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Abstract Objective

betes (T2DM) in Northern Chinese Han population. Methods

To investigate the association of the GIn223 Arg polymorphism in leptin receptor ( Lepr) gene with type 2 dia-
The genotypes of Lepr gene GIn223 Arg polymorphism in 728 unrelated
subjects of Han population from northern China (including 333 cases with family history of diabetes and 395 non — diabetic healthy con-
trols) were determined by polymerase chain reaction — restriction fragment length polymorphism (PCR — RFLP) method. Results Signifi-
cant differences were observed in the distribution of the genotype and allele in the case and control groups (P <0.05). Multivariate logis-
tic regression analysis showed that after readjusting for the confounding effects of age, gender, BMI and waist circumference, significant
effect of GG genotype on T2DM was still found. Those who had GG genotype had a increased risk of T2DM than those with other geno-
types. Conclusion There was obvious association between GIn223 Arg polymorphism in Lepr gene and T2DM in Northern Chinese Han
population.
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Exogenous H,S Protects Cardiac Tissue Through Inhibiting Apoptosis in a Traumatic — hemorrhagic Shock Rat Model. Gao Cao ,Xu Dun-
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Abstract

Objective To explore the cardio — protective effects of the third gaseous signaling molecule, H,S, on a traumatic — hem-

orrhagic shock rat model. Methods Male SD rats traumatic — hemorrhagic shock models were duplicated. Hemodynamic data was recor-
ded by inserting a PE - 50 catheter to left femoral artery of the rats which were treated with NaHS (28 umol/kg) previously. Then the rats’
vein blood 2 hours after injection of NaHS were obtained. Serum CK and LDH levels were analyzed and Survivin, caspase —3 and Bax in
rat cardiac tissue were detected by western — blotting assay. Results Exogenous H,S improved rats’ hemodynamic function, up - regula-
ted expression of survivin and down — regulated expression of the pro — apoptosis factors caspase —3 and Bax. Conclusion Exogenous
H,S may have cardio — protective effects through modulating apoptosis pathway.

Key words Hydrogen sulfide ; Traumatic — hemorrhagic shock ; Cardiac tissue ; Apoptosis
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