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Effect of Liushen Pill on Expression of PDGF and VEGF on H22 Hepatoma Ascites Transplantable Tumors
and Discussion on Relevant Mechanism
Qi Yuanfu',Ti Huijie’,Li Jing®
(1 The Affiliated Hospital of Shandong University of TCM, Jinan, Post code: 250011
2 Shandong University of TCM , Jinan, Post code;250355)

Abstract Objective:To explore the effect of Liushen Pill on expression of PDGF and VEGF on H22 hepatoma ascites transplantable
tumors. Methods; Models of H22 hepatoma ascites transplantable tumor were established for different groups of intervention. Immunohis-
tochemical method was used to measure the expression of PDGF and VEGF for statistic analysis. Results: the average grey level and pos-
itive rate of area density in Liushen Pill group,cisplatin group and combination group were all significantly lower than that of the control
group (P <0.01). The lowest grey level and most obvious inhibition effect in combination group showed that combined application of Li-

ushen Pill and cisplatin would bring synergy. Conclusions: Liushen Pill would restrain the generation of tumor blood vessels whose mech-

anism shows relevance with inhibition of the expression of PDGF and VEGF.
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Change of NO/NOS in Rats of Qi-blood Stagnation
Ning Tianyi, Wang Tingting, Jiang Jing, Cheng Jiayi
( Liaoning University of Traditional Chinese Medicine ,Shenyang, Post code:110032)
Abstract Objective; To investigate change of nitric oxide( NO)/NO synthase ( NOS) in Qi-blood stagnation of rats. Methods; Wistar
rats were randomized to four groups: normal control group, model group, low concentration group, and high concentration group. The
Qi-blood stagnation model was established by complex pathogens. The content of NO in plasma and liver tissues of rats was measured by
spectrophotometric. RT-PCR was used to analyze liver tissues NOS mRNA expression. Results: The plasma NO of model group[ (0. 52
+0.33) wmol/L] decreased significantly compared with normal control group[ (2.77 £1.73) umol/L] ( P <0.01). The plasma NO of
treatment group[ (2.37 £0.53) umol/L] increased significantly compared with model group[ (0.52 £0.33) pumol/L] (P <0.01). The
NO in liver tissues of model group[ (0.52 £0.24) umol/mg] decreased significantly compared with normal control group[ (5.87 = 1.
72) pmol/mg] (P <0.01). The NO in liver tissues of treatment group[ (3.72 £1.53) umol/mg] increased significantly compared with
model group[ (0.52 +£0.24) pmol/mg] (P <0.01). The expression of NOS in liver tissues NOS mRNA expression in model group de-
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