIEE, SRR E SYIEUR
G, A MO AR A (RT3 AT %5 5 BUE A

7.729 BREXS IR FHRLE

immunosorbent assay, ELISA
W RN AT A e TR e 2] [ A A SR T, IR A
FEAFIBEAR LS BT AT SOS, R IN B bR iR
R E GGG, HUEEIEBE BRI b 1 S BT
PRI BLERAD, L= AR B IR AT 2 P BE

reverse indirect

enzyme linked

BT
7.730 HETRZEIEIRIE  radio immunoprecipitation
test, RIP
FTBE PR R R bR e B s PR PR, A R pidA
R o
7.731 AFELEHE  incomplete antibody

N “A-Puik(semiantibody) 7. BRI BUAAH N
PR R 5, Be SRR S &, (HA A0 Wz
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IV =2 Y FANATIDE KL NS
7.732 RFESRMIRA
technique

VAR G A s iibnan), N T HusE SR —Fosr

R bricHoR . T REEIIA I .

7.733 _EE#MANIIA  up-converting phosphor
technique, UPT

H RN AR ERY), B AR R AR 1L Ui El

BIRIRET S, 554 BB AL b ) B T B R i

N e g v O el A AW N4 i DS R s e 5 NS
7.734 BBAEBESHERN  polymerase chain reaction, PCR

N 51704 DNA 585 B AT RSN 59%5 %€ 1) DNA

DX S o FH T B2 R R R P2 T
7.735 RIEIEIT RN principles of plague treatment

VR TT NOEAE I RN AHE SRR YT D BETS,

IEAZ . FEEIT R, A O, REERE, HERE

2. BibAE .

7.736 $FMZEMIATT  specific medicine treatment
16 F B P28 B S URR I PR 3R TR T BRI 2459 . k%S
. RRER. RNV ESE.

7.737 FBFMAZ  prophylactic medication
XT R R B IR Bl X kS T N
BV R8RS AV B o3 WA S M S50 44

immunogold labeling

BRZE T K AR AN R VYA R 205 Rl
IR D B ZE R A TR BT PR VR T 46 Tt

7.738 MEZEBEPRE isolation of plague patients
N7 AL, K SR R I IRAIAE R E S P g A
WRKE R R B8 BV, Ml BRI AT B N R RIRR B, E
MR KR Ab B,

7.739 FRIZEFGHF  plague prevention
AT RERIT . WATHE R EIE AR, FPi
JR 7 1R G R B Tt . 4y =BT, ANIE AR
Jo R IXAN RIS 47 Bl AN 5] 5 ) B3 4 2 S AN [7) 25 7
FER

7.740 JAEARE  cure criteria
B y% S VA A B A B (K . B R AR IR R L IE
W, ROERIE A, IR A e R, B AL
GIIE B, MR P25 S MRS WA R K 3 KA
KB E -

7.741 #&K;HE terminal disinfection
R BH L HBEIET G, XWHTHEE. BT
JRADFIE ] Heful 4 it S5 2 00 A . F FP I AL
PR A5 B SUHTE AL EE P AR S, AR
B EimIH R ARY) i B ek B R R S A,
AT KA

7.8 RURHG 5 R

7.8.1 [RIEFIFF plague prevention
T SRPBEFE U H BT 7 JaRON R St P ) e 2
B 55— R F BN TR Bt
7.82 RIEEX plague epidemic area
KA R AT B2 R I b X
7.83 RIZEES plague epidemic spot
R A B bR B2 B0 18] ) JR) L X
7.84 FRIEER rats infected with plague
Z 5 RIERAT, #e H IR G R R ) R K .
7.8.5 RFRIEHE deratization measure
FIFH 25 B A8 MR AT KRR B Tt o 3 A 25470
7.8.6 EIMIKE deratization with equipment
P AR SR A AIRT H i B K R R4
7.87 FJ ratcage
— Pk ez A R TR WAL ARBGERITT
[P
7.88 FRI rattrap
— IR R TR W BRI R 22 ey R

7.89 HFM electric rat net

I FH B R IAE Ik s H T D) o flk A P D) ) 22 B ) 2

B. BHTWRE. ©F. 77HEY, Kth. FBH%.
7.8.10 #AEFRAR  glue for rat

— T RE T TURIRAE BB ARG L i BORS

B A B o
7.8.11 EFR pour water into holes to drive rats out

K ERREN BT, A8 SR R R AR
7.8.12 THZ5ME  drug tolerance
R B IEF R AR 2R
7.8.13 IZ4ME  immunity to druy
B S B B HROGT A 2 2R 245 W DR S FH ™ A 49 7
FIBL G, X PRHAIE AT I A SRR AR AE o A% 32
7.8.14 EOM palatability
NHR “F252 M (acceptability) 7. SRAIHABSYITE &
AR, A R i A S R A X
PER} El PRDAR 2 T L S8 S S PR B R
7.8.15 &M antifeedant
B NDE Y ES FEEG, [RE— B A 8
FIFEFEEYEFEE, AHRERIR.

7.8.16 FREM stability
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KR ARGYIE— B MBE . ISR,
TRFFHEL., . AW 2 v T ) R
7.8.17 RMKRFRZA4  acute rodenticide
JUNBF B 1 RATHE BB AL 259 . It Ab e . 75 R
SREE o R EE MR R, PTG R R SRR BN b
LT TEAT A
7.8.18 1BMRERZA4)  chronic rodenticide
N “EZROK R (slow acting rodenticide)”. HEfHiE
REZXRBEANFGH, 1~2 REHERDFEIGLRZAY).
7.8.19 HZSKRER  ecological deratization
KHZMTTA, BORBRRE LRGN &M, T2
TRIFRRE, R EIAAEK, FRACRE ETT.
7.820 HIEXREE poisoned bait deratization
KRBV R K L BRI s M5 B T 7 7
7.821 %%H  bait
SRR “ B (base bait)”. FT 51 ML RIS &
L. MEEEERAY. oK. KESE.
7.822 5liEF| attractant
RESIE R R, BRI . Wiy, B
HVIRRINT  BRAFAD . BRI RS
7.823 #&E®  warning color
NP5 N BRI B, ERIVERRE R T ot 2
Gy RN R R U .
7.824 EZXNFE fumigation deratization
F 8 E 2 RSB K B 77 % K R 7,
ERIPR, X ESEEN L 2 4 .
7.825 REMAF smoke agent of raticide
— PR R TR 2550 = S AR AN — S AR 2
AT T BT KB o
7.826 REREFK raticide liquid
LS B VA 0T (1) 7K 9 5 PR ) ol PR 757
Gif = 7K YR PR DX IO B o
7.827 REREH raticide powder
W KRR Ny AR E T il R B . — ORI
HURFIR ) BT K B
7.828 HEHIKER  biological deratization
FIHBERIRE, Bt AN & IR F A WA
B IR B 77
7.829 FRZEXREL natural enemy of rat
fEHR A Re & BRI B A TRAT KRBT
BENIGERR. W, R &L 59, dpdE,
7.830 TFABHMERE preventative deratization
DRI BRI A 18 1 ARV o B 36 T SR ) 2K B ot
7.831 ZEAMKE urgent deratization
B R AR AT RN NS A BB B SR ) R
PRy

o T B A

7.832  RERNME

deratization
ECARCK B AT 1 BRUES B2 L % T R B AL, TR K
=RV =IPUR

7.833 ERE method of investigating cave
FOr A BRI BORHI 25 2 70 B BRI AN BB B2, TR 2K AR,
i Ja BRI 71

7.834 RZFE depulization
KRB 7 AR R A T A4 R K 2
MK E . KA KENARKP K EE

7.835 HIIBKZF physical depulization
KRBT AT K& BT Wnmii K& R4k
RN RS N

7.836 ENRNZ=  high-temperature depulization
T B iR R K S8 B g B, BRI, e AR5 T
KRR KETT

7.837 tHEAKIEE trap fleas with sticky paper
G 0 ARG R ARAT BT = A DU A v e — 5K,
THRBCRSE Tl IR R T 7%

7.838 {LFKZF| chemical depulization
A= 25 3% K & TT 1

7.839 ZEKENZ domestic animal depulization
K ZWIBEN . IREHE . M. SR B AR KR
o

7.840 RIEAXNZ mouse hole depulization
Xof BRIRHSE UK 25 245 ) 7% K BRI & 1 7 1

7.841 RBHRFEM effect assessment of depulization
WA « 2K b T Ui 25 S5 0TS ARSI AT AR S AR A,
Gt b K BRI .

7.8.42

plague
BT B N AT N, AR [ B ARG R 2% ], A
W2 358 o VRIS RIS AL B S AR R e v,
HABEA G 2 TTH . AT YE ey, B
AR AL L) T AR S A B R I R

7.843 MREEXAIE plague epidemic area treatment
W7 IR BRI R & SE , 0 TR B 2 B ) B2 S
ISR A B P Tt R I R . B E X BB
BLOmANIRYT . EXTEE. KROKE. Wik, i
s, THMALESE.

7.8.44 E$iF8E blockade and quarantine
KA BRPERS, MRYE IR E R B AR 2T, M
75 BURF S TARF 72 X 358 1) Rl 25 PR A7

7.845 jHE sterilization
IS FH Y B3 FAD0TG B R P R T R A AT K
BRI v AL I AR

effective measurement of

FRIZEXHIE  customs quarantine control of
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7.846 1812 screening detection
X Bt P2 I T P R 8 DX s PAY PR B R4 R 0D I 2
LS ORI PUR

7.847 REBEBANZRIFE case survey of plague
X BRBETS TR B SETERAT I 2 IR s
[AERE0N:Fel:uboRis

7.848 FRIZEIRIBIIE traffic quarantine of plague
KRB, FERFSE IO IEAT 4250 AT A AR
TeWikdT AR IS AR .

7.849 RIZRIBE=IR threereports of plague situation
122 1 ] B 8 42 1) B 3 PSR SR AR A ) — R e —
BRI (BB W BWEEsY, B EEmel, A
Y JER 8] v A ) R 2 B0 1) = A T, N R B
e

7.850 RIBEIBEIRT epidemic report of plague
WM E AL QIR BTATERUE , 1 BRSNS A
KHME BB LAk & FBUF AT TR .

7.851 REZRFBIREM

epidemic
MBI E AL G BT IR TERE , & RIBUR - PAEARTT
BT UL AR AN 2B IR AL H B, SEATH T
7R AR 244 R

7.852 REZREBERERERF

epidemic
RIS 5, BB BB L EH S 1)
&R, B AR GBS U A [R) 2 T2 A HEAT AT
I, HRERPAEMREER, JFRERHEETIE. ST

report network of plague

report procedure of plague

IR E IR .

7.8.53 FRIETFAFGIEM plague preventive vaccination
X e i N R SR B3 1 LASRAS R S P S0 928 77 R T
B 771

7.8.54 RIBEBEDHR plague epidemic classification

MR B R AR AL A BB TRAT TS AE S D
Fofpb s e FERREEREAT B0 70 G o 0K N TR SR 1
RI53 9VU LR R B R BRI (140) B K R % 1
()~ R BRI 15 (IR Al — % BRIZIE 1B (IVER) -
7.855 HRlEARRERERE
epidemic of plague
NFR “FRIZIZ S (level 1 of plague epidemic)”s &
THMEZ —WelE: s e R I kA, I
BY HoEH AHICHI I R s I 2 2 AL R
. JEA B HES KA RZREEFRE RS
.
7.856 EXREEIE major epidemic of plague
SRR “ R PENZ % (level 11 of plague epidemic)”s 47
GG R — B £ 1R W1 ADNEBRIHA

particularly serious

R il Bt 8 EC ILAE BRZE TR 451>5 4515 K SR B4 Al B
PEPERG W S 2 VA B T AT ANE L T MR
I R R B1>20 71, Bl b 2 NPAEMIL T,
7.857 BRARBREESF
SRR BRI 175 (Ievel 1T of plague epidemic)” £3F
ARG — R £ 1R W1 NN
R A il B U L T SR ] 1~4 s AE T AR
1 NE RIS R 10~19 1, 8L K& 2 4B
ok =
7.8.58 —ARERIEEIE ordinary epidemic of plague
SRR “RRIZIVZIETE (level 1V of plague epidemic)”.
FE LB T T ANERII R A R 1~9 Bl
PN o
7.8.59
termination
RPN B AR 5E BUG , AR e 2 250031 73 1) e 1 5
Al BRBPATEE], AHAEZRIEEREA
b S SR, e () R BT B R 2% Bl 3 I B i B 4
feEZ b I A
7.8.60 REBERIBIEELM plague epidemic
information publish
SRR AR, H BB R A S B RN RRIBU R
FEERIT, RVEHALME S e, B, ATHHET R
PEPNEE B RAT LR . REBUNFZEFEHRAL, ARTHR
AN R ANGHE B AAT RS R .
7.8.61 RIBFRELRHI level of plague early-warning
i R B A N S AT 2 2R 4 H ) B PT e S
FEE. W NI UK. M. IVETER .
7.8.62 MRBEIBIKRTNE first level of plague
early-warning
R AR ) FE K BRBE R (1 )R EE K BRBERE R (I 40 I
FR T 20 o
7.8.63 REEBILEME
early-warning
R BR 9% 92 1 (LI 2 B PR T 4 )
7.8.64 RAEEBIIERE
early-warning
KA BRI (IV ) ] 1) P 2 )
7.8.65 RBEIBIVETIZE fourth level of plague
early-warning
UK A= B B 15 I TV ) o« A B SR KA
17, BRI X BB AR L L B BT, Bk
ARTEACRBIZE . N IR 21X, X A HEAA) B g i 1 1
Uz
7.8.66 FREMAERESRS
plague prevention and control

serious epidemic of plague

RN 2NN 1E  plague emergency response

second level of plague

third level of plague

information system of
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FIFH A E BRI 7 55 4 L 44 M) B ()
3 TSI 428 R ATLAG R BB BT 5 1T IR O 1 45 8
W2% R G0 . ARHE BRI AHOCME BER L Ab 3, 43 HT .
5 55 TAE

7.8.67 FREMLEEIR internet reporting of plague
FE SR P M I R e, & BT ATLAS AN 425 il AL Ay J
I SRR E BAE B RS, FERE I PR S R
RN ] B P8 958 155 A Bt 2 M 00 00 )4

7.8.68 ABJERZLEM human plague surveillance
I T AR Z BT WA B R A AR I R R T
AN EZNIRS, I I R B Bl AL B g R
)3 it o

7.8.69 ZHAMERIENEM  rodent plague surveillance
TE FRPZE P2 Y Hh B AT SR Y b X, AR SRR AR
AR, IR, R R B s E A

BRI A S A A, RIS RIS A Ta] B R R A

AT 54 RS .

7.8.70 FRIZHEM A surveillance site of plague
FE R BRI , IR i A W5 2 B
HAARGRIE A ZEs Xt mT 3 2 ] e I s A 3l

R A5
7.871 EREFREZMSME national surveillance site of
plague

P IR IR E B W T 58, ARAEIRE 12 SRR i
IIATEDL . VATHRE S SOWRHIE SR ) 75 22, ik
VB9 B R R AT i 2 45 M il e ARV B 7Tl
X3

7.8.72

plague
FE BRI XN, A KT & 2R G B
MREE . RARRNER 2 Ea X 5.

7.8.73

plague
R 5R P28 2 V5 M A3 AT I LR 2 b R R I TR 34, LS
BRI XY AL, B A IS T R GU %
FHOR T A A R 1 X

7.8.74 RRIZEZEIFEKZE S  plague source retrieval site
R IR AR 5 AE M I AT R DA AR X ST
A TAE R BT R 2= B I

7.8.75 EHHIXFRIYPE fauna investigation
FE BRI 28 G T FR i 1A Sh ) A AR
B B KSR R BT T

7.8.76 HIE habitat
SRR AT XA, AR A A SR A NI DS A2
SRR

7.8.77 ®IEBHEIE optimum habitat

RIEBEEMME  fixed surveillance site of

FREIRENMEM = flowing surveillance site of

I3 Al

BIGE G FIERK. EAT RN IX I,
7.8.78 FHE method of catch mouse per day with
clamps
WA E EEECE R — BT BERAERRE I X I5Ek
FEJT N, BA R B, AT e B i Bk, IR
HigRURl, A3 K, vt A 20 It R LR
D525 5
7.8.79 % HE method of catch mouse per day with
cages
W B ER—F L. BREEGRES, #%
HAAERE 5 KA — R R, EHERE, A
3K, Gt A SR T R AR DA U B A
7.8.80 TEMMELE observation in fixed area
TE SR I 2R AT s E AR AR Tk
—o IEPEARMETEX I, FH B R O S P B
Tt 2 i E R A T .
7.881 BELEMELE  route observation
S R b 3 B R R —. BLS0 K
PRET 8 2B/ 2R AT 3 A HL L BB B AR/ NN 5 A BT
B, GRS B A ) R
7.8.82 EEASFIAZE propagation ecology
investigation
BTG EAN V)BT REE, COFRREAE LA | 1 A e
AT TEIR RIRBUOK BB O IR
Bl TEBE BRI 50U A G R 2 i R A 7 v
7.8.83 WEHEEL  female to male ratio
Xof 1 XA 3R ) A BREAT M 20 2 AR Rl
E(78
7.8.84 BREREL number of fetal rats
XA R SO PR ME B, R gt B IR iR
A .
7.8.85 FEIE uterine plaque
Wi UGS i I, E S RE S R IR (0 A B Y )
MERVURBE . BFAE 1 AYEIER 1 AN ER, Db
HI W R I K GE R
7.886 RBEENMIESNTIE  host activity rhythm of
plague
SR JZE T 2 BN IE B AR 25 PR ] S AR A I T A 1
fiE. QFESIVIERCT . H AT . 2 HiT
B T 2 BN I 7 S AR
7.8.87 iEMEIF habitat selection
BN iE AT AE BRI — AT e . 18 BN
SIS 5 R I 10 3 A FH 45 44 2R
1 7 B P2 M U0 AR 7 42 )t ot ) 1)
7.8.88 IEXfE migration
VIR, Fraiht fE BT IR . X ELRAN
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PR RS 4B sh P iEAs e A EEAER,
XN BRI AR FR AN B A B E A .
7.8.89 WAXFRIFE vector fauna investigation

P WA 78 1L DX QA A e . 2 RN o3 A K FEAR S5 A
R AE. SR E, R IR AL B S AR A
KA -

79 REKEESEAEH

7.9.1 MER&MER Haffkine lymph
e A T TR BRRE % 1 . 1897 4F, ENFERS R4
T FE T SR R TR R S5 L U 70°C, RIE
b () B2 B P 1S 20 P b TR

7.92 ZPEREE ribosomal vaccine
A BR TR AN G5 % o SO B AR B A R A, 2 dR 4l S
1) £ PR BT

7.93 W®EBEEE attenuated live vaccine

B R IE L SRR R, B s, (R OR B I G

JR A, DL 55 B3R 45 IR% 1 o 1926 4F Ik bt in
1 4 MR B AR Ay B B PR, 38 I VR i % R %
B, XA R .

7.94 $KYUBRIKE iron-starvation state
AL R 728 1 X6F 42 PR 55 HOCRITIR Wz 2 380 L 1 17y 3 350 Ay ke 2k
R B MEE A EENMEI CR, @it
SRk AT H ] B R P B S A, S RN T A
RIFEFHIE

8 WERKER

8.1 &KW HHE

8.1.1 #HEKE Brucella
fEIFR “ANIREE 7. B “f MW, MEE"7. —HM
ANHIBRIR . BRAFIR . FAFIRGETE o« RER A it Gkl
FH, EEQEalE, HEFERAERAA. FIET
WiE, JoEEfl, oI

8.12 THERKE brucellosis
ETFR AT 7 ARFR “WARF WDUR 7. & KEE
AR TR AR AN 51 A N8 3 i A G- 25 I Bt =
o

8.13 AMERER

brucellosis in humans

& RERAN, 51 AL Ge— 2225 SR o
2 17 TR0 M T A £ (1) B A B L i B R
T WHAGERG S ImRIER R Z 71 2T
KT &, PR, SRR Wi
N

8.14 TN EIKE® brucellosis in animals
& RERANSIEN, 51K IS G- I SRR
Td o A Ik PR BV Ak SO S BT I, DR
FEETERS, SRR AN E SR 805 s
fiE o

82 AEKMRATHE

821 MERERERIR
brucellosis

T HE O B A& IR B B B 7 i
822 MERERERY
brucellosis

BRI AT B TR B 22 0 H B A ORI PR AR

Rl — M 1~3 i, ADEOR G AT AR 81 4.
8.23 MHERERLIBIER transmissive route of

infectious source of

incubation period of

brucellosis
A KA GRS, FHRAHTI 2 & Bl
PRHTAE S SRR EE i BRI A2 P& DO i 2
8.24 HMERERMEHEEF transmissive factor of
brucellosis
O A IR &S e BB o R SRR A LU
Heth, BN G IRE AN Z R, RSN D6 UK BT
—E N
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825 MERERZEAHF

brucellosis
L i 75 S SRR AT B QTR N o B B i mT 3R 1S
—ERIE ), SAE KEEF A A X g, &
X J& AT R B v e i R 15 e 5 77

8.2.6 THEREMES epidemic focus of brucellosis
B E RERNV T ER B EE KBS &8
[AS

8.2.7 THERKEREX epidemic area of brucellosis
DIATE B s oLy, 1% 3~5 T RIEEN T
X5

8.2.8 MERERIHMX

susceptible population of

threatening area of

brucellosis
5 & IRE R X AL, AMBLE 5~30 K A i
X35

829 HMERERMITRFMER
reconnaissance of brucellosis
A RN —E ) 5 A& TR G HR AL A
RER A, IR0 R B AT A& KRR LR S5,
X R S A AL G N TR A AT B R

epidemiological

A, HEN RS 5] AT B IR ERIAT RIRAT R 07V
8.2.10 HEREREZEIBEZE verifying brucellosis
epidemic situation

PR & IRBR SIS 5, A A s A A

ST HUEE SN2 RS, WP RSO R

T TIpON
8.2.11 HERERREL outbreak of brucellosis

TE— AR, J& 30t X B — AN A7 N HH B 3 481 22

A b e 30 A1 5 TR 9 18] ) 1R 40
8.2.12 #ERKERIRW AE occupational population
of brucellosis

5508 K i m U1 R R FE OO 2 @ e i

AN 2 B AR A NS A & IR R VR TT B

18 SRHI ) TAE# S
8.2.13 HERERFLEH
of brucellosis

B W A R AT B DR (I [R] L BBt AT R K

P G SRR DA S AT & IR R IRAT (14

A E AR Z I 7

review of medical record

83 MERWHIEREIE D

8.3.1 % fever
A& R IR ARERZ — . 2R E ZHa A
[ 2R IR T =, 12V S B Y i nT A R, 18
PEHIRS e M AR — AR IE R . S A R A,
Bt R, PURJE HACECEN .. SRS E
MG NATE KR TR

8.32 BAR#A  undulant fever
i QB R R AR . BB R T =, T
£ 39°CH L, FEHREHFAGE, ZHkFEEIE
Wy S JURERIE X E#H T, Witk E . 2EE
Tt 2~3 NMEWE, KEATEETEANT—A
PRI .

8.3.3 MM irregular fever
A& B B PR R AR A o R TR IR h 2 T — e
i, RS ERAE . BEREAE BKEA—, — &
RIE2/NG ER

8.34 [B)&X#A intermittent fever
A DB S TR P R IR TR o AR R T I v Ve R
BUNEF, SORGHEFE 2R IEH K, TR 1 K2
BOR, KIS R EOHTC I SRR, SIS o #
MR A H L — PP,

8.3.5 GhaK#® remittent fever
i S QB T R R AT . RN AR T I M55 T

18, FFEEHUNN, IRTTIRZE TR, B MRIR AT
£ 1~3°C, Pl m ik 39°CLL L.
8.3.6 1KHAIKM® prolonged low grade fever
A0 TR HL Y B R A . B H R, JolA O,
RMEAE, ZAEFIEITIR, AIRAE 37.3~38.0°C, fF
8.3.7 %3t hyperhidrosis
& RER EEIERAEIR —. DUt S Ry,
WS RHAE, ROBREE, JCHRHR RGN,
RIF M PR AE A AN AT, 3 AR B e o 25 38L
BEHEEK, PR,
838 Z 1 fatigue
& RER EZEIRIRAEIR . —. SRS, 55
REJJ N FE. BT DA — et T, (HAE ST,
WIE NG, PEE R, EREMNR. BHEER
A EARERECR, PRI BT 3 5 B RN E
8.39 J&JE pain and ache
& KB EEIERAEIR . — . B3 2T LTI
PO Sk, SRR, B PIEIRSE.
8.3.10 HXTME articular injure
A0 TR HL A R IR 2 — o AR I 28« 1
FEOe . BRI . TR 2 . RIS O
L QZ ST I = TR 27 NN 81 E NI S e N = AN
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8.3.11 FRFA#PhK hepatomegaly and splenomegaly

AT DT S8 HH PR JER A BER O H84 K P — F AR
AR fid S S R PRI, o bt S A

8.3.12 MREFERLINE genito-urinary symptoms
A& I ] 51 S 5 L AR PR AT R G A . T
SR T AT S AL 9% B 52 R 51 S S AL S Y S P OR
fE, FERMIZY, sKJgwE, BUMAE, flEEIE, 2OV
M. ZVEBFATHIPER ., TEANBER. BT
Wz, e, A 28R,

8.3.13 ¥ exanthem
LKA, R2MILERRKREZ. AfELe
Rz, WEE. SRE . LS ORI, K2 A
WIS/ W, o RIS TR JRE o B Bk th I s B S A AT 4
71 ML/ T H 5 1L D) E R A

8.3.14 MBELBAX lymphnode tumefaction
FERAEAAATE REH SV, 2 0 THE. BT &
I FE 1 A5 B A R R LR 5 T R )l RREAR © RS AT
1, RDRE, JRESRRTCL N, BARIGYT 5 7T 58 4
THiR.

8.3.15 ERLALIFPAK soft tissue swelling

A& IR B I R 2 3 &N T R A, AR 50T
TR IS o A 9% S5 A SOE R I HE I 4L
ZARA b i R I

8.3.16 HMEREREME~RR

brucellosis
[ Fsf L R T A A S A I 2 B R IR BH A, B
FEFY S EHATE R, (AR RIS

8.3.17 HEREREIUHH

brucellosis
(7 i JFL A8 VAT 2 e sE s PR R B0 A1 - PR A
Wil .

8.3.18 HEREMRIRKIZERHHI

case of brucellosis

inapparent infection of

probable cases of

clinically diagnosed

A AR IRAT I R s AIm R R I, BAEAT & IRE
TR IR T, AT AR LY A A S A 451
8.3.19 HERERHISHAI

brucellosis
A AR IRAT i A S G R R, B 02
I RHYE, B R R 20 A S IR R )
8320 FHERERBEZL reinfection of brucellosis
CR G A & IR B N BGEh Y, 6 85 1R B
B IR RN, I AH S AR BAAAE ) P RS
8321 MEREFIMHER acute stage of brucellosis
K 3ANHUN, BAAMEREFRADR, AL, I
U2 LT 55 PR A S S FR IS 390
8322 HERERLSMH
brucellosis
RIRAE 3~6 N H 2], HAME RERAR AL,
I H B2 37 27 BH A S S R I 3
8.323 THEREFIEMHEN chronic stage of brucellosis
KR 6 NHULL, RIRIER, A& KREHRIIR, &
i, HE B 37 2 B A S S B 34
8.324 THERERIASHE] remnant stage of brucellosis
WIRIES, AAAE RERIER . AL, ERDR. AL
BOPRS, R 55 B BT AN 2 R I 4
8.325 TMWERKEMNE compensation of brucellosis
BFREHRES R, FEFHIIGELR, REIEW SN
57 B B RIRES -
8326 MEBEREHRINE
brucellosis
BFRERE R, FEES LA RERHN, =
TN55 30 J5 55 H B 57 B 55 1 ) B ROIR A
8.327 HEREMRAENKE decompensation of
brucellosis
BEREMHREAE, SEREYIERRE, goakhRK
SR PSP I SRS

confirmed cases of

subacute stage of

subcompensation of

B4 A BREHES

8.41 HERERFIRMUMIETE
therapy of brucellosis
WA TR B B AR B TR 3R ORI BRI AR N, DR
AU R BURAE A B B BIR T 77
8.42 WERERIHTHHZE
measure of brucellosis
A& IR R 1L IR TT RCR « — IR AR
BRI MR
843 HMEBEBRERTHTIFIE
measure of brucellosis

specificantigen

short-term efficacy

long-term efficacy

& B B 1E DL BRI 8 — e Nia .
AR AL
8.44 TEKEMRIAEM cure of brucellosis

PLR 3 BiEAR4ERF 1 FF UL EBAE RERE, HAZ
HIT BAT SRR TGS . B IR E IR, IE
PRIEIR . ARNETH 2 AR IS5 8hRe IR s PRIk (JE
B 15~30 X) M@ BTN, ImRAGIR & & T 4s
DIRe IEH o
8.45 TEREMBEARERL basic cure of brucellosis
PRI B RRER AR 2, 4 355
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BHRE IR, Wk (EFE 15~30 K) 45 7%
I ETTIRE
8.46 TERERFIBEEE

brucellosis

s R AR, TP RMOEIR KL, 57 5IRE 152 5

improvement of

—EFZI, AREYRTT I S0E FE TR .

8.47 MERERAITEIL inefficacy of brucellosis
TBIT IS T B AR E TR, BORTT 5 A R
R, (452 2 i B K BEIT IR .

85 MERWHINE 5 LN

8.5.1 TERKERMM brucellosis surveillance
N AT E T AT 98 2 5 D (epidemiological
surveillance of brucellosis) 7o 1. L R
EMERBERNIRAE . KR W& L H 52 R &R
TR, it oMk E B AN B3R A5, DUE S
SR P8 it PPAN FBCR BIRAT IR 5 1

8.52 HmERERINIAITN

brucellosis
BB A & IR R0 28— TR AT R 2 7% . £
FAFEWATTI: (DN, 3RS A A1
L7 57 e DR iR 2 s (2)sh P Ie] e, E AR 304
B A (A AT & IR B G S A P 1E 15 L .

8.53 ERKEMRABRGIEELN

human brucellosis epidemic situation
TETT R W G I I TAE s, E3hRms S5E R,
DA B A I 17, [RIB,  F BT &5 s 49l b AT A4 %2

field surveillance of

surveillance of

WA A .
8.54 HERERILEZFUEM serological surveillance
of brucellosis
XoF U N 30 0 L7 2 e 2 R AT 1 U o SR FH PR A1
PREESEATS . U BT, 0 B R R e AN
AMELE SR
8.55 HERERKEFIN etiology surveillance of
brucellosis

RAE B MRS SEOm B I AR R %
TREREN DT I ) LA bR A AT A & IR TE 0 1, A SR
BT R .
8.5.6 THEREMRIEMHE
brucellosis
FEAT & I WSS, SR E R SER) . HrEN
SER PR i P2 DT s T B 12 F) 5 081«
8.57 MEREBMEZEIR direct network report of
brucellosis
e (rh A N RIEFNEAL QUi B a1k ) A (AL G 2
TEIRE B EANE), SRS REITH . BIwm TP %
HLAIPATHR 55 IR 25 N\ 5L R IR I2 AT & EQ TR T
B, fEZWE 24 /NS SRS R R IR REAT R 2% i
RIRLAE

surveillance cases of

8.5.8 TERKERMIE quarantine of brucellosis
MR “ R A& R B0 oK & St A
IR e . H B2 LA A S R AR, &
TG FIRE RN AT, B4 HR AT AR A1
NI AT & B0 917 76 X SRR AR HE
8.59 HMEREWEXKE quarantine of epidemic
area of brucellosis
X X N B A B Y A AT A B IR AR . T X
PERZER, WASSH AL H T2 R, R xS
T EALGERAIRE .
8.5.10 MERKEREXRKE custom quarantine of
brucellosis
FE SR LG ROt D s W) IT e 50 & 1K
PR AH R BRI 27« 908 SR 2 DA S SR e I L e 2 32
SR A IH 22—
8.5.11 MERKERTHMKIE transportation quarantine
of brucellosis
PR Bl KB WS IZ M ST IR
BN A B e B DL B AL
tH BRI Eh P S e AT & IR AR, 228k AL
Y. WHOHASEEE RN RS, 7 i
8.5.12 HEREFRMIAKIE market quarantine of
brucellosis
XS HENBIWIAE 55 i1 3 I S REAT B4 & TR AL
IS4 B A4 1 50 47 7 38 M BT LA 28 R PR AT 68 TR B
RrRE B BEUE ], TT AT AT 5y o AR Rl S 1)
NN G137y, K N GRS BARTE B, #EAT b
o B A LB 45 (R T 1R
8.5.13 THEKREMRIMFIEEM vaccination of
brucellosis
ENLEF RIFE LA & RIE A E AKX &
BB, (AP, SRAG SR . BLAR NRETIR #%
TN 5K & TR el o NANBIH A A ) (1 A7 6 TR B %
B, AR AL U B A R
8.5.14 MhEREREEIZEMNR M
of brucellosis
DBNAE SR AT & R W5 B R B nfEe
RYRAAH R Rk ek, S IRIm s,
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{FL R IST ] Y B AT 2%
8.5.15 FTEMALIE innocent treatment
XF TR FE A B B A R 7 TR IR A R MR HL )
Tt -
8.5.16 MEREREXEH
area of brucellosis
TEAT B PR 73 2% R BRIRLAT I X2 X BT R T BAAZ i
BRI N SRS PR . . 25 g RSt
RAGLRESNY) . S i N X %) 5 RS S AT e
FREUE RURGE; BT WL R s, AT R
R

quarantining epidemic

8.5.17 THERKEMMEE brucellosis isolation
PG AT & IR I Zh ) S (i FR S sl N 4B T, LA
o7 B PR ) o D A MR e 2 B e B 1A R 25 1 R
BN ERN ()4 it

8.5.18 HEREREBEXAIE anti-epidemic measures

in brucellosis focus
RAATE IR IR G G, SR — RPN H s
JEFNEE AR o ELHE AL X AL FRA AN, Al
TG RAERRK . JEREL ARG IR mATRE, DK
H AN BF BT L G A BEAE

8.6 7 E KW E AL &

8.6.1 TERKHE A EFIE Brucella monospecific
antisera A
ME&H A 7R R R RIS R % S 3)
YIERAT A LTS -
8.62 TWERKEM EFIE Brucella monospecific
antisera M
&AM 7405 1 2 b BT AT & QR S S50 5))
YIBRAT I LT -
8.63 #MERKER EFINE Brucella monospecific
antisera R
& B SRR DR R B RS 2 A & IR
28 SR ) ) P ER A R LT
8.6.4 IIKEHINE anti-globulin serum
FEAT & RIS, 9 1 AL B AR AN 56 4
Ui, K EAA TR NS ILE R E BN
PUR, I 53— Fhsh W pr kA 1 i .
8.65 TERKEZR brucellin
MEREEFMAERE . B0 PELIEARN i
W LT NI RAR S .
8.6.6 MTMEIEIKIE brucellergen
B R AT & IR U N TR
8.6.7 HFTHEIREEREE freeze-dryed Brucella
vaccine
PR € BOAT & IR B 95 BE DA, 200G 585 V2R 1) B PR 2
H ) o

8.6.8 THEREMEM Brucella chemical vaccine
AT 6 DT 40 P 8 X — S (R P 70 D 7 1) 6 11
92 i i 79 o

8.69 FHEKHE 104M ZH  Brucella abortus 104M

vaccine
FA T N — b G e 4 o 55 55 A o A1 5 DR 2 7 o

8.6.10 THEKHE S2&HE Brucella suis S2 vaccine
T3P al o8 & B — Fh G 2 B 55 256 0 AU P AT
B IR

8.6.11 THEKE M5 ZEHE Brucella melitensis M5

vaccine
T3P ai o & 1) — Fh G e 8 Fh 55 85 6 0 2L A A A
& RFEEH

8.6.12 TEIIKHE SI9%®E Brucella abortus S19

vaccine
F T2 eli oK & 0 — Fh S e B A 55 3000 AL A4 FiAi
IR .

8.6.13 fHERKE ReV.1 EHE Brucella melitensis Rev. 1

vaccine
T3P al o & B — Fh G e 9 b 55 200 2L - A A
B IREEH.

8.6.14 FEKE RB51 /&H Brucella abortus RB51

vaccine
F T3 aK 78 ) —Fh G i 55 2 R RS 2 4= oA
& RFPEH

87 MERWHMEFLZRERN

8.7.1 TWEKEII A Brucella resistance
& R RPN AT & P E AL R 2R 1 R
8.72 HWERE®ES Brucella immunity

WU IR PRI A 8 QTR 7 2 S M G B S, BT 3R

IO GERIRE ST, LR AR G B — 3 A
REJT.
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8.73 MERKEELEIEM Brucella agglutination
& RE UGS PR BUESUEON C A M R AR e 45
IR

8.74 HERERREXEIME Brucella

agglutination test antigen
F TPt AR 1 e A A et A il e DL W N B3
AT 6 DB 1 R 1 e B

8.75 HBREMMELEEREIME Brucella

complement fixation test antigen
T AMA S A8 L2 B N B A & IR ik
A PEB A

8.7.6 EREEEFEREHM high virulence Brucella

strain
IEHHR 100 5 LA 51— 2K BR 4 51 IR 4L 1 250m
DRI AT B B Bk

8.77 *HERKESEEEM low virulence Brucella strain
1EH R 500~1000 A B LA £ 51 k2 — 1K Bl 4x B kg
(RIEUI 7755 B AT QTR TR A

8.7.8 THERKEZ® Brucella suspension
VAT S IR B TR0 v T AR 38 R 7K B i v o1
SRR o

8.7.9 FBBIFHEIE smooth Brucella
IR B I AT & IR R . fEFEMA R IR -,
RLEOFEY . /Y, REDCIHEIE, W%,
PR & R ] LGE/INRIRL s RS R b, BTRSA5

VEMAEK, TORME, A BRI e R, AR,

8.7.10 FHAERMERE rough Brucella
A IR B PRI AT & IR . RS 70 |
WRTARE . &R, T, SR, AR
FEMAAREFREE b, B RE IR B I tH I 2R PTE,
LA SN S S JE MBS, B 0 PRk 2k .

8.7.11 MEEEASAFAIE phage typing test
AN 5 R B Wk B A T A SR B2 T RE R BT PR AN [RI AT -
B a5 .

8.7.12 EMZUEEIERRE  routine test dilution, RTD
RE 70 4 RAA 2 O B T ) Wk B A ) e v R R

8.7.13 FRMHIPEIXIE dye antibacterial test
ANTR] Gt Xof AN [ o 28 (1 A - ER T Ak 1% 0 AN =], R
X R AT A & QB b 2R 2508 AR

8.7.14 SF{LMKEHRAIE oxidative metabolism test
FLEN TR 6 AR B S AT AR T A I 40 7 A B PR
Xof LS B IR AR KA & W A5 S A AR A Hh iRl
220, R X — R s AT AT & IR M AL 5 5 1)k
5.

8.7.15 BEMEFREIRL

antiserum agglutination test
AR RIS A AT M 5 %M R (A & IR R SRS
FEA & AFRIF 47 2L AT R A0 & BB A 28 i —
Pk o

Brucella monospecific

9.1 FAHFMHR

9.1.1 FH4HH parasite
PARHAE AR — ik, — T, —TJIRE, Xl
— . BNTAEMZHGEE D). WAL
N, EINFAENZER TS

9.12 FHHEHF¥ parasitology
WA ZF A A S e fa3 . AT A, s
WA 5B E AL, AFEER AR, BERAE
hEE Y E AR

9.13 EFFHEHZF medical parasitology
SRR “ NAR T 2E B %2 (human parasitology) ”. B 75 A
A R A A A =R BOR I AT S &
Biia B8 AFEE S JH e R i U IR T
IS .

9.14 FHH parasitism

PIRHAE 2 18], —T7% s, 55— I B F R ILER
o
9.1.5 ##4  symbiosis

H AR F i 28 5 18 A R Ak R T B PR b AN [ AR )
Z A A TE I
9.1.6 EFHEE mutualism

PR AE PR EAROR K I3EAF H BT Y3k 2 3L AR ¢

Ao

9.1.7 I#f commensalism
SRR “AmF| A", PR 2B, —%2E, A
FEAZ . WAZERILAELXRR.

9.1.8 FHHEHTEE parasitic host



PRI AL E AR, Horh—T7 %2 8, TN EE
d, H—UiHE, RHRITWAEFAERIE L.

9.1.8.1 H[E)fEE intermediate host
ar A AE ) H sOE T AR B B B A AR e

9.1.8.2 #&TFE definitive host, final host
B A B Rl B I B i B A A I AE .

9.18.3 fEFBE reservoir host
SRR “ORAUE 327, B A HUR AR GUR IR A A R HES)
WitE ¥

9.1.8.4 %:478E paratenic host, transport host
BT A mY R G G ARG EER T, KWL T4 %
RS Frar 2B AR B AE 32 X REFAE R4 YA L
SENIERE TARN, B RKE .

9.19 HEHZH

9.19.1 AAZFEH endoparasite
AT TG AR A AR

9.1.9.2 {KIMNFHEH  ectoparasite
ATE TG EAARR A A R

9.19.3 EMEFSH obligatory parasite
ARV S S B A A A T A I s R B 2
FAEAEER AR,

9.19.4 FMFHH facultative parasite
REWE B A AR TE, XS E AR A AR

9.19.5 {BAFHEH accidental parasite
DR SR ML 22 3 N TE & 15 44 N 27 AR I 37 AR L

9.19.6 HISMEmEEFESR opportunistic parasite
15 32 S D REIEH I AR N I B A Al TRk
JURAS, 418 T DIRE AT I ) I 1 B0 . 3K
T3 711G 5T 3 25008 3 I S i PR PR AR AL 1) 25
A,

9.19.7 ERIMEFESR temporary parasite
B I 387 50 AR R A T Bl A e 4409 1 B AR
H

9.1.9.8 KAMZFESH permanent parasite
F—AEEMBRA BRI T AN R, ST TR
G I EF A

9.1.10 HJESE  lifecycle
AR R, KEMEEEN TR,

9.1.10.1 HHEHRLH] infective stage of parasite
NRR “CRRGEBr B BRI G N A ()5 A2 AR S B .

9.1.10.2 FHFHEHREZE parasitic infection
A A R N N A I B AR I — BN IA] R I AR

9.1.11 FHHHFF parasitic disease
A AR R N AR S5 3 S5 1 PR R B A A gy
MER .

9.1.11.1 TiRMEHERR

soil-borne parasitosis

soil-transmitted parasitosis,

ST B A F A AR, RO Ekg) AR A SR
B R B BVEG BRI Ge NT 51 ) 3 A2 U

9.1.112 RIFEMEFLEHER food-bome parasitosis
RIAE B A A I g 0 A SR e 1 S Y
B A U

9.1.113 #HlEMFERMR opportunistic parasitosis
FENUARARGT T IR TE LT, AR 27 AR AL TR B
BORARAS , ABAENUARARBT AT IR AT R A B el
ARG 05 1 25 A U

9.1.114 HIEFHERMK vector-borne parasitosis ,

arbo-parasitosis
FH % 5715 JRC B DA e 16 2 A U

9.1.11.5 ABHBFHHFK parasitic zoonosis
A ATE ANFVE HESH P 2 18] H SRE 75 I 51 R IR L &7
A= B

9.1.11.6 FIEFEHRFE emerging parasitic disease
B R B N A4 B A O B AR B CAFAE, R SRR
B EEHT IR B 5 1 A AR U

9.1.11.7 BIFEHFE re-emerging parasitic disease
— L A AATHTAR BRI 2 RS, B T
AT B2 AR B

9.1.12 #WH#E carrier
Jo W 2 I PR L 25 AR UL, (H AT DAVE 9 A% YL
gl R .

9.1.13 ZEHFEIMKR polyparasitism
NAR RIS A PR LA 254 R EF AR LR

9.1.14 RAIFHE ectopic parasitism
AR AR AR AR SR AR A B B S B AT
E AR IS

9.1.15 EFTREMI medical arthropod
IR W B, B AR IR MR T AT
MNARAEFR )T ) . AFEERE A (Arachnida). B H
N (Inasecta). H 7o (Crustacea). J& & 4¥(Chilopoda).
£ /2 2¥(Diplopoda) F1 1. I1 24 (Pentastomida) »

9.1.16 FHHEHBHKE parasite immunology
SRR “ A 27 A2 2 (immunoparasitology)”.  ff 7127
AR SEFHEAERRRZEE . REIER. R
W5 REESIR R

9.1.16.1 HFRMSEE sterilizing immunity
T8 ERETERR AR A B AE B, IR0 PSR Gy A 58 e kT
FIRIRIEIRAS o iy R 2 7 e 5] e i) B R A 2

TR DA SN =RV S e ot ok (1 ) WA BT 16 3 R R

9.1.16.2 JEIEPRMETEZ non-sterilizing immunity
T IR AR S BT T 0 R G R o A A
A8 R T, AERHAR N O 1 3 AR A RE 52 AE
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BRI PRAS . — HARPN a7 A i B, X M Gz
JIBEZTH K

9.1.16.3 #H%E premunition
fi TG AR UE AR S T, AREAEAR N TR
A A AL TR, ARee gk, (HREHLTT A A
AR PRGN RS . — BAR N E A RS,
XA B2 I R . e SR B DL e A I
kgL,

9.1.16.4 f¥FE®%IE concomitant immunity
T IR AT AR S 7 AR 1) S DR N R R TR
AER, FREAEAE, R0 BN AR 1 R M ar At %)
B AA —EMRIT RN R . — BARN LR BIERR,
T 5y I 2 Wk . EER IR B e A,

9.2
9.2.1 JRHmEHE
9.2.1.1 JRH protozoa

IR IRANIT], AR N T RE B S 58 A i TG Bl 4
A B T RE I HAE B AZ B

9.2.1.2 EZJEH medical protozoa
A NARRSIE . AR ZHZA B P P B0 A RS0
P

9.2.1.3 JEHEFE protozoal infection
JR AR AN NARIFELEN AR N AEAF BPIRAS .

9.2.1.4 JRHJ® protozoiasis, protozoan disease
AT NI TE . AR A B P PN 1 2 B B0 T
Ji BRI 51 R BR8P Iod (1) A ko 5 DL A i oA E 5
JESR . A9, 5T HUR MR R 5

922 FIftEH

9.22.1 Flf2mHHL

9.22.1.1 F|t=2JEH Leishmania
BT, MR, SR H, MRV H,
HRL, R 2R R A A . AR S R HE B AR S T
S YNNI

9.22.12 ®I#EEMR promastigote
AT HISTHATE N EE RS TR AR U 2R
TE A S — ¥ B 18 3hRe ) R A2 5 e AR v
S

9.22.13 FHEEM amastigote
fajFR “F| 4L 44 (Leishman-Donovan body, L-D body)” &F
AT NIV AL B, Ak 2 EPETE
HEE AR HAASE . oIz BRI A & Rt AR s
.

9.22.14 #EFMHERESE Leishmania donovani

Laveran & Mesnil

T o e ARG

9.1.16.5 ZKBMEE acquired immunity
SRR “IENYESRE (adaptive immunity)” “Hr5 M4
J% (specific immunity) ”s HUAAER S HE—H0 7 B = A2 1)
T — Mg o FeAMA AR TRl I S R ) o f
T EH AR L 6 e 7 A R S 70, B R e Az

9.1.16.6 EHEHIE vaccine immunity
LB B ER N R PR S, S AR
(ERER NPT UN

9.1.17 #E@FEIERFE fecal direct smear method
WAL FERE, TA AR SR s R,
DG B B R AR ) T

JR

P& B g ) — A R, AT RFER, gl
IR A1 22005
9.22.15 ZJLFIM2RESE Leishmania infantum
Nicolle
AT 2 o g () — AN B . 51 A IR A1 2 A v
VY S L T R SR A 2 AR AR o A v [ 9 AT

KIL o
9.22.1.6 TREKFITSEHR Leishmania chagasi Cunha
& Chagas

P 2 JE U ) — S b, EE A TP EER, gl
PR AT 20
9.22.17 HWEFMHEREE Leishmania tropica Wright
& Liihe
A2 g @ ) — AN HURR . FE AT AR, 5l
IR R 59 1Y R IR AT 5
9.22.18 MWAFIMH2REE Leishmania major Yakimov
& Schockev
AT 25 R — AR, FESAA T AR, 5k
SR B B SR A 2
9.22.19 HREMLLTFHRIRR Leishmania
aethiopica Bray Ashford Bray
R 5 g () — ARl . AT ARAE, S1EK
B A2
9.22.1.10 BREFMTERBME Leishmania
braziliensis complex
e Je W (Viannia) Y2JB. 1%F0 BN 10 MG H A
BRI 2 7 B (Leishmania braziliensis) Fh &R 2
2 H(Leishmania peruviana) .
9.22.1.11 ELEHFHZRBME  Leishmania

guyanensis complex
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422 Je W (Viannia) )& . ZFH AR EWHAF]
12 Jif K (Leishmania guyanensis )~ L5 SR A 2 i
(Leishmania panamensis ).

9.22.1.12 ZAFFMHZRBME Leishmania

mexicana complex
P2 JE, 2P ERE S AP ST ERRA 2 R R
(Leishmania mexicana)~ V.25 iR 2 J7 By
(Leishmania amazonensis)~ 2P i HiF A 2 5
(Leishmania venezuelensis )~ #HFRFIT 2 7 H
(Leishmania pifanoi) FUMAN R 2 J5 K (Leishmania
granhami)

9.22.1.13 B sandfly
W, RHRN, XCHEH, BeE, ARTREA
W Ja ) — AR IR ML B2 R BRI 20 . e P
FEAR B2 2RI A9 o

9.22.1.14 w1  Phlebotomus chinensis Newstead
WY, BB, XCHH, BRR, BRIERA

e S PR — AR L B o PR 200 ) AR R A

FE AR LA NIRRT 2R AT X, KILLLR
A TR,
9.22.1.15 KEB Phlebotomus longiductus Parrot
WA, REN, XGHHE, BWE, BRTRE
0 JaB ) — e Ifm L o NV P TR A 2 11 A%
TR o A0 TR s 2 S AR L i
9.22.1.16 RIEKBY Phlebotomus wui Xiong
WA, REN, XGHE, BWE, BRTRA
W S ) — R I B L o S AR TR PN IR A 2 0 1 A R
B o 32 BES A LE B 58 R ) o 2 SR A P 5 A
GrONHE SR T, R T S A T 2 Hh U P A
AT
9.22.1.17 YAWAKBEY Phlebotomus alexandri
Sinton
W], RRN, XHE, BRE, ABERE
0 JeB ) — PR I B o S AR AR P IR A 20 A
B o 32 B3 A LE 7 SRR H R IR G A JR P 5 1 LU EE AR
T, 7E A S IR A A R S A .
9.22.1.18 #Aitt habitation
SHE P L Lt e D PR L T o 4 55 PR 32 3 A R 12 o
9.22.1.19 Z## endophilic
MEME R (g WSS T E AN RIS
9.22.120 ¥F#fi exophilic
MEVE R A CnEeg ) W i G R E AN R IR
9.22.2 IEmAKRKRI
9.22.2.1 F|ft=5® leishmaniasis
R R R B 7. A 2 R HUE AT AT
SRR —FhEF At . DL Ry R R S 4 1

2 ek M B 1A I R R I
9.22.22 WHEFIHE5% visceral leishmaniasis
N« I (kala-azar)”. 8 PR AT 2 5 B2 AR
TG —FhEr A= B o R AR AE R BROVAL IR
FA S R AL LR & Ry, FEPEERRI S, B3R
WotE KA & JF 4
9.22.23 ERFERKFIMHSRE post kala-azar
dermal leishmaniasis, PKDL
W IR 895 BE RS RNR T R H BRI S, NI
YL I, AR AR R AR B R T, 12
JRA T A 0 T B R A A 205
9.22.24 HBELEBIEMARR lymph gland visceral
leishmaniasis, LGVL
FA 2 T e A B bR R OB 04 HIR Ak 4 48 B
5| EE R PR bk S 5 B A AT 2
92225 KBEFITESF cutaneous leishmaniasis, CL
R R AR A & 5 dar AR AR AR B T 240 B4
JH P9 512 B — A DA R JERA 35 D i S T BRI - 525
9.22.26 ZF¥IKEEFIMHESRF oldworld cutaneous
leishmaniasis
P AT & SR ORI du ., R ZEAR L A4
2R BN LR & JF g R AEAER. T, JE=
MR 805 . WK FR RS AT 5 S R REAR
AR 73 g SV ESR AL R AR K 59 1
9.22.27 BHFIKEEKFIMT SR new world cutaneous
leishmaniasis
FR“ SN A H 299 (American cutaneous
leishmaniasis)”. ELPHAIA 2 7 AP ] 2 WHFIT 2
JER s R 8 G B R A 2 i R 4] ) — 26 e f 5
), WAT T3P0, 70 R IR 45 T A AL 1
AR RN 25 o AT ™ B ) A SR
9.22.2.8 FhERBFIMER mucocutaneous
leishmaniasis
F2 B L P e R R R A 2 g R
BT R S JRF A 25
9.22.29 RRIFmHM  chiclero's ulcer
sV AR 2 R R 51 2 R AEAERE AR MR AR
JE N B — b TG I8 B SR A3 3 R ) A 20
9.22.210 ANIFEEAMEF S anthroponotic
leishmaniasis
FE A & SR s 51 e ) — AN IERIAT 200 . KA H g
NAEREGS Y, NRTFEALGR, BRI A KN
163, FERELHEE, SFRH T HE.
9.22.2.11 A-ARLBBIARF 2%
anthropozoonotic leishmaniasis

DU A B3 B AR 2L 1) A G O IS, RN -RIALEL
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FRAL R B 22 ) LR = 5 B 5| A i —Fh ] R A
Wio AR FEBEAEGER . FERALEHHB . 1),
BEPERI LGS L Frahdy, S KERRZ 10 2 LN L
H,

9.22.2.12 BREREAEFTER

leishmaniasis
TERF AN RR, NSRRIt T I G A A
B o TP ATAEHT IR N 52 (SR, 6 R A4
BRI 2R, ARG 2 B BT A sh 1,
Awskag iFEMEL S NP ST

9.22.2.13 KEARHNLZ#  long-term irregular fever
TGRSR S, A A — B ) Py R AR
THBE T T I 1 — P AR AL o 2 &5 P9 JIE A A 205 0
BIEL) 95% 15 4 o

9.22.2.14 kiR antimony-resistant case
PR A1 25 R0 2 A A B R A 3 AT RRVR YT o AL
B R I A IR R B A S B

9.22.2.15 EX¥FH recurrent case
VYA A1 205 R0 2 A B IR B AN B A Ay T 25
YT IERERE K, — BN E AR AR B, A
JER A A A i AR A A 9 481«

9.22.3 &7

9.22.3.1 HEPEEREEN sodium stibogluconate
SCRR“Hrf B v (Stibii Hexonas) 7. 5 IMERL &Y, 4
F3: CI2H37Na3027Sb2. iAJT ANERIA 2 3%
HE L2451

9.22.32 J&KiBK pentamidine
FEIRMAEY, 1 C19H24N402. TEAK A 14
S KA 2 R dERT, W T Hueh ik IR AT
AN B 5 BRI Z 95 BT .

9.22.33 EBE hydroxystilbamidine
T EXRAEY), 4373 C18H24N407S2. FEIAN

euzoonotic

93

9.3.1 EFHfEHL

9.3.1.1 #ZH  helminth
PG RWIEEhT T kBP0
LIE BN BT IR () & E B R AT A AT AR AR TR I Bl
Y/

9.3.1.2 EZFtEH  medical helminth
REar AR T AR B — s B 0 e . e s )
L RO o i 7/ W T D NI L O P 62 e R I 7 S
VI THAE Bk 1A

9.3.1.3 #ZHRLE  helminth infection
PRS0 R NN, FREENUER N AESE, HELECA H I

SN R KR B JE AR, W T s R A
BIRIRTT -

9.22.34 MMEZHRB amphotericin B
ZIRPUER, 7 C47THI3NO17. "HTHish
P A IERI A 2955 BTRIT

9.22.35 BRZFEZE paromomycin
AR EPER, 713 C23H45N5014. 57
EIFERR NS 2, T hub e IR A 20 3R
J7 o

9.22.3.6 RYFEE miltefosine
AL A, 773 C21H46NO4P. A
7 W ERI A 2005 1) R 2

9.22.4 ZHREKRE

9.22.41 Z=E1E#HE Novy-McNeal-Nicolle medium
fIFR “ = NI, TR 8 5 dufk o K
B 35 37 5L TR 7 - 35 IE 20g AL AN 62 7518 7K 900mL
s . % 3mL, mEKE, A ImL 24F
et il VRAIRIE A ERE I ImL & win i, 4°C
A H o

9.22.42 FfBRERNKRE

intracutaneous test
MR “ 5 KRG (Montenegro’s test) "o WA 2 K
ST 52 R AR R PN JE 48h WS 7 R S BRI
RIG . TESERAL B ELAE>0. 5em R B T R PR
il 225 35 N BE A e

9.22.43 k39 BEBEEMAEZE k39

immunochromatographic test
WG R 2 SR R 2 TR K39 1) 45 i R AR W A
FEF PRI s EHTR % . H T PBERI AT 200 ) 4 B
W, S ISR, HAREE . 1R
JERRE R, HEAT TR, BRAETWIH, 10min 2 P9 RTDAAS H

+
4h

leishmanin

% A

Y7 NEE

9.3.1.4 EHHE helminthiasis, helminthosis
0% A T NAR I TE « H 2B B S AT S B A AR R
I o TP HRE L I R . SRS SE I R . 3 HU
It s . 22 B A

9.3.1.5 L/RMEEH soil-borne helminth
ANTEE A E £ RIS ARSI R Ok E B
TGS T B R G N AR IR 0

9.3.1.6 EHEMIEH  bio-bome helminth
B A 3, YA AR N K B B G 5 4 ]
(RN INGAL =
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9.3.1.7 #H cestode, tapeworm
JRIEENIT], e, ey, 0y, SRigA
18, ARRIIUE 7R, R A T8 R E R — 2K
wFA g EAEE M H AR H Rk,

9.3.1.8 ORH trematode, fluke
JRTEENIT IR AN, FAENERNETEEE, K25
T g A MERE R4, oA, HUAR R AR S B 40,
T AR 45 7 DA SRR A BB 48 B 10 Hp

9.3.1.9 HDIP egg
Z R0 ) — AN EVE SRR, 2ETE . #EEDE, fRiE
I tIEY], Aiszh, mERsE. AEY (IRgai. it
fa. gt KEEY) (O MIBE. EHRSE) Ak,
K/NE 10 RFCKE 200 Bk

9.3.1.10 H4EHA metacestode
A AEAE A E AR N ISR gl de.

9.3.1.11 FEREM cysticercus
fATFR % H(bladder worm)”. i Ek. 77 JB 4 U 2%
g, ROPETE, F@EUR /N, Teh iR,
FERE B A 1m) AR i ) Sk

9.3.1.12 {LA\EEY cysticercoid
JEFeRE 5Bk A 4 g B, ARV, R
AR /NI A L ORISR, 5 3 ) S0
(R N ) R R 5 4

9.3.1.13 ZkH sparganum
PG R 2Rl t . RS R (Al fE 3 ek

HAEHESI IR N )G, RS T R .

9.3.1.14 #k¥k%J metacestode of echinococcus
WEREL TP &g s, B (ARESEKRE) T
BEN GRS AR BHBR D BIRI TR
9.3.1.15 @Ik metacestode of echinococcus
multilocularis
Z ARG U gy, BRI TT R SR N A AR NG
(R IR ) o
9.3.1.16 EH¥ miracidium
W B TF A U — N AT LT A ORI, A B
B €.
9.3.1.17 Ha%4 sporocyst
W B3 A ) — N A SR . B A N BRI S
W ELEBMR, WHERRGEAL, A — g5 iR AL,
R RS H A i S A B R A 0 R B A R e
B
9.3.1.18 T}BE%Y mother sporocyst
W B3 A ) — N AR SR B A N BRI S
it ELF BANGMEL, BT E R AR SR
9.3.1.19 FRE¥ daughter sporocyst
W B S A7 A R — N A T SR BE ) 44 P IR 2

W22 G5 F3 AR BT /N ATTTAT 15 B i A AL
ls R ing i

9.3.1.20 % cercaria
W B EF A e — N AT SR . ) £ R A A
AT RTHACRRIS 1A P VR 2 0 5 23589 5 T T Jl Py LA 3
R R B8 PR 2B 7 SR . M B B R R SR B

9.3.1.21 EH juvenile
W 77 A PR — AN A S o SR AR R N2
18 ¥ )5, (B BRHNBAT R AN, KE AR Z
PR A 77 SN 3

9.3.1.22 A adult
0% AMA B g fa — N AR SRR, e A
B R

9.32 IMIREHH

932.1 #hir

9.32.1.1 IMA%H schistosome
MR 2R, BN, BEE . 2iEk R
A JE . MERE AR, RCRFFA T A (BFEAD 1
F K I P o

9.32.1.2 IMARHFH schistosomiasis
I R EF AT N B LB AR N T 51 S ) o AL
H A O 2 IR O« 33 S e B« [R) 4
I S A M g E ke i o A, FREY
A HA M B RAT TR UER 12 M1 E
HIX.

9.32.1.3 HBHAXRMMWA Schistosoma japonicum

Katsurada
NARHARZAM . SRR SR . MERE A . L IRAR
B, weEt, YP5ei, JooPae, 9R5E—MA /N
FESATHEL FEEE. BERET. HASEILM
X

9.32.14 HBHZARMWAFF schistosomiasis japonica
HU A W 2 A T AL CEdE N 19 R Tk iE
B iz BB PR 25 e N EF AL Dy 32 B0 BEAR AN PR 9509
FERAT T EL FEERE KRR X,
s O 2 o o A I B 32 S H A i i
I o

9.32.1.5 BRRMWE  Schistosoma haematobium

Bilharz
ZURJE NI — A BRI — N R e
AT AR I X e ATl R S
I o

9.32.1.6 WRREMIRHFR Schistosomiasis haematobia
TR R 1 W 2 AR T N B L s A0 5 IO i ik % 7 s i
JOk M 51 RS BRI o 12078 5 53 T AR A X R T
PUH X .
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9.32.1.7 =ZIRIMWRE  Schistosoma mansoni Sambon
ZAREA B — A ph e FES A TARM. BT SR
ML PHNEFRE, AT 5] 2 P U .

9.32.1.8 =ZIKIMIYHEE Schistosomiasis mansoni
2 R H 27 A T N BRI FL BP0 R INER K R
Jok N, A AT E i L ik BT P T Tk i 4 o3 e 5
BRI R o )3 Z AT TAED . e RPN AIEI .

9.32.19 BAMMWE Schistosoma mekongi Voge

Bruckner Bruce
ZURSEN I —AHR . EB T ZE, 2. &
[, AT g A YE A R H

9.32.1.10 JBAMWHAR schistosomiasis mekongi
Ve o3 1% e 25 A T N B L3 W i 2R Bk A T
JOK LS, 3 s i T 55 P U 738 ) L R o Tl PRE AR
5 H A i g s AL

9.32.1.11 |B)¥HEMMRE  Schistosoma intercalatum

Fisher
ZURIEN I — AR, R B TR ERE. g, E
3 FUOHRSEE, AT A A i R U

9.32.1.12 [E)}fHMIR AR schistosomiasis intercalata
B T2 S A T i R K A E K L, Sl IE
55 A5 7 1A G S o I AR R 15 A ER . B T A
oL, REER, AT T EREIE 2K

9.32.1.13 AIRMHIIE soluble egg antigen, SEA
R SIS, AR H e ORERAS () P
TR BT o

9.32.1.14 EMH miraxone
ETRRRE B I 51 B 7 I Sk 2 SR AT IR R MR i 50
) — P

9.32.1.15 iFWwWIML  decoy effect
Ak H PR SSRE R A F 5 5 ) B AT PR R i
IR -

9.32.1.16 IMARHEREZFRR

granuloma
DURRT-ZHZ3 PN () L R B 53 b 1R T 9 42 R R e o
BN G 2 0™ A — RV AR IR 7, R 5] AH N %
0 ZR AT O [ T TR 1 ) 8 RE 4577

9.3.2.1.17 {a[E4LIEK Hoeppli phenomenon
H A MW g7 SRR, fE18 FHLNN 2 BURRE, W
R S B 5 Ak T B G R T ik i, R B L
BLVF 22 S A DAL R - Pk & S Wi i 3 A8k
MG HAb RPN R 2 e il 1 5 BOR AT AL T 1932
TR SRR AR I U SR R I IR

9.32.1.18 $T#Z Oncomelania
BARZNIT AN PR E . EERR B R
AR ETURJE I — K BE I R ARSI . WS TR

schistosome egg

KA, AN AR A AR W REAHETE, me
10 mm, %& 3~4 mm, FHEHBAEM, 5720 2
[ I
9.3.2.1.19 #B1LETH2  Oncomelania hupensis Gredler
H A e R e — R (Al s 32 o BT R 5 AN I
fRA WM. ERR . AR AN TP AE )
o
9.32.120 BILETIZIER LM  Oncomelania hupensis
hupensis Gredler
Iz AT AU AR R AR S WL A T IR
Wk ZAETHFCHE FEHIX
9.32.121 HBILETIEEPEEM  Oncomelania hupensis
fausti Bartsch
IRAT AT R IR L R, (VLI R AR A
KA HEAT 73 A1 1) ET WA A
9.3.2.1.22 BILSTIZIEEILF  Oncomelania hupensis
tangi Bartsch
3 A0 T S 2R R VAR L T (R ET R
9.3.2.1.23 HBALETIES " FOEM  Oncomelania hupensis
guangxiensis Liu
AT AR, MR 200~400m, PRZKVEZE I RS
S LA LA R ET HR A
9.32.124 HBALETIZENEM  Oncomelania hupensis
robertsoni Bartsch
AT RE) . =R EEHRAE 400~1000m, f£
2400m KE A 73 A, IS T REME VA s L R R BT R
NIZER
9.32.125 ¥tF%J#2 Oncomelania snail with smooth
shell
R ST T R L ET IR
9.32.126 BHFET4E  Oncomelania snail with ribbed
shell
WS EA B AL ET R
9.32.127 REMETHE  infected oncomelanid snail
AT I e i WA P AT R
9322 FATIRZ
9.32.2.1 KMBLRITIX  water network epidemic
region
MR P JFK M BLRAT X (plain water network
endemic region). A7 THKITEEIEIL 2 ], JidbE]
BREE AR SR T R AR IR SR A VL = A PP R
MR B RAT X o 3 J Bifg . VL5 WiiLS5. X
I DX TE AVA IR A B, EAHIEE, kM,
KImZENE, iR,
9.32.22 WEANRITIX mountainous and hilly
epidemic region
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MR B RAT B 9 5 2% B L X R Fe e X o oA

TIREFEHIHX, WY ZEEERE, LI, %

B MR WHLL VL REE WA DR,

AR R, s 3 o R RAT X
9.32.23 MBEURITX
region

AR “YLHIPNMERL AT X (river beach and lake

epidemic region)”. VLI IHME S 5K TTAHE K

TR AR VT 2 M LB RO AT B X o 32 B0 A1 £E 18]

(521 e A i I 3 AN 7 X = W S B o

ML PHBE I BENRATIX .
9.32.24 GHIBEUMMTERITX
swamp and lake epidemic region

AT R e VD WA AR T ol )t i W O AT ML X

U R MR, TV A U FR VO o ST IR AT AEFZ I

FIMES GUIEL AAEAL, 2 POKALEE .
9.32.25 HIBEUMNETERITX
embankment subtype of swamp and lake epidemic region

IMESRISR J 5 50 N ANE AR T R 73 A1 e I e s

ITHLIX o BEbb sz —FoKALFENE , BN %2 — HKALEEM o
9.32.2.6 GHHIABAIXITEIRITIX fork-beach subtype
of swamp and lake epidemic region

KV T YT &8 A R I R AT M X o X —

X EZ 2K, — v, AFKIR, MRERUE, B

BRI “ B EK” IR ETHR AR AE WD R 3

M, PR R BUEL AL, 22— BOKALEE .
9.32.27 HBEEATERITX
subtype of swamp and lake epidemic region

L P o Y 8 ) B S TR A LB R AT X o T

BRI TR BUE. NI AR TT BRMET, %2 %%

IKALFEH o
9.32.2.8 [MIRHEFFSZEMT high transmission
potential areas of schistosomiasis

A IRRGLIEET IR, B 5y AR IR R SV IR G b X
9.32.29 MIRBEFHFIERITX non-epidemic areas of
schistosomiasis

T ATE FATIR, BN, EIRAEFONERIX .
9.32.2.10 MmMRHFRBRERITX
of schistosomiasis

NI UG R <5 % IR IX
9.32.2.11 MKHBHFHERITX medium epidemic
areas of schistosomiasis

N UG 5% ~20% HIHLIX o
9.32.2.12 MIEHEFESERITX heavily epidemic
areas of schistosomiasis

NI HUR G AR>20% I X

swamp and lake epidemic

islet subtype of

islet with

inner embankment

low epidemic areas

9.32.2.13 AUEMIX snail habitats, snail ridden areas
ArbiE g FWACATIRZE A . BIH X .
9.32.2.14 FcUEMIX snail-free areas
Jo A E)fE AR ET B AR AE X
9.323 IRKRIR
9.32.3.1 MIRHFEKE
schistosomiasis
I P H R W R % 22 7 A S BRI PACRE IR PRI B[] o
9.32.32 IMIRHEFRFAMABIED prepatent period of
schistosomiasis
I RS G 22 1 S TF AR AR O BN TA) . — RO T 1
PRI R
9.32.33 S2MMIEAFE acute schistosomiasis
T ANAE R — PR G B P R g R & i i
WA T T SO LA s R I e DR ] R I 3 W TR L 4
BE W 25— R A VERER A U B o 38R A
A=, KRZH30~60 K.
9.3.2.34 BMMIAERR chronic schistosomiasis
BT ARSIz K, /D8 2 OGS ;
B R S I R 20 SR VR 9T R T IR R I R
I BOUREIR . AE B IR U
9.32.3.5 HEHAMAR AR advanced schistosomiasis
BT e 52 BOK B R G L Ry, REE S S
1RIT, G 2~ 10 SF 103 151 A Fee Jb A T v A e 1) L
B FERINHA4ET kS SR E e e EAE
KK B G a4 7 02 U 2F P B .
9.32.3.6 ERBEMRHRF megalosplenia
schistosomiasis
SEE TR DR R o B Y 2 B A i e v e ) — ol f
We s . BRI, (ARG REThRETCHE. TS R
BT A H a2 R R A
9.32.3.7 BE/KBIUMARHFE ascites typical
schistosomiasis
T I H T R S B 11 ik v He 5 P Dy AR5 2K 1 i
FSG AT s R A R B AR AR PR — o of B s o
9.32.3.8 EhRAtE5ER MK Hw
proliferation of schistosomiasis
KEHOPPRR T ke, SpaEd 234k, & RENY ST
FEM e S, B G5, EREERS
5 AZ B tH I —Ffr DA 85 i 738 9 5% HE 3R 3 1) I P
A
9.32.39 {REBIMARERR dwarf schistosomiasis
JUEE I 1 e 52 TR e 5 e e e B0 I I s, 2 e N
WIIRE, DA EEARFIVERR D ReAN i A, RIA
SN ARG E . o5 ARSI AR (] —Fh
I HL

incubation period of

colonic granulomatous
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9.32.3.10 FH{LMARAR ectopic Schistosomiasis
A AE T T TR R GE A A I s H = L R R BN Pl 5]
(A E 223 G PR 2 s B 40 T ) I RO

9.32.3.11 PXBUMANHA® cerebral schistosomiasis
22 IMLRAG A i N i 308 4] A B ke B9 e 5 | ) i ZH 23 e
S PR ZF il 1) B 401 5 ) IR EEU o I DA S 300 i B i

9.32.3.12 BHEIMAYEFF pulmonary schistosomiasis
2 A T it ) I HRRR R R Y B L EA N
I 58 PR I B I 5| A PR il 2E 23 R B DA 2 ) B
1155 M B . IR BRI R, fEADER
EIRAREE . BT I

9.32.3.13 EMMERAK cercarial dermatitis
IR E Rt N N AR B SR 51 A ) — o i A e B R 4%
JiE o

9.32.4 JATT

9.32.4.1 MMERR praziquantel
2-IR L R JE-1,2,3,6,7,1 1b-/N A -4H-IE BRI (2, 1-0]
SEIR-4-F, 4730 C19H24N202 . 77 2R .,
2% U T S P 2

93242 EEIEBE artesunate
CEHER-10-0- T ZRRBERIUEEAY), T
C19H2808 . Xf Hii&hy 6~10 H (¥ H A W de 2 it A
BARKEM, HTPREEZLY.

9.32.43 EMBE artemether
HILIE T R PUER 4, 7273 C16H2605 .
X B R 5~21 H 19 H AR W 52 A BT 1 5 K AE
. BAL TR

9.32.44 BLEZE  oxamniquine
fIFR “Foiame”, R “FRIEmeE”. o1
CI4H21N303 . %} 2 [ O A R 47 ) H G
ST L) o AFNF 15 B it W s s 0 A I P RO TG RK

9.32.5 TRR5S M

9.32.5.1 ¥&7K infested water
A I R KA

9.3.2.52 MHE sentinel mice
F W08 B AR PR 03 SR A SRR G4 1R/ Bl o

9.32.53 JZIKME determination of infested water
FH LA 0 P2 ) S A B P R S5 77 v A U 7 A 1 I R
HBRGANE ) i

9.32.54 Jm4i  pool for snail sedimentation
T UURURIFH AT 028 L S8 R H 7Kt

9.3.2.5.5 #MIBRUZ physical molluscicide
IS FH AP I T B BOR R ET BRI J7 s BG4 3 H
REKUR KRR G TT ik

9.32.56 HEKIZ

ecological molluscicide

PR ET IR A A2 R AR S PR, SO ET IR AEAE . B
AVEEA 2 A, AT 245 i Byl K AT R H B 7
9.32.5.7 {LEFRIZ chemical molluscicide
A0 ET 88 B A B 1 0 A0 22 R K ET R U732
9.32.58 HEHR4Z biological molluscicide
HIFT B ARG ep R o3 AR R (I R 055 s At A=
Jiik, GO AT IR A AT BB TEANR L, FT 5 A
(R4, o Bz B K ET IR H I 7
9.32.59 1EHIRIZ plant molluscicide
KHEARREHREYR . 25, HSE RS RIK
B, AR R TR 72
9.32.5.10 1LZJAYT  chemotherapy
XoF S5 AS 7 1 12 B 28 2 U 23 I PR 12 W Ay L Uk
e NBELS T v R G I (e T .
9.32.5.11 x¥FEMWIT selective chemotherapy
XTI W HRURR B3 S ] e P I e HRUB S N, 45 Tk
FYE T i it o
9.32.5.12 I K{tJr extended chemotherapy
FE MR O B RAT X, AESHERiA, X% X 4
N A e /K B i ST JC 28 Ik 45 T I R T
) it o
9.32.5.13 ZRMJr mass drug chemotherapy
FE ML R EIRAT X, AMESIIERRE, X9 X 4
N B /K ik B2 T G 28 S AIE 5 4 T MR R VR T
7%
9.32.5.14 ABRIFLST
of man and domestic animal
TE LR PR IRAT X0 AN RNR & a4 R S5 R i gE T4t
M PR YT o
9.32.5.15 N APBH#F  personal protection
FEA K A A AR KRR &L
B BT AR S P4 H B BB 3 250, DLl e
WA IR 1R 7 B i i
9.32.5.16 IMIRHFFITH] control of schistosomiasis
AT I, AT XN R TR, B
R AL 11 R /D HLIR S8 2R AR B AT IRAS
9.32.5.17 MIARHFHRRITIES
schistosomiasis
NFR g g gps B ez (Ginfection control of
schistosomiasis ), LI B P22 175 4% il (endemicity
control of schistosomiasis)”. A+ & MM HURGLAR TR
R 2I<5%, = I W Hoos B8 R HRITRAT I RS
9.32.5.18 MR HFHRIEIEITH
schistosomiasis
A~ 5B IR BB 3R < 1%, TG 2 B G 2R 1],
HiIES: 2 FEABNRGEETIRERAT IR 7R

synchronous chemotherapy

prevalence control of

transmission control of
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9.32.5.19 MIEHEFREIBEFERET transmission
interruption of schistosomiasis
RS 5 ORI 2 MR G ) AL BB AN F
485 DL EAABERGLEETIR, H UAE A d A
fa 4 1 BBURG A R0 TR U M AR R R URAT 0 R
9.3.2.520 IMAREJH;EFE elimination of
schistosomiasis
1% B A W AL SR BHIT SR J5 , 82 5 AR 2 Rk
GLPR MR 6N« i 8 R G PEET W 1A T 9 4R

o

BN o

9.32.521 [MIRBEFHFHER

schistosomiasis
BRI JRIRAT SARGAT 235 70 i W Hs A7
ML FEHPIRES -

9.32.6 LWEKRE

9.32.6.1 FEWHFE miracidium hatching method
W BB A S S B RS A i W e B T EK
Hor 5 O PN B W) £ IR [R] P 59 PR 7 7

9.32.62 BIRMEERRAZE modified Kato’s

thick-smear technique
fAiFR “ o RNgEEE (modified Kato's method)”. 4K

“InE-R&KER % (Kato-Katz thick-smear
method)”. XK “ & &% % (quantitative transparent
method) " — M FH g BEARCEAT SE 00 25 A8 th DR AG AE )
Trike #Eid 80 H/W e 4, WIS NN T 8k
A EREER ALY, PR EER, FESR L
PARGE H - LB VAR I BB AR, B e, i
BBUN JE B .

9.32.64 HEHMFEHELKE rectal biopsy
MBS E R E O ik, LRI
RPN L SR OR A AG EETVE  EEEE FEAE T AR
P PRI HEE 00 P L R ST, A i) R 20 o W
B

9.32.63 RMIAI intradermal test
F & A BB (R R e 232 RN e, A
R M. FESA LU NI R IS B T

9.32.6.5 IFBRIIEIALE

COPT
AL R AA R G B S Vo L BB P
I3 WA HIATE A BT T O SE A LIS Y S S A A L i
FHN AR OB, £ H BN ] L B R BRI e, BRI
JIRHE R

9.32.6.6 HmREESEAE

filtration assay, DIGFA
W 27 A HRBT R TR A0 A A A A TR 2T 4 3R T

eradication of

circumoval precipitin test,

Dot-immunogold

b, 51 R R A A hUA LS ST R ST
R EY), RiAEmiclt S mEE a6
AT 52 LB e 0 N RS Vo

9.32.6.7 HREREEEMAE gold

immune-chromatographic assay, GICA
¥ O PR s UAR R AL E RS R A 4RI 2% b, I
Frkrttdn fa, FF S PR E 5 5 E AR PR
PR G, PURSPURRR R R R, d5EN
K FRARIC YT AL mT DL, ATk 20 B
()BTRS B 7V

9.32.6.8 BMERR L dipstick dye immunoassay,

DDIA
DLt H A if W B AR O 1eG HUiRFIEdt N 1eG bt
A4, 3 [ AH TR R 41 4E M 2% b, DURAZLRL(D-1)
T 0 1 A IR S e B 70 S AN AR 0 I 75 PR VR 5 S
TRAE AR, SR v D A 00 I 3 = 1) I e
R EIR & T

9.32.69 REMREIRIE

test, IEST
DAE 25 A s SR L) B o BP R B SR i e A [
PR, HHSRMFRA TR R A S S, W
SR C S PR R R E &Y, EE
AT S AR LR PR FH B PR IR B B R AT L2
0 5N B L R AR PR AR T

9.32.6.10 EgEX S ZENTE IR L

immunoblotting, ELIB
W& PR B E R ED BN R AT 4E R B SR e
PR G R E G, MR id s —hiik s 2 4
A WACAHRERY), THREE 5125 A 2 IR AT WL
PR L, DA AR e P 7 2 70 BRI A e 1k
FEAE R R o

9.33 BREKMIR

9.33.1 #k

9.33.1.1 f&Hf® cestodiasis
Z i (cestodes) Jift B8R4 27 A T NARAS A R 2HZA
E SRR R IR RI Z5 A b, &
A B AN B AR BB A A [R T 5

9.33.12 #kR¥BkZEH  Echinococcus
JELRHA, ZRHBL, BERE. S0, EARLR
R Z kg R RIRBERG R DTk
e, AIRBRERG R INERBIIRER R, kR
BRIRRBR S A R S5 . T EE YRR, 205 A
RN EE RS PRk 4%

9.33.1.3 HRETKIYFE hydatid cyst
SRR “iERFE (echinococcus cyst)”. 1AFR “fLHFE
(hydatidocystis) " FHZERE R P 250 4L Rl 1) [5 T Bale

immunoenzyme staining

enzyme linked
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T B o5 1 ) TR R ) PR A

9.33.14 BREKI®  hydatid fluid
SORR B (cyst fluid)”o PRIRIGFE N A )G 032 B B
b7 RN (A G

9.33.1.5 % %FE germinal layer
NRR CRRJZE”. TR FERE P 2 B AE A = N A
AU S S5

9.33.1.6 BREKIYFAFE laminated layer
SRR “RERY A R 27 o FRRRR A AE = 4 i e W T
B AL TAERZSN. BB RS
S B BR G5 o WA R A DR SCREAIIR UL
EIRVIPTEER

9.33.1.7 JEk¥ protoscolex
MRR “JFRRTT” . TRER B A 2 DA AR T OB
[ BRI T 2540 o S5 M) R ELAR, TR AR
MR, DRIFEECTAS /N, (HIETI R MR .

9.33.1.8 4 %% germinal vesicle
NHr “ & F(brood capsule)”. FHIERMIAE K JZE I H %
MK B MRINA —ZERER/NTE. BIRZ) 1
mm, WEAEANELE.

9.33.19 FE daughter cyst
TRBRI) 1) A2 R Bt — 0 R B T S BE R S5 K AH ] (1)
ik BN ATKA B Sk AN IE T AL ek b g
12 5 R g% L

9.33.1.10 $#pFE grand-daughter cyst
TRERI) 1 FE N P AE /N3

9.33.1.11 FREKIPRY hydatid sand
N “HEWD (cyst sand)”o B VR AL BRER M) FE ik P 1 SR Sk
W AR AN REEYN

9.33.1.12 A"BE infertile cyst
MR “Ti3kFE(acephalocyst)”. BB EkM) . AR T
I BRBR Y

9.33.1.13 4h5E  ectocyst
B EEPIBRMFESL . AU AT AT il JE4n i
K% S K6 A A1 4 225 2 2HL 3K 1 ) B

9.33.1.14 YRRIFRFKLESE  Echinococcus granulosus

Batsch
MR “CaAgd, JEAWR BORE RS d . B
/N 2mm~7mm, V1) 3.6mm, {XAEKTT. FE KL
BTN 1 TR AR T REEI NN,
HA) AR BRI W PT 2528 T N 2R R S,
DL MG RN ZABE T N, 5] BRI

9.33.1.15 ZREBIKESE  Echinococcus multilocularis

Leuckart
NFR ALY BRBR )95 (alveolar echinococcosis) 7. &7
B BERERZ . RN 1.2mm~3.7mm, 713

2.13mm, fUAKTT . HERALT . BATAZAETE 1
R, EEFELLINENY NN, LY mZ
RERI) 2T AR AE G 5 R B HUERE A AR, 5l %
J75 BRBR W97 o

9.33.1.16 BREKWHFE echinococcosis
MR “AL B 97 (hydatidosis) 7o FHBERZ% B 4 L 25 AE
T NEEh PR N 51k N B 3 v A g . R
A AR RER 4 55 AN 22 5 R ER WA

9.33.1.17 YHRIFRIKEIHE echinococcosis granulosa
SUFR“ B R BRERMIF (cystic echinococcosis)”s B FK“If
BRhI5 (alveococcosis) o AR BRERZE UK 4 27 A4 T
N BRSPS i 2 AR HU

9.33.1.18 ZEIHRIKIH

multilocularis
% 5 BRER G R4 U2 AR T N BB WA i 51 1 2
A HU

9332 RITHRF

9.33.2.1 BREKMIFERIT

echinococcosis
AFAEANRLIRBR G5 LB 2 5 RER 2 R AE KBS 4618
F R EY R aTE A AL R, I IR
T I IX

9.33.22 ERFIKPHFRITX epidemic areas of

cystic echinococcosis
I AFAEANRLIRERZE AE R R ST E RIS E.
4oL WEER B MR BRE ) L BRI 2
TR R R W4l 95 15 151) £ L [X

9.33.23 BEBFEKMHERITX epidemic areas of

alveolar echinococcosis
IAFAEZ P RER G e R I IR, SRS
ARG H &Y B a2 BEER, JHA 10 8k
WA T 19 X AL X

9.33.3 IEAKRI

9.33.3.1 ZiHR infiltrated type
TRk 77 AR THAR T AK K E W — R, £
Iy sk iy A v B AR R A B AR A GURIR ARG, 1R
UIEFHHLRE . BE BRRRS T IR TS &%
HAERI RG], A, 507 P AR k.

9.33.32 FREKMHEMAEZ echinococcus cystis break
JH AR R gy 2 A K] A7 5 2 o T R 2R R BDIRAS o AT 5
U S, S8BT RSB SR, AR
S B BTSN SUEAE,  IE ]G Rk R MR G . BRI,
JHF 25 A JH R ER W T 58 285 A R P ) 2 S

9.33.33 FREKMNLE L RER

echinococcosis

B N RRER S FER R T SR & 5 LS Rk )

echinococcosis

epidemic areas of

secondary infection of
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9.33.34 FEHIFEIE cystic lesion type
TERUMER 7 B A% CL Y. TEREATEM, SRS
BISIN B, — R BT R R I 5 AR . H
T, e SRR, 2R EE S LS ¥
WA, AT KRR,

9.33.35 BER single cyst type
NARFETLRER R (CEIAYD) . BERMTE B #5215
FKMZ —. BERR, Wik EETEEENETE, JolElHE,
TR A X N ] IS ) mOIR B S 2“9 EHAE,
BT 2%, 2 “BDZBEE”, 57 A 6.

9.33.3.6 ZFER multiple daughter cyst type
NARFERLRER R (CENY) . BRERMTE B HiA4
KMz —. BEERN, WERWEDFERE, RZEUH
Bk, BEJE, FEP AT LR /ANANGE (1) /N FEAR 25 1
RKIA “EHAE” B “WEEAE7, JEJ7 RIS

9.33.3.7 MWEIHEEE. endocyst collapse type
NFRFER RER MR AL (CENTAY) . B RG22 —,
B MR, NG TS EORE S, HIETEE,
REAEBGHAL; B2 T3R5 AR FE S8 B FEAR
R HEAR, BERE SERE. RIANERN, RS XEHE, &
7 I8l B 5

9.33.3.8 XA consolidated type
NRRFERLERMRTV B (CEIV AL . BRI ZE 12 AR AL,
FTD, TR, REEET 2L, AT R R
PEFEAR, AR RN % LRSS AR ALY i [RI4E 7.

9.33.39 $5A calcified type
N RRFER R V BY(CEV ), ikER i) /1 Z2 JE S5k
K, AEEUE, LREEMBERYEE. B
T T R W T P B T N8 5, BERE R ZURIEE,
FRE B R 5 S ABE 75 5 o

9.33.3.10 fwktiRIL=IEE  colliquative and cavitary

type
% [ MR G T R E PO A, AL EURARIR, T O
AT BRI 7 s (R BRIy S 7

9.3.3.3.11 FREKMIIFEIRAE breath sign of pulmonary

cystic echinococcosis
IS S R IR SEALE RS, SRR, k. 2
RSN PPRAL BT, BIAERAC, ETRARALR X
STERRHIESZ R o

9.33.3.12 BREKMIEPEGE hydatid cyst tremor
JHR R BRI 92, fub 2 BER), He 2 A, WA %
Tk R B AR

9.33.3.13 BFEREKMI®  hepatic echinococcosis
SRR B3 53 (hepatic hydatidosis) 7. FHRERS) 5] i
B AR o F AR 6 55 7™ 1 2 PR 2R, 48

IR ) K % P S0 3 2R Rk ) 3 A 22 s R K i)
TG I B IV R R ER W5 o« T ZEm PR R I A BRI
PO EURE, B, BB G E — R YR

9.33.3.14 FFERIERIKIRR

echinococcosis
SCRR 38 49, 595 (hepatic cystic hydatidosis)”.  FH
R IRBR I G 5| S ) I A2 o 24 o 3 Y ik s
1) 70%. JFPBRERI) 2200 . TR ARG i
| R fe 0k i M R ER WA 6

9.33.3.15 RHiEBIRREKIR

echinococcosis
SRR “ A Y A9 4195 (hepatic alveolar hydatidosis) 7.
FH 22 5 Wkl B e 5 RS R I AR A2 o Rk iy 52 322 e
W5, LT 100%E% T, A7 ik 2 el 47 5
%, kM MRV A RRER I . 22 s IRER M) 7E S
W EIREMEIRIEAK, EETE SRR, XA
27N Pl g

9.33.3.16 BHFREK7® pulmonary echinococcosis
SRR Bt B 99 (pulmonary hydatidosis) 7. FH 404
BRI FN 22 S5 iR ER ) 5 S (It A8 o 24 7 JE 2R ik i
) 20%. FIHIC A B iR , 7 IR 7 I A I
W8 5 AR W ) 38 D AT b UL 8 B R e T
W, R, IR A

9.33.3.17 BXEREKMI®  brain echinococcosis
SUFR “ w9, B9 (brain hydatidosis) 7. FH IR RER 14 1
% 5 RERI 5 B AR A . o RERII K 1%~2%.,
Z T )LE, DATRM 9 W, DR A& A5 P N 5
IR A 3 B R R I

9.33.3.18 BERIKMI®E skeleton echinococcosis
SRR A H97 (skeleton hydatidosis)”.  FH 40y BRER
W22 o BRI BT AR TR B B S AR R A . AR AL
M MER A R ey, UGV E, e, 8
B WEWREBNT .

9.3.3.3.19 IM1T4% hematogenous metastasis
JER Sk ey e 5 R il 110 B 7 2HL 23 S T N LA
IR A A 25 B R ER W) 55 IR o ARl 2 E JHF sk
WS A i i R AE R R BRI 9 B i DL

9.33.4 AfT

9.33.41 [ZIAME albendazole
SRR K A 2y, 4r 73 C12HISN302S. i
IR T2 0 M3 S U S BRER I 0 IR T

9.33.42 HZIAM mebendazole
JUigIR 2y, sl C16H13N303. 5 FH T ek
W YR TT -

9.33.43 MEMWPRA enucleation of endocyst
W HRBR G ) FE B RN BR TR BRI B R A

hepatic cystic

hepatic alveolar

70



BIFARITE

9.33.44 #RIAYTE radical treatment
RE 5T 2 VA EORER ) 1) F AR D7 2 Rk BFEA T [H
— B EFDIBR AR S AL T A 2 T ) /s Al Y
R RV AR(BE-EFTIRAR).

9.33.45 {RSFFriE  conservative treatment
ANBE TE A V0 EUBRER )3 (H BE LG B F IR I R T
o 38T R BRI R o3 I8 N2 TR A
R 0 JE P H A N B i B SR, &M
TR B A @ R T, BRI 2 ) A

9.33.5 FaRHSHEN

9.33.5.1 FBREKMIFRIEM  surveillance of echinococcosis
XTHRER TR ) A AT LA R e AT 23R4T 1
F2 TSI FH4% i R BRUG0 J5 F) B 2254

9.33.52 FREKMIFRFAFG prevention of echinococcosis

DN ORAPRAT DX S AR B IR B 977 L AR &
YT 51 D G 1R 2% A PR T 4 it o

9.3.3.53 #REKIFEITH]  control of echinococcosis
I — RIS ) S, AT XL
LA 50 ) R SSR WA T 6 8 B R Rk 5 U e e [ 2
BRI, AN RO I X 2 3 T A o) ) 5
WATRE

9.33.6 SLHWEWE

9.33.6.1 RAHEBEEEEIKBEWMHINGE PVC

enzyme-linked immunosorbent assay, PVC-ELISA
— P TT AR DRI BRI IS A T V. H PVC
WA R O S AR, 3R AT Bl B G 2
W Bt Es, g5 nTH BRERE, Mo, BPEA
(RS
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