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+299G > A Polymorphism of Resistin Gene in the Patients with Intracerebral Hemorrhage. Dong Xiaoqiao,Du Quan,Yu Wenhua ,Zhang
Zuyong ,Chen Jun,Wen Jianfeng ,Zhu Qiang,Che Zhihao. Department of Neurosurgery, The First Hangzhou Municipal People's Hospital,
Nanjing Medical University, Zhejiang 310006, China

Abstract Objective This study aimed to examine the relations of the +299G > A single nucleotide polymorphism of resistin gene
to the plasma resistin and C - reactive protein concentrations in intracerebral hemorrhage. Methods Totally 344 Chinese Han patients
with intracerebral hemorrhage and 344 age — and sex — matched healthy subjects were included in this study. Plasma resistin and C - reac-
tive concentrations were measured in the patients, as well as +299G > A polymorphisms of resistin gene in the healthy subjects and pa-
tients were genotyped using PCR - restriction fragment length polymorphism. Results The genotypes of the +299G > A polymorphism of
resistin gene included GG, GA and AA. The G and A allele frequencies of the healthy subjects were 64. 8% and 35.2% , respectively.
The genotype GG, GA and AA frequencies of the healthy subjects were 41.9% , 45.9% and 12.2% , respectively. The G and A allele
frequencies of the patients were 69. 3% and 30. 7% , respectively. The genotype GG, GA and AA frequencies of the patients were
49.1% , 40.4% and 10.5% , respectively. The genotype frequencies of the +299G > A polymorphism of resistin gene in the healthy sub-
jects and patients were in the Hardy — Weinberg equilibrium. The genotype frequencies between healthy subjects and patients showed no
significant differences (P =0.159). Plasma resistin levels of the patients with the genotype GG, GA and AA were (23.9 £7.2)ng/ml,
(26.4 £7.2)ng/ml and (26.9 £9.7)ng/ml respectively, as well as their C — reactive protein levels were (7.5 £2.2)mg/L, (8.3 =
2.7)mg/L and (8.4 +£3.0)mg/L respectively. By analysis of variance, the common homozygote (GG) had the lowest resistin and C -
reactive protein plasma concentrations (P all <0.05); the plasma resistin and C - reactive protein concentrations between heterozygote
(GA) and rare allele homozygote (AA) did not differ significantly (P all >0.05). Plasma resistin level was significantly associated with
plasma C — reactive protein level (t=7.032, P <0.001) using multivariate linear regression. Conclusion Our results implied that the

+299G > A single nucleotide polymorphism of resistin gene was associated with plasma resistin and C — reactive protein concentrations and
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seemed to be potentially involved in the inflammatory component of intracerebral hemorrhage.
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Expression of Circadian Gene Per2 and Cyclin D1 in NSCLC.
racic and Cardiovascular Surgery ,The First Affiliated Hospital of Whenzhou Medical College , Zhejiang 325000, China
Abstract

Cht Chuang ,Liu Yu,Lin Xiaoming ,Sun Chengchao. Depariment of Tho-

Objective To detect the expression of Per2 and cyclin D1 in non — small - cell lung cancer (NSCLC), and analyze

their relation to clinical pathological data. Methods The expression of Per2 and cyclin D1 was measured in 60 NSCLC and 20 normal

lung tissue by immunohistochemistry assay, then we analyzed the relation with clinical pathological parameters. Results The positive ex-

pression rates of Per2 in NSCLC and in normal lung tissue were 71.7% and 95.0% (P <0.05) , while the positive expression rates of cy-
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