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KEMEFRRIES wZ RN
F 187 kEMERRIE

1 EE

SC/T 7011 BAT 43 HE T KA S BRI R R A ARE FE X,
AFRAE T K= E SR N K 7= S IR R AR R IE A HE & % — B S,

2 FEtESIAX#

TS RGBS AT BT TR A AT 55k, PLRTE H 8351 S, 1B B
KB (ARG B R A ) BUBTT ISR IE R TAER A AR T, SURAR 48 A< 30 35 B MU &% 5 B 52
R XSSO M BB AR A . FLRATE H B 51 RSO, HBoh A& T A #4)

GB/T 18635 zh¥IBiE HAARE

3 RIFMENX

GB/T 18635 B LK A& T HIAREAE SGEM T SC/T 7011 MAF 5>
3.1 —RARiIE
3.1.1

K=FHEZ  iatrology of aquatic animal

BHFK = S8 & A R R RATRLER , LA RIS W B AR ST 5 B 2R
3.1.2

KEZWERR disease of aquatic animal

KAEZYZ BN EMEYMEEYEROER, MTRBEREMEIELUBHTHIRR, HB0R
JE R AT 20 R TR AR SR 2 R BN LR R R A 405 B A A UEEOR Ao
PURRRG , J5 8 2 AP SR A P B RS R0 2 W 7 A AR, InPLRR R VB 3R IR
HEMH, A EH %,
3.1.3

KETHHEIRBIIA treatment and prevention of diseases of aquatic animal

BB FIIA T KA S & B RS , T ERE R BIG ESIR AYRIEE. RRGEET
G B BN A HIOT S5 T B, SR AL HRBU R M RE 7 5 AL BB IR R LA K A Sh i LA A= 1 0
ST SIS, MR IEESEURE FHRBERE , DA @ RA K 25976 2 K & Foxt K
YL RN BRI R 2 22 T S A ), 2R K B R R
3.1.4

KFEZhEIESE  aquatic animal pathobiology

PRI K S ERARRAEYNES S A GE s EULSE EHE LR — TR,
RSP B2 — [ TEE M5 R
3.1.5

K= HRIELE  aquatic animal pathology

RSN K A TR LR LM 2R B8 SRS M D RE AR %5 0 T 0 28 AL LA A 24
3.1.6
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K= ERRMRITIREF  aquatic animal epidemiology
HRAK=ER L R R G EEFE TR R SRERNER
3.1.7
SFHKITHF  molecular epidemiology
MADFAEYEFEEMBER , A F I BREAKE LBF5KA S & MR RIEKAE L YR+
437 (e R R R 5 TH KR,
3.2 mRGEHEERG
3.2.1 %%E pathogeny
FliEER EER R R, SFEREEREE RRE) RAEmREERE
3.2.2 f85E{k pathogen
RE5 R M TUE RN 3 A I GERR
3.2.3 EHumMSREY pathogenicity
IR A e 7R R RN E B S TS | BRI R ERE T .
3.2.4 #HJA virulence
RIRAEFETUEBURRE S . RABORERRSERE,
3.2.5 H4X parasitism
T —Ff/NEUA: P A TR TE 55— FREOR B W R SR 2R , P AR B SR A T A K, R s )
EEZMERLFTHERIENIAE . BERAFEY, FERRIEERF .
3.2.6 FHEH parasite
A TFK=sh 305 | AR I R R % A 5,
3.2.7 &% invasiveness
R R AVUE VRN BUREES .
3.2.8 BN invaded disease
HRA S % 3 R SR R A AR T T R B /K AR S5
3.2.9 HHE fungus
— KRR EA MBI A SR AR, B F A SUE A AT I A T B M
Y, EREAMEBREESME, B RERZ, MR NA TS ; DECh R A, KR AR 7
BB 2 AR TE R B 4
3.2.10 EHE fungal disease
H EL R B 5 | RS /K 7= B R A R AR A SE T B
3.2.11 E# hyphae
HREERKNEARN, HRN 3 pm~10 pm, TR AA REZFR,
3.2.12 W& haustorium
HEEFLEEERZ LA BRI FE R A LM LB R BRRE 22K, A3 DA o4 i Py 9
ikt
3.2.13 #H# bacterium
— REBEMR A FREL, FEUCHWERHE, TAEE 0, BB/ N ERTE R SUR ST #
BRI . — M LABOK (pm) TN B B0, 7 55 22 (R PH A 40 oA e = IRBAME R Z 0o
3.2.14 EZRK$E gram staining
1884 SEHFAHFEEA C. Gram BIGEH— F0kr JL T BTG 40 5 4 D 35 2% B FH 1 40 B8 A 4 22 FG P 40
R far:, HEEFBRN. GRSy, BRI, 05% ZER A, WEFa B ER, REZRA.:
2
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RIS RO, E KA R R B, S RHEHAE B G #n, £ KR
HAE B G Fowo
3.2.15 ZHE¥® bacterial disease

A A B R T 5 | 2K P sh AR aniE B EE AL, AR AR AL E BIE T BN
3.2.16 3EfE capsule

FER SO A BESMETE S — R AR BCR Y . JEREN 2 40 T8 ) L B4 M 2H 47, X — B3
JRERUL, R R EN %318 £ A MK TR
3.2.17 ¥=%E flagellum

KR BAFERRYK LR BB Y , KB v — 28+, A B3R ItE.
3.2.18 HBEE pilus, fimbria

KEFHEEREN —FAFH(ERL 7 om~9 nm) \HF%5 (HE 2 nm~2.5 nm) & H . HERZE (250
R ~300 4R) WA M B Y7, & 0L T3 22 IR
3.2.19 Z# spore,endospore

AR — E MR T AR 40 P9 TR B R SO (BT AR BR A, BB B I SR f e, B B R P i,
£ 100°C AL 3/ N 7 /] KT o
3.2.20 /#E toxin

RTE BINUART= A 1 iR A BBV RT 5 RS R B — MR Y . —RIRERE S VAR R AW
BER . FERERSE,
3.2.21 7F=®H1% toxigenicity

BORE R AR EM AR TR, B EE AR
3.2.22 5MBE exotoxin

B2 G P R R 2 G B B R A L N A B TR T A L A1, L 2 TR A TV AR S R
RWEFY R, BENIBEEEAR ISRAEEENFRM, KA.
3.2.23 HNH/EHE endotoxin

822 [RBAME R AT A B — R e T AU RE SN2 IR 20, A CE RS T AR R 5 A B
HIEFY L. NERMH, 100C BRI
3.2.24 BM%E hemolysin

PP A R S L M — RS R AR I H R
3.2.25 EFJFHE toxoid

B = A AN RN B B 5 AR R PEAEATY A e e SR PR i I
3.2.26 #HE antitoxin

PUARFEE AR B RGN EA PN ERERNIUE,
3.2.27 XIE¥ mycoplasma

N NBAR, B— BT MR B/ NEAZ A YD, rI ST B 3R A R4 AN TR SR AR K,
RIS AN IRy . EA LR AW, WRTEAR,
3.2.28 FKIEMK chlamydia

—ZRA T R R R R 22 (0], el i A B U8 8%, TR QI N B B RER F AT A AR R
F R R . AR B A0 MM 3 , 40 M N TR 5 DNA A RNA BR R, B 5 > IRBAEE
HEAE 5 R SROME A AT R R P & AR, DL 5 o 3 A T B, X P A R Uk
3.2.29 [E{K elementary body

R IEFEAREIEA K BN, BAR20 0.3 pm  BEJRE FLBE , BB h JOR BUR IR E54



SC/T 7011.1—2007

3.2.30 %44k initial body,
RItk4E  reticulate body

XERPPRAE, KRR A KR, RIE S BEE , BN 1 pm, BEHMHE, AR BRE%E, THER
BEiH
3.2.31 MRRIE rickettsia

—RK/M FHEFRREZE LB Q oL R KRS, WA RRE T 1R UE A, FEE QRN T 1 FF 4
BRI . AR FFRBEEBIES. EEEBHET I L, FE T8 EW SRR
W, AU S AR, B 2 IR B X TR IR UBK R AL AR e 2
3.2.32 EIrmEREKME rickettsia-like organism, RLO

TEA SHAER 5 SR RARAE IR /N EIFF R TS , A d R, B EE MBS, FETHF 4N
A, ‘
3.2.33 #%®® virus

B - REFARNEETENE MW EARBBEY . WER/NMIZREK, WERIER
K(nm) ,JEEFFR BRI SPEDR FR R BLR  FRRAZRE, REXN THRERR, 8—MKE
HEA—-MER; ERE FRBREMBEREHIEKR & REBRFHS, R HHITER S I
P FEBESRMAT BN UL A ML E RS FREKBFEIRIFHERE
3.2.34 f®EH® virosis B virus disease

TR RS K e R A R AR R T IR
3.2.35 fREALF virion.

REHEHAL  virus particle

REA T ERER, BB SHEBNANRE., ENEERSREBRNERD R, KR TR
BRI M T ENZORERA ., WA MWW EER, (H - FH0A X5, mEhF—
R TR, TRBEIR A —E %,
3.2.36 &%= capsid

ERAERBEERINEN—EEBERIK, BiF B RKFBE—E LM RIES TR, 2R FH
FEXZBREMAGURE S , R R
3.2.37 #4K% nucleocapsid

BB ETE—ENEHE . ERETRTEE ERE") LAREHREARLH,
3.2.33 EWE,8HR envelope

FELR AR AT R TS 4IRS 1 B T8 4 AR B AL 22 B A B R TR A K SRS
B —ER AR IRE O, ok B 15 35 4 MR8 Sl RRAE 0% 2 B0 B B A AR R R I BCRE54
3.2.39 & inclusion body

FERB R AREA, 2R AT AE¥ BHENEIN S EEHEEARRNEW, THFET
ML S AR P, BB YYR E N R T 2 SRS B . SRR L RRE A BT, R K& &
KeRHES R B AL AR, AT LU R B LA &
3.2.40 HIEFE lethal dose

RIS A YRR 2SR T AR R AR B .
3.2.41 F¥HBIEE median lethal dose, LD50

R M B F= A 50 % FE TS MR R IR SR .
3.2.42 FEHIERE] median lethal time

RIG A YR T= A 50 % FET- B 7 A9 1]
3.3 fERFIFE

4
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3.3.1 fER symptom

YRR GRS BRI RS T RN R ERA,
3.3.2 & disease

B 20w N BEA TAEYURREEL T IEH A MiE s A,
3.3.3 f®E lesion

VAR HE SR EEBUREERERT RAEN RS2 S5 E 21k,
3.3.4 /&t focus

HA WA E HZ B EEWERTS R EAL
3.3.5 EFE tic

H R 2T RO T S BRI R
3.3.6 ZE4 atrophy

HERSRZ B HMERER, E¥ AT A8 H8E K 49 RS 5 R R R %N &
THREWUR MR
3.3.7 T  degeneration

B PR R 5 R4 Y AR, NS B RN R T RE YRS EE YR E R
BZ RSN AN R, TH BN & TBEN (A EHSHEEABIKE T R RN
WL
3.3.8 HPaRIK#EEZEH  cellular hydropic degeneration

PR PR BREETENR, KRN RE R, A E SR TIRE T R, AR K A3
£ T8 A0 MK B, =B N FR T A KRR AR e . SR RITHBR , M FT DA B H (B AR dr s & R, N
A BT UG W7 A2 HE BORBE
3.3.9 RERATME fatty degeneration

ST B 5 P e R b I R A B R SRS 3R T P 4 e BRI B MR T AR
3.3.10 #H#E#HETH fibrinoid degeneration.

HFHEHIFI fibrinoid necrosis

() i P9 JC D 44 /IS I A BE ) — PR AR M, B AL 88 BN PR L i 28 2 /INAEAR IR K, TSR 4 4R
MR, BN FARE, BN R NRRY L, HE BB, UF R B, MRFEER
FEARYE s B TR HIRBE I LA R 4E R FHEIRFE
3.3.11 ZEAEHHIEEHEETY  hyaline degeneration

PN EE] R B T HE JY @ R IS B IR, IR A, BRI R
EEEY A, RIFR AR, W W TR B RS
3.3.12 #HBEHEM mucoid degeneration

HAME RN H LR HRENAR
3.3.13 EHHEHZEY amyliod degeneration

HENEEMHEY RTINS
3.3.14 =iaTMH vacuolar degeneration

75 240 P R R AR S BB K a1 TR R/ INAS S K I B & X AR
3.3.15 ZEMK alteration

RAERTHR R AEWZHEFRIATCR IS
3.3.16 ¥R3E necrosis

ERRASAMAMRAIET AR, FERIVARIBEKR S SRR BERSHR AR A%

5
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AL, RS AR BB RIER N, RFERTE S22 B R AL 40 B B R EE
3.3.17 %ffE gangrene

IFEHLSNR - 2K 5B, fEA AR S MBS
3.3.18 ##3 infarct

FA 1 % B 22 S BRI ER A R B IR FE B AL
3.3.19 &R adaptation

BRI R A SRR IGET , HURAIEREE 007 & AL, SR LA B o A AR BRI A5 45 g —
Rt (AR AR Z Rl F J& SR RIS — , WTE R AR PR o
3.3.20 8% repair

HAW G B A B EREASHA BAMKE TR,
3.3.21 FM hyperemia

JRTRHE S E WY 5K, & i B WA 1E F 8 — R LA A B A A R RO . 4320 3h Bk ik 7E I
(fATFR FE 1 ) FR Rk A 72 i (T ARV ML) o
3.3.22 #M anemia

AR BESTHEROAR MaEARERTEREMNIALR,
3.3.23 HMm hemorrhage

1M R SE B MR S BUMLB G I L 8 508 MBI o ARt PR I 032 A\ 4 458 (] Bt Ak s
PP I, FRBMA RSN Y “ S L s B AMEG B AR, DR ot B R T S ARG o i ] R S a5 R
BEHEARERHE MY BEERN”, 20 TFRESEERR RS, 2 HER M EHSA P EERAR
S/ B AR, B/ I, B B A VR R AR T A LRI BR P T B R,y if i, ) I
TE AR B Y “He 1ML
3.3.24 /M hemolysis

CLAMMUR R, 412 H e ), FRAL 40 MU v A , TRT PRI I
3.3.25 Wi septicemia

W IRIAAR A MBI REAE K B ME
3.3.26 1% thrombus

TE SR TE O BE B I P 5 — 3R 43 R I B4 & A AT SR A N 11 BT T B [ (AR B o
3.3.27 sRpi@tEmMEMEIM disseminated intravascular coagulation, DIC

LR B M1 0, 762 B A B N TR R R B F £ 46 3 A0 i AR 4 A BB AU AR , T 2 40 i i &
a5 B A2 B 40 00 A0 /N L N B
3.3.28 kPt edema

A (] YR AR B R T R AE B R AR el & B P R A B 42
3.3.29 #R/K hydrops

HA BRI O JEE N E SR EEAN T EERIALR,
3.3.30 EE7k ascites

EREHEBRIAEERE,
3.3.31 #fE inflammation :

A M R G008 R U0 403 B & A= B4 LA B A8 Dk 3 1 SRz, L o I 8 I I 2 4% i 3 2 K 0 3R
o RIEFTPHAKEAIRLRFELR BN G4, 285 R B F R — T, T8 H A5 A ) 2 bt
EW—TH.
3.3.32 MR catarrhal inflammation

6
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DAFEWE A E B2 A M R R RAE
3.3.33 {LBRMKAE pyogenic inflammation
PIKBZEZEMERS B, LR FFERH W —FRIE
3.3.34 Hmt$EKE hemorrhagic inflammation
SERE R A T R 3 5 M 1 K A R I N T BOR B 4T 40 B ¥ A AR AE
3.3.35 &% ulcer
bR AR 4 R R R R BRI A 2R
3.3.36 BEXE erosion
FREHBARZENRERHLGRE
3.3.37 BRPh  abscess
MR AN E NIE B R IR M .
3.3.38 7k#& water blister
A& MK, HE KN A YR
3.3.39 ¥F# scabies
B RN KB T ALA R RR P RAE R .
3.3.40 #H exudation
H T R B F , I T B M S, RAE SR AL PN B R B R A\ B R AR R R B R R T
igpug
3.3.41 HIZEM  acestoma
975 B P M A A 3 A S A N AT A 4 P AR T IR 2 BURCR AL 3
3.3.42 &% hyperplasia
YA BENE , A RBEHAMSE R RIS 8457 74 2 M AR B 5
B & U R B IS AE O T AR MR A R N A AR RS PRI A =,
3.3.43 BBX hypertrophy
A T4 AR KSR B M ST R BA LM E R R EIER .
3.3.44 P& tumor,neoplasm
PUAESMBOEREEAT  BRASHARAREFKE L RETHEERKNIERRE, S8RE
AT T Y
3.4 BEE5RT
3.4.1 R infection
REMAER AL YR S A YR EER R S, 5 RA L RS, SRS AT
BB T M R AR
3.4.2 R  abortive infection
FREVEAE 4TS, AR S R R TR E N R R R E RS, R B ER A
REA A S MBS, A B A B AR ETRERS , BB AR .
3.4.3 WiEMRE  endogenous infection
Bk B BB B SRR SUA R R A 5 | R g
3.4.4 SMEMEREE  exogenous infection
Bk B Ho At B SR B S R SRAE 5 | RS R
3.4.5 RBREHE  immersion infection

o S AT K AR A B 5 R K 7 S B R R
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3.4.6 FERE$ surface infection
IR AR S R, — A RA MK, B R B SS B E BRI,
3.4.7 KEtER# inapparent infection.
TIEFEKBE: subclinical infection
LR BIREAR PR IR RA ZHET AR, WEAREER ENEKER, BEREH
B S I RAE AR R A AR
3.4.8 D&Y  apparent infection.
MRS  clinical infection
LY R ERARKIREAE R BER LR, B EZ2EHRE, BB B RER
MR, '
3.4.9 BERE#E. local infection
Jai BT — B R AL B
3.4.10 £5B systemic infection
B RE EREESERET Y2 SY 8, 5 8 &Mk RER,
3.4.11 £0O8:  peroral infection
R R AR 20 1 Rt A ML B — R R
3.4.12 EEERB# vertical infection
9o T A o A3 o O A O SR R A B IAE 48 F R —Fp R K
3.4.13 JKFEREZ horizontal infection
SR SR A TR P ) — R AME TR S 5B — B I — R T R
3.4.14 AtEEE  acute infection
BRI, B A RREEH 280, K E B VRN R B TER R AR R
3.4.15 18 ®E#% chronic infection '
BHSERERYYE REAR IR 2B, WTRESRAAE T RS A R AW HE & R 55, 52 %1
M.
3.4.16 FEEMEREE  persistent infection
’ o SR ARTE R AU G FTTENLA MR SAF O 2 REFE R EH4
3.4.17 BEFRHBBYL slow virus infection.
IREZBH  delay infection
R E B RHREA BEEEZEHTEZA, LG BB TR , B H B Rg,
3.4.18 #E{KEE$ latent infection
ot RERRE , BHIEFRET - CHARAMN, REERERRY,
3.4.19 #{KHd Ilatent period '
W SRR AL PR 2 Y BRI PRAE IR A — B B ]
3.4.20 f5%4% infectious disease
T2 HUR IR ) O3 AR A LSk IR SRR B IR e ik B IR %) Rk = 5
E g R BB R R
3.4.21 {&4iE source of infection
b e A
3.4.22 4T epidemic
TATHE AL G A7k V- B3 8 TR AR BRI — UK E R BIA
8
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3.4.23 REMMIT epidemic outbreak

RIRET R 43 = B E R F— N R Z A RATRRR .
3.4.24 ZFRE incidence of disease

RBRFATR R N — R G ik, BV R = RRE/ 5 B3P X 100,
3.4.25 B##E infection rate

H5EWE—ERMNBATHREERN 2N, BB R = BRIK /5 B Y% X 100,
3.4.26 ZET-#E mortality

RATREEREN—FMEITa e, BIFET-F = FET- 5/ 5 B3l P% < 100,
3.4.27 HIE lethal rate

5ERE—RRMRITREERENESE, LR = T3/ B3 PE < 100,
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£ 5]
moxX ® 5

B
WL 3.3.25 KIRFE 3.4.24
YHHIER 3.2.41 JEX 3.3.43
FHBOERTE  3.2.42 SFFWATIRE 3.1.7
REMWAT 3.4.23 Bk 3.3.30
LRk 3.2.39
HWE 3.2.17
P 3.3.7 B 3.4.1
R 3.3.15 JRIPE 3.4.25
RHEBEYL 3.4.6 EEXRRE 3.2.14
WA 3.3.3 3 3.3.18
R 3.2.33
WER  3.2.34
REERL 3.2.35 LR EE  3.3.33
WRERT 3.2.35 WHE 3.3.17
wHE 3.2.1 I 3.3.16
R 3.2.2
Wik 3.3.4
A 3.3.11 FfEERE 3.3.32

C HEE 3.2.26

ZWEE 3.3.14

RN 3.2.21 %% 3.3.35
RREtERY: 3.4.16
FEif 3.3.21
Wit 3.3.23° iR 3.3.2
H il PERAE 3.3.34 FHE 3.2.5
fE495%  3.4.20 FER 3.2.6
B 3.4.21 Bk 3.3.29
FEHBR 3.4.12 APERY 3.4.14

D JERE 3.2.16

R 3.3.39

MmN 3.3.13 O 3.4.11
Bqh 3.2.4 BE 3.3.5
FE 3.2.20 BBES: 3.4.5

JRERRRG: 3.4.9
BE 3.2.18
10



B2 3.2.11

XEE 3.2.25
Rk Kk 3.2.32
MREKREAE 3.2.31
W7 3.4.22

M

BRFRERRE 3.4.17
BHERY 3.4.15

BER: 3.3.36
g M NEm  3.3.27

N

#®HEE 3.2.38
NEE 3.2.23
WIS 3.4.3
WS 3.3.12
FRi 3.3.37

I 3.3.22

BIRES 3.4.18
BRE 3.4.19
HEERDTH 3.3.10
R&%&H 3.2.7
REMER 3.2.8
EHBE 3.4.10

I 3.4.24
BME 3.2.24
WM 3.3.41

ik 3.2.30
B 3.3.19
BH 3.3.40
K=EhYmEz 3.1.5
KF=BYIRIESE 3.1.4

KEHPRATIRE  3.1.6
KEsES 3.1.1
KA 3.3.38

KRG 3.4.13
KAEZHYER 3.1.2
IKAESIYIBARBEIE  3.1.3
KB 3.3.28

FETH 3.4.26

ERAME 3.3.11

SR 3.2.22
SMEVERRG: 3.4.4
PRI 3.2.30
E£49 3.3.6

X

MMERIKEEAEE 3.3.8
R 3.2.13

MW 3.2.15

WAy 3.2.12
BERY 3.4.8

BE 3.3.20

mi# 3.3.26

M 3.2.19
RIE  3.3.31
KFE 3.2.36
KIFfk  3.2.28.
R 3.4.7
JFik 3.2.29

Z

BEomteaRElE  3.2.3
MM 3.3.9
HIEHE  3.2.40
BIER 3.4.27
XIRE 3.2.27

HE 3.2.9

HER 3.2.10
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e 3.3.42 Mg 3.3.44
ER 3.3.1

12
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X X R 5l

A

abortive infection 3.4.2

abscess 3.3.37

acestoma 3.3.41

acute infection 3.4.14
adaptation 3.3.19

alteration 3.3.15

amyliod degeneration 3.3.13
anemia 3.3.22

antitoxin 3.2.26

apparent infection 3.4.8

aquatic animal epidemiology 3.1.6
aquatic animal pathobiology 3.1.4
aquatic animal pathology 3.1.5
aquatic animals 3.1.3

ascites 3.3.30

atrophy 3.3.6

B

bacterial disease 3.2.15
bacterium 3.2.13

capsid 3.2.36

capsule 3.2.16

catarrhal inflammation 3.3.32
cellular hydropic degeneration 3.3.8
chlamydia 3.2.28

chronic infection 3.4.15

clinical infection 3.4.8
D

degeneration 3.3.7

delay infection 3.4.17

disease 3.3.2

disease of aquatic animals 3.1.2

disseminated intravascular coagulation 3.3.27

edema 3.3.28
elementary body 3.2.29
endotoxin 3.2.23
endospore 3.2.19
endogenous infection 3.4.3
envelope 3.2.38
epidemic 3.4.22
epidemic outbreak 3.4.23
erosion 3.3.36
exudation 3.3.40
exogenous infection 3.4.4

exotoxin 3.2.22
F

fatty degeneration 3.3.9
fibrinoid degeneration 3.3.10
fimbria 3.2.18

flagellum 3.2.17

focus 3.3.4

fungal disease 3.2.10
fungus 3.2.9

G

gram Staining 3.2.14
gangrene 3.3.17

haustorium 3.2.12

hemolysin 3.2.24

hemolysis 3.3.24

hemorrhage 3.3.23

hemorrhagic inflammation 3.3.34
horizontal infection 3.4.13
hyaline degeneration 3.3.11
hydrops 3.3.29

hyperemia 3.3.21

hyperplasia 3.3.42

13
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hypertrophy 3.3.43
hyphae 3.2.11

I

iatrology of aquatic animals 3.1.1
immersion infection 3.4.5
inapparent infection 3.4.7
incidence of disease 3.4.24
inclusion body 3.2.39
infarct 3.3.18

infection 3.4.1

infectious disease 3.4.20
infection rate 3.4.25
initial body 3.2.30
inflammation 3.3.31
invasiveness 3.2.7
invaded disease 3.2.8

L

latent infection 3.4.18
latent period 3.4.19
lesion 3.3.3

lethal dose 3.2.40
lethal rate 3.4.27
local infection 3.4.9

M

median lethal dose 3.2.41
median lethal time 3.2.42
molecular epidemiology 3.1.7
mortality 3.4.26
mycoplasma 3.2.27

mucoid degeneration 3.3.12

N
necrosis 3.3.16
neoplasm 3.3.44
nucleocapsid 3.2.37

P

parasite 3.2.6

parasitism 3.2.5

pathogen 3.2.2
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pathogenicity 3.2.3
pathogeny 3.2.1
persistent infection 3.4.16
peroral infection 3.4.11
pilus 3.2.18

pyogenic inflammation 3.3.33
R

reticulate body 3.2.30
repair 3.3.20
rickettsia 3.2.31

rickettsia-like organism 3.2.32
S

scabies 3.3.39

septicemia 3.3.25

slow virus infection 3.4.17
source of infection 3.4.21
spore 3.2.19

surface infection 3.4.6
subclinical infection 3.4.7
symptom 3.3.1

systemic infection 3.4.10
T

thrombus 3.3.26

tic 3.3.5

toxigenicity 3.2.21

toxoid 3.2.25

treatment and prevention of diseases of toxin
3.2.20

tumor 3.3.44

ulcer 3.3.35
VvV

vacuolar degeneration 3.3.14
vertical infection 3.4.12
viral disease 3.2.34
virulence 3.1.4

virion 3.2.35

virosis 3.2.34
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virus 3.2.33
virus particle 3.2.35
water blister 3.3.38
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