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Association between Serum Adiponectin and 8 — Isoprostaglandin F,  in Patients with Acute Exacerbation of Chronic Obstructive Pulmonary

Disease. Fu Shasha, Ou Zongxing. Department of Respiratory Medicine, Central South University Xiangya School of Medicin Affiliated

Haikou Hospital , Haikou People's Hospital, Hainan 570208, China

Abstract Objective

To investigate the association between serum Adiponectin( APN) and 8 — Isoprostaglandin F, (8 - iso —

PGF, ) in patients with acute exacerbation of chronic obstructive pulmonary disease. Methods ELISA method was used to determine the

serum level of APN and 8 —iso — PGF,_ in 42 patients with acute exacerbation of chronic obstructive pulmonary disease(AECOPD) and in

42 control subjects. Results The serum APN and serum 8 —iso — PGF, levels in patients with AECOPD were higher than those in con-

trol subjects (P >0.01). APN levels were positively correlated with 8 —iso — PGF,_ levels in patients(r =0.8 ,P <0.01). Conclusion

The levels of systemic inflammatory response and oxidative stress were elevated in patients with AECOPD. Systemic inflammatory response

is associated with oxidative stress.

Key words Chronic obstructive pulmonary disease; Acute exacerbation;Adiponectin; Isoprostanes
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Effect of Serum Glucose Control on Serum Lipid of Women with Gestational Diabetes Mellitus(GDM). Hua Ying,Zhu Xueqiong,Dong
Ke,Wang Yuhuan. Department of Obstetrics and Gynecology , The Second Affiliated Hospital of Wenzhou Medical College, Zhejiang 325000,
China

Abstract Objective To investigate the relationship between abnormal serum lipid levels and serum glucose level of women suffer
from gestational diabetes mellitus,and to further observe the effect of serum glucose control on serum lipid level. Methods Two hundred
cases of women with gestational diabetes mellitus were enrolled in this study,who were divided into two groups according to fasting plasma
glucose in 26 weeks of pregnancy. One hundred cases of normal pregnancy women were as control group. Serum lipid levels were compared
among three groups. Fasting plasma glucose and serum lipid levels of GDM women for treatment were detected at the 32 weeks of pregnan-
cy. Serum lipid levels were measured among good serum glucose control group, poor serum glucose control group and prior treatment group

respectively. Results  Fasting glucose of women with GDM was obviously higher than that of the normal pregnant women. The levels of se-
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