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Effect of Ginkgo Biloba Extract( GbE) on the Expression of Collagen I ,

brosis Rats.
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Objective To observe the effect of Ginkgo biloba extract( GbE) on the expression of |
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Collagen I ,TIMP -1 mRNA and MMP -1 mRNA in Hepatic Fi-

Hua Caicheng, Wan Yuantai. Medical College, Wuhan University of Science and Technology, Hubei 430065, China

, I collagen and TIMP - 1 mR-

NA, MMP -1 mRNA in hepatic fibrosis rats, and to explore the mechanism of anti — fibrosis. Methods Thirty rats were divided into 3

groups ( control group, model group and treatment group) , and every group had 10 rats. A group was normal control group, with no spe-

cial treatment; B, C groups were made into rat liver fibrosis model. At the same time,Rats in C group were treated with Ginkgo biloba ex-

tract. The expression of [

were detected by RT — PCR. Results

The expression of [ ,

than that of control group (P <0.01). After treated by GbE orally, the expression of I ,

lower than that of model group (P <0.01).

, Il collagen were detected by immunohistochemistry and the expression of TIMP — 1 mRNA, MMP - ImRNA

Il collagen in model group and treatment group were significantly higher

Il collagen in treatment group was significantly

The expression of TIMP — 1 mRNA, MMP -1 mRNA in model group and treatment group

were significantly increased than that of control group( P <0.01). The expression of TIMP — 1 mRNA in treatment group was significantly

lower than that of model group (P <0.01), but the expression of MMP — 1 mRNA in treatment group was significantly higher than that of

model group (P <0.01). Conclusion Ginkgo biloba extract may promote the degradation of |

, Il collagen and play the role of anti —

fibrosis by inhibiting the expression of TIMP -1 and increasing the expression of MMP — 1.
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Clinical Observation of Chemotherapy with Temozolomide in Glioblastoma Multiforme. Wang Liang, Li Gang, Li Baofu, Feng Fu-
qiang, Ji Peigang, Gao Guodong. Glioma Research and Therepy Center, Department of Neurosurgery, Tangdu Hospital, The Fourth Mili-
tary Medical University, Shaanxi 710038, China

Abstract Objective To discuss clinical results of chemotherapy with temozolomide in glioblastoma multiforme. Methods The
clinical results of 31 patients underwent chemotherapy with temozolomide in glioblastoma multiforme were retrospective analyzed. Results
All of patients completed more than 3 circle chemotherapy with temozolomide. 6 — mon effective rate was 29.0% ,and 6 — mon progression
— free survival rate was 64.5% . Only one case appeared myelosuppression. Conclusion Chemotherapy with temozolomidea is a good
choice in glioblastoma multiforme after surgical and radical therapy.
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