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Clinical study on the relationship between serum TNF-a changes and abnormal glycolipid
metabolism in patients with polycystic ovary syndrome
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[Abstract] Objective To investigate whether the levels of serum TNF-a in patients with polycystic o-
vary syndrome(PCOS) are changed, whether the glucolipid metabolism is abnormal,and whether the change
of TNF is correlated with glucolipid metabolism. Methods A retrospective analysis was conducted on 60 pa-
tients with PCOS admitted to this hospital from January 2020 to January 2022. The patients were selected as
the experimental group,and a total of 60 healthy women who underwent physical examination in the First Af-
filiated Hospital of Bengbu Medical College during the same period were selected as the control group. The
general data,inflammatory indexes and glucolipid metabolism indexes of the two groups were collected, and
the correlation between serum TNF-a level and glucolipid metabolism was compared. Results There was no
statistical difference in age, body mass index and other general information between the two groups(P >
0. 05). The indicators of inflammation (serum TNF-a level), the metrics of sugar metabolism (fasting blood
glucose,serum insulin level and insulin resistance index) ,and the metrics of lipid metabolism(total cholester-
ol,triacylglycerol and low densith lipoprotein) were higher than those in control group,while the high density
lipoprotein was lower than that in the control group. The differences were all statistically significant ( P <<
0.05). Serum TNF-a was positively correlated with insulin resistance index and low density lipoprotein(r =
0.353,0.273;P=0.006,0.035),and high density lipoprotein tended to decrease with the increase of TNF-a
(r=—0.279,P=0.031). Conclusion The serum TNF-a level in patients with PCOS showed an increasing,
trend,and it was correlated with the indexes of glucolipid metabolism. Elevated serum TNF-«a levels are asso-
ciated with severe insulin resistance and abnormal lipid metabolism. Serum TNF-a level can indirectly reflect
the progression of PCOS.
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