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ABSTRACT Objective: To investigate the effects of Yousiyue on sex hormones (T, E2, LH, FSH) and PI3K /AKT signaling
pathways in rats with polycystic ovary syndrome induced by dehydroephedrone sulfate. Methods: 60 female SD ratswere randomly
divided into three groups, including blank group, model group and treatment group. In the blank group, 0.2ml soybean oil was injected
subcutaneously to the neck every day, while in the other groups, DHEA 60 mg /kg+ 0.2 mL soybean oil was injected subcutaneously to
the neck every day for 35 days. On the 21st day of modeling, rat vaginal smears were prepared every morning and observed under a
microscope. The estrous cycle of the rats was determined according to the cell morphology, and the absence of estrous cycle rule was
deemed as the success of modeling. At the 36th day of modeling, the rats were given gavage once a day for 4 weeks. The cell morphology
of vaginal secretions and follicular development in ovaries of rats were detected. The contents of T, E,, LH and FSH in rat serum were
determined by radioimmunoassay. The expression of PI3K /AKT signaling pathway related factors (IRS-1, AkT-2, CSK-3, Glut-4 mRNA
and PTEN mRNA) in the ovarian tissue of rats were detected by RT-QPCR. Results: Compared with the blank group, the rats in the
model group lost the regular estrus cycle, the follicles in the ovary showed cystic expansion, the serum T and LH levels were significantly
increased (P<0.05), and the expressions of IRS-1, AkT-2, CSK-3, glut-4 mRNA were decreased (P<0.05), and the expressions of PTEN
mRNA were increased (P<0.05). In the blank rats, the estrus cycle was regular, while in the model rats, the follicles in the ovary of the
model rats showed cystic expansion, and the serum T and LH levels were significantly increased (P<0.05). Meanwhile, the expressions of
IRS-1, Akt-2, CSK-3, glut-4 mRNA in the ovary tissues were decreased (P<0.05), and the expressions of PTEN mRNA were increased
(P<0.01). Compared with the model group, Yousiyue can improve the oestrogen cycle of PCOS model rats, reduce serum T and LH

levels (P<0.05), improve follicular development, reduce the formation of cystic expansion follicles, up-regulate the expression of IRS-1,
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Akt-2, CSK-3, glut-4 mRNA, and down-regulate the expression of PTEN mRNA. Conclusion: Yousiyue can effectively treat

DHEA-induced PCOS model rats, which is related to the gene expression of PI3K /AKT signaling pathway related factors in the ovary.
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Fig.1 Vaginal smears of rats in each estrus
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Fig. 2 Changes of estrous cycle of rats in each group
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Table 1 Serum sex hormone levels of rats in each group (x+s)

Groups T (ng/mL) E, (pg/mL) LH (mIU/mL) FSH (ng/mL)
Blank group 0.92 +0.10 62.03 +6.33 9.55+1.23 13.33 +2.22
Model group 432 +0.33* 72.12 +6.32 33.25 +£5.36* 13.23 +2.12

Treatment group 1.30 £ 0.55%* 63.21 £10.22 18.32 £4.21% 12.02 +2.11

Note: Compared with the blank group, *P<0.05; Compared with the model group, “P<0.05.
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Fig. 3 HE staining of ovarian tissue sections of rats in each group (x100)

Treatment group

2 BEAKXRIPEALHIERX mRNA FIHEITRIZE (v )

Table 2 Relative expression levels of related mrnas in ovarian tissues of rats in each group (x=s)

Groups IRS-1 AKT-2 CKS-33 GLUT-4 PTEN
Blank group 4.12+0.23 0.66 + 0.01 2.33+0.23 0.66 +0.21 0.32+0.01
Model group 1.55+0.11* 0.42 + 0.02* 0.88 +0.36* 0.32 £ 0.14* 0.66 + 0.02*
Treatment group 2.56 +0.15% 0.55 +0.01** 1.25 +£0.12% 0.55 + 0.05** 0.45 + 0.03**
F 485.231 22.361 115.233 12.362 49.123
P <0.001 <0.001 <0.001 <0.001 <0.001

Note: Compared with the normal group,*P <0.05; Compared with the model group, “P<0.05.
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