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CT Findings and Clinical Features of Left — sided Portal Hypertension. Dai Min,Xu Li,Chen Xiongfei,Yan Zhihan. Radiology Depart-
ment , The Second Affiliated Hospital of Wenzhou Medical College , Zhejiang 325000 , China

Abstract Objective To analyze the multi — slice CT appearances and clinical features of left — sided portal hypertension( LPH).
Methods Multi - slice CT images of 23 cases with LPH were reviewed, and especially perigastric collateral channels,splenic veins and
spleen size were evaluated. Eight cases underwent endoscopy examination. Results The main clinical findings were epigastric pain in 20
cases, jaundice in 6, weight loss in 7,splenomegaly in 19, hematemesis or melena in 4 and abdominal masses in 13. Among 8 cases with
endoscopy examination,5 showed isolated gastric varices,3 showed both gastric and esophageal varices. Enhanced CT demonstrated splenic
venous occlusion or stricture in 23, splenomegaly in 19, as well as enlarged and tortuous gastroepiploic veins in 23, short gastric veins in
15, and gastric coronary veins in 13. Conclusion The clinical symptoms of LPH are usually associated with primary diseases. The major
CT findings include splenic venous occlusion or stricture, perigastric collateral veins and splenomegaly.
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The Effect of Sanchi on the Expression of Hepatic Cytokines in Rats with Alcoholic Liver Disease. =~ Huang Zhiqun, Chen Zhiyun, Yan
Maoxiang ,He Beihui,Cai Danli,Liv Qingsheng. Zhejiang Chinese Medical University , Zhejiang 310053, China

Abstract Objective To evaluate the effect of Sanchi on expression of hepatic TNF — o, IL —6,1L — 8 and leptin in rats with alco-
holic liver disease (ALD) , thus to explore the mechanism of Sanchi in alcoholic liver disease. Methods Seventy SD rats were randomly
divided into five groups: the normal group (n =10), the model group (n =15), the high - dose Sanchi group (n =15), the low — dose
Sanchi group (n =15), and the tiop ronin group (n =15). Alcoholic liver disease in rats of the model group was induced with mixture of

alcohol — corn oil — pyrazole inl4weeks. Rats in the high — dose Sanchi, the low — dose Sanchi, and the tiop ronin group were treated with

S5 4T VA S B 25 B Y BT (2007 Y A009)

P4 R 310053 B , W7 VT oI 25 2 2004 G-k AR B2 R BF G (3R BE) 5310006 BUM WL o IS B 0 AL BF 9 2 (B2 25
FEFERE TREIE B8 PHAT) 5310007 M I o B B ()

IR 3 R 2 98 B, WEE /A 0. o3 T4 : zhiyun — chen@ tom. com



	YXYJ1102 42.pdf
	YXYJ1102 43.pdf
	YXYJ1102 44.pdf
	YXYJ1102 45.pdf

