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Abstract; [Objective] To study insulin receptor substrate I-associated phosphatidylinositol 3-kinase (PI3K)
activity of adipose tissue in polycystic ovary syndrome (PCOS) to approach the mechanism of insulin resistance (IR)
in PCOS at the tissular and cellular level. [ Method] Patients with PCOS and healthy controls were divided into the
obese PCOS group, the non-obese PCOS group, the obese control group and the non-obese control group according
to their body mass index (BMI) and with 25 cases each group. PI3K activity of adipose tissue were studied with
immunoprecipitation, TLC, and phosphorimaging. [Result] PI3K activity of adipose tissue in the obese PCOS group
(55% +24%, P < 0.001), the obese control group (46% +22%, P < 0.001) and in the non obese PCOS group
(71% +26% , P < 0.05) were markedly lower than the non obese control group (84% = 16% ). The difference both
between the obese PCOS group and the obese control group and the two PCOS groups were not significant (P >
0.05). [Conclusion] PI3K activity. of adipose tissue in the two PCOS groups both decrease markedly than the non

obese control group. It might lead to the disorder of insulin-signaling transduction downstream of insulin receptor

and concern with the IR.
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Fig.1 Insulin receptor substrate I-associated phos-
phatidylinositol 3-kinase (PI3K) activity of adipose tissue
1: non-obese control group; 2:obese control group; 3:obese

PCOS group; 4:non-obese PCOS group
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Table 1 Insulin receptor substrate I-associated
phosphatidylinesitol 3-kinase (PI3K) activity of adipose

tissue (xxs,%)

Insulin receptor substrate I-associated

Group
phosphatidylinositol 3-kinase (PI3K) activity
Obese PCOS group 12 55249
Obese control group 12 46+ 290
Non-obese PCOS group 12 71 £26)
Non-obese control group 12 84+16

Compared with the non-obese control group:1)P < 0.001,
2)P < 0.05; Compared with the non-obese PCOS group,
3)P < 0.05
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