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patients with PCOS and twenty-eight serum sample from healthy women
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year. level of asprosin, glucose, sex hormone (luteinizing hormone-LH,
follicle stimulating hormone - FSH and prolactin) in patients group with
PCOS and control group. The results showed a significant decrease in the
level of probability (P <0.05) in the level of the asprosin in the group of
infected patients compared to the control group, and a significant increase in
the level of glucose at the level of probability (P<0.05) in the patient group
compared to the control group, and a non-significant decrease in the level of
the follicle stimulating hormone, while a significant increase was noted at the
level of probability (P <0.05) in the level of prolactin and luteinizing
hormone in women with PCOS. The results showed a significant positive
correlation between the asprosin and the luteinizing hormone in control
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