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Role of vascular endothelial growth factor on ascites formation in portal hypertensive rats”
ZHAO Yong-zhong' . QI Zhi-ping® , ZHOU Ying-qiong® set al.
(1. Department o f Gastroenterology ;2. Master;3. Department o f Pathology A f filiated Hospital of
Guilin Medical College ,Guilin 541001, China;4. Department of Biochemistry Teaching
and Research ,Guilin Medical College .Guilin 541004 ,China)

Abstract: Objective To study the role of vascular endothelial growth factor on ascites formation in portal hypertensive rats.
Methods
(SO) group with 16 rats,portal vein ligation combined with thalidomide treatment (PVL-T) group with 8 rats. To induce the for-

Male S-D Rats were randomly divided into three groups: portal vein ligation (PVL) group with 32 rats, sham-operated

mation of ascites,1. 0 mL of 33.33% glucose was injected into abdomen of every rats in 1,3,5,7 days after operation. Ascites and
mesentery was collected 30 minutes after injection of glucose solution. VEGF levels in ascites were measured by ELISA. Expression
of VEGF in tissues was studied using real-time RT-PCR and immunohistochemistry. Results 1 day ,3 days after operation,the a-
mount of ascites and VEGF level in PVL rats was significantly higher than that in SO rats(P<C0. 05). whereas,5 days,7 days after
operation, the amount of ascites and VEGF concentration had no significant difference between the PVL group and the SO group(P
>0.05). 3 days after operation,the amount of ascites in PVL-T group was significantly lower than that in PVL group(3. 4 &+ 0.27
mL vs 4. 92 £ 1. 53 mL,P<C0. 05). Histological results showed that Many dilated collateral veins were recognized in the mesentery
of PPVL rats. The endothelium of the veins was immunohistochemically strong positive for anti-VEGF in PVL rats. Real-time RT-
PCR results also showed that VEGF-mRNA expression of mesentery in PVL-T group was significantly lower than that in PVL
group (P<C0. 05). Conclusion

crease expression of VEGF may be associated with ascites formation in portal hypertensive rats. Suppression of VEGF activity may-

Portal hypertension increases ascites formation which is caused by a difference of osmolality. In-

be a new strategy for treatment of refractory ascites in cirrhotic patients.
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VRl B AL, 2 10 %0 P P AR R SV R E 24 b L K
VEA IS PR (2 4 pm) SR A 3% 4146 SABC % (it A
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2.3 RS ¥k K VEGF %y difb e s PVL 41K

U 2R AT D076 4 o RN i KO R T sk AL AN AR R 5 T SO
B, WG K 1, PVL 4l KB % &K VEGF ¢ 0 2 35
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