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ABSTRACT The impacts of White Spot Syndrome Virus (WSSV) on the haemocyte phago-
cytic activity,and the acid phosphate (ACP) and alkaline phosphate (AKP) activities in the hep-
atopancreas of Procambarus clarkia were examined. The results showed that the immune factors
of P. clarkia changed along with the WSSV infection time,and phagocytes activity could reflect
the health of shrimps indirectly. However, the variation of the ACP and AKP activity was not
obvious and had no apparent tendency during different infection stages. This study provided bas-
ic data on immune level change after pathogenfc affection.
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A M 20 22 90 4E %) XT BF [ BE 45 4 1F %5 8 (White Spot Syndrome Virus, WSSV) 8| & (1) 55 5 MR S5 78
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TRy A AL EE R B A RS (R LS 1999) 3538 5T Mtk B b A0 By 4 4L B (Phenoloxidase, PO) it & 4L ) B8
(Peroxidase) £ % (Lectin) . I Il X (Hemolysin) F W EFA R XM BN . EHER Y B 89 (Soderhall
etal. 1998; RMWGELE  1999), X 6 RE N T 78 Pk P9 15 4 19 R /I B He I e o 1 A e /K P B9 s IR B AR
1999), 7% R BUEAF Cambrus proclakii SXTUFAHEL A& EE . 5 TR, RET 2. 8 #E (1998 KEH
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f B VL I B BT Procambarus clarkia 600 B, FIJRE 40 g, /&4 8. 70+0. 78 em,F 2007 44 A 1L
KAV F LMK 56, % B R B S e 58 ke, mm%m& WSSV, SLIRiE 7 7 d.
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RRYLTERN S WSSV MR, A& R BRI 53.5 g LI E — 80 CLRAFMBRYL WSSV SE T Hy Xt &F
PRk R, IMAERE 4 CHY B IR A= FER 7K, 20 000 r/min JKIBSIHK . KGR EIHKM 4 °C,3 000 g
B0 10 mins B ESE W 4 000 g.4 “CE 0 10 min; B E WS 6 000 g,4 ‘CE.0 10 min; Bt F 5 8 000 g,4 CHY
£ 10 min, F¥ERZ 400 HFB R F 245, F 0. 45 pm MBS IRER B, 7026, JF T — 80 CHfF. W%
HEBEREZFASHREAEY 0.2 g, 7 FLEESERTRFBLIAR,
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WAL 6 41, W4 E S ICFELR 10 B, % 1 HEEES WSSV M BRIREW .58 2 HE% 5 A HKK 10
HRRE WSSV MR, 5 6 ST A koK, R T4 AT ST 200 pl. SCERAIE A AN 1.5 L 2RK
WA BRIRSR 1 BEER, UM 438 SURYS . i s H AL T 2R B0, VB iU 22 0. 5~1 o, B BUE E A
SEMP RAFEW I 1. 5 ml 808, 4 CHRAZ TR .
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VKIS 4R, B AR A IF IR AR, B 3, T KIS P S 3 i A T B AR 3R AR K, iR 15 81 0.1 g/ml. 4 000
r/min,4 ‘CELL 10 min, BR-AULIESS - BN AT R AR R BB , FT T ACP L AKP 3EHE RG22 (n=3) ,
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B AR ERAE F R AR A AR 20 Rl A 7 i “ Y VR sh M 4H 21 B R 4 DNA #2830 & " 2 3L DNA, WSSV % PCR
5% WSSV101,WSSV924 MAL R E R, HigdE TAY TREARS AR A A BT =YK B 824 bp,

25 ul PCR R R tA R ALFE . REMFEK 17.75 111, 10X PCR S 2.5 pl, 25 mmol/L MgClL 1. 5 pl,10
mmol/L dNTP 0.5 ul,20 mmol/L IE# 3[4 0. 75 ul,20 mmol/L 754 0. 75 ul, Tag DNA B4 8 (5 U/
pl) 0.25 oI, DNA #4571 1. PCR R 4544 :94 °C 2 min FZME;30 NMEH .94 °C 30 s &E,56 C 30 s B,
72 °C 1 min fEH; B )5 72 CHRE 5 min,
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Fig. 1 Phagocytosis of P. clarkia haemocytes Fig. 2 Impact of WSSV on the haemocyte phagocytic
on Staphylococcus aureus bacteria indicated by
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Fig. 3 Impact of WSSV on the activity of acid Fig. 4 Impact of WSSV on the activity of alkaline
phosphatase (ACP) in P. clarkia phosphatase (AKP) in P. clarkia
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