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[ Abstract] Objective To investigate the mutations of KRAS G12 and LHCGR insLQ and the difference of KRAS expression
levels in granulosa cells in patients with intraovarian infertility and tubal infertility, and explore the infertility mechanism of intraovarian
infertility. Methods Forty infertile patients with ovarian endometriosis were selected as a case group and 42 patients with fallopian
tube infertility were selected as a control group. The KRAS G12 and LHCGR insL.Q mutations and KRAS expression levels in granulosa
cells were compared between the two groups. Results No KRAS G12 mutation was found in all samples, and there was no significant
difference in KRAS expression in granulosa cells (P=0.438). The mutation rate of LHCGR insLQ was 7.50% (3/40) in the case
group and 2.38% (1/42) in the control group. The difference was no statistically significant (P=0.353). Conclusions This study
shows that granulosa cells do not appear to affect the female reproductive process through KRAS mutations, resulting in infertility in o-
varian endometriosis patients. Although there is a certain difference in LHCGR insLQ mutation rate between the two groups, the muta-
tion rate shows a higher trend in the case group, but no statistical difference was observed. Further study should be conducted with lar-
ger sample size.
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