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Table 1 Biochemical analysis of ascites of diseased f£ish

Mg s N

WemE BE+FEE
#(m mol/l) 8.86 + 0.48(10)"
gi(m mol/1) 108.30 + 5.82(10)
#{m mol/1) 88.20 £ 9.67(10})
DA mg /A1) 0.15+0.088(10)
W EE(meg/d1)@® 170.58 + 88.72(10)
EEa(g/dl)® 0.28+0.26(10)
LDH(IUT/) 11150.80 £ 271.76(10)
GOT{IU/1) 122.40 + 87.588(10)
GPT(IT /) 86.10 +8.40{10)
AMY{FEEMNM) 157.80 + 84.88{10)

E: OERASTETIENAKE), (2)ILE pmol/1x0.0113

=mg/dl, (3)W#M mmol/lx19.8=mg/dl, (4)H 3 £%
£ PR B E S AR,
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R3EREAT 2 HFANMEZERRXANER (A DTR, BRaNHEA Y
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Fig. 1 Scanning electrophorogram of the serum protein of
healthy(A) and diseased (B)fish
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Table 2 PBiochemical comparizon between the bloods of healthy and diseaged fish

# FE A i &
o oz W OH

Lol o ] Nl £ Fre =P
#{mmol/1) 4,07 +0.58(10 )% 3.94 £0.58(10) >0.80
#(mmol/1) 127.56 +5.70(10) 106.48 29.21(10) <<0.001
#(rnmol/1) 108.85 +1.77(10) 856.54 +11.45(10) <0.001
BB mg/d1)® 0.008 £0,016(10) 0.148 £0.03(10) <0.001
HEM me/dl)+ 607 +45.79(10) 184.49 +42.32(10) <0.001
BEL(g/d)® 4.17 +0.43(10) 0,83 £0.20(10) <0.001
LDH{IU/A) 863.80 +121,48(10} 1118,10 £ 187.11(10) <<0.001
GOT(1U/1) 42.80 +15,52(10) 125,60 + 88.18(10) <Z0.001
GPT(1U/1) 10.92 +4,15(10) 48.80 + 14.66(10) <<0.001
AMY(FRR B4 /1) £5.17 +31.92(10) 172.20 + 28.08(10) <0.001

B (DA RBR U RY,P>0.06 CREXR,P<0.06 RREF, P<0.01 B4 8%, P<0.001
FAERDE, QESARTRTUENAR(E), (B umal/1x0.0118=-mg/dl, (4)% & &
mmel/1x19.8=mg/dl, (5)% 3 ML MNMEREAERE,

(Z) WK S8k EREE
593480 10 LT 5 8K B0 2 A A BB LK 3,
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Table 3 Biochemical comparison of serum and ascites of diseased fish
m i 7
wEIE
PE + bR ¥l + B pw

#(mmol/1} 8.94 +0.53(10) 8.8610.48(10) >0.5
#(mmol /1) 106.48 +9.21(10) 103.80 £ 5.82(10) 0.4~0.8
¥ (ramoi/l} 85.54 +11.45(10) 83.20 £ 9.67(10) >0.5
FLE(mg/dl)* 0.146 £ 0,08(10) 0.15+0.083(10) >0.5
WE E(mg/dl)w 184.89 +42.32(10) 170.58 + 38.72(10) 0.5~0.4
BER(g/dH)® 0.3310.80(10) 0.28 +0,26(10) 0.2~0.1
LDH(IU/) 1118.10 £197.11(10) 1150. 30 +271.76{10) >0.5
GOT(IU/1) 125.60 £ 88.18(10) 122,40 + 87.88(10) >0.5
GPT(IU/1) 48.80 1 14.,66(10) 86.10 +8.40(10) 0.05~0.02
AMY(RECHE /) 172.20 £28.03(10) 157.80 £ 34.88(10) 0.01~0.001

B: (LRt RBR Y §&,P>0.00 TREER,P<0.06 25 5H, PL0.01 3145 0%, P<0.001 &
FERRE. (DBSARFRFRENAK(E). (8 B mol/1x0.0118=mg/dl, (4)5 & M
mmol/1x18.8=mg/dl, {(5) 3 FHANMAROLFVREORMN,
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PATHOPHYSIOLOGICAL STUDIES ON THE HEMOLYTIC
ASCITESOSIS OF CRUCIAN CARP

Huang Qiyan and Liu Liyan
{ Shanghai Fisheries University, 200090)
Fan Liping
(Chongming Technical Advice Station of Fisheries. Shanghai 202150)

ABSTRACT This paper deals with the pathophysiology on the hemolytic ascite-
sogis of crucian carp.The cardinal symptoms of the disease is seriously producing
ascites in the fish. The aseites is light yellow or red, hyaloid, slight cloudy or
cloudy and solidf ied for most of diseased fish. In addition, the pH of the ascites
is 6.5, and the Rivalta’s Qualitative Test of protien is positive. Therefor, we may
reasonably conclude that the ascites is exudate caused by inflammation; it is
kepatic ascites but not transudate caused by circulatory obstruction. The contents
of sodium, chlorine, glucose, total protien, albumin in serum of diseased fish is
obviously lower than that of healthy fish (p<(0.001), particularly, the albumin
content is lower than 19z of that of healthy fish. The creatinine and enzymes of
LDH, GOT, GPT and AMY are much higher than that in healthy fish(p<0.001).
The above indicates that the pathological changes in liver, kidney, heart and
pancreas of diseazed figh have occurred seriously;the functions of liver,kidney and
pancreas have broken down and have been developing into uraemia and hepatic
comsa until the figh died.

KEYWORDS bemolytic ascitesosis, crueisn carp, pathophysiclogy



