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Abstract The objective of this study is to confirm the role of c—fos in the regulation of 17-alpha hydroxylase (CYP17) and androgen
production in granulosa cells from Polycystic ovary syndrome (PCOS) patients. The ovarian granulosa cells from the PCOS and non—
PCOS patients during IVF/ICSI - ET are isolated and divided into two groups: The PCOS group and the control group, then they are
cultured in vitro for 48 h. The following techniques are then used: The radioimmunoassay to determine the level of estradiol,

progesterone,, testosterone; The 2=NBDG as the fluorescence probe to detect the glucose uptake in granulosa cells; And Western Blot
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technology to analyze the cellular expressions of ¢—fos, and CYP17. The results show that compared with the control group, the

testosterone secretion within ovarian granulosa cells from PCOS patients is increased (P<0.05), the progesterone level is significantly

lower (P<0.05), the estradiol (P>0.05) does not change significantly, and the 2-NBDG uptake in granulosa cells is lower (P<0.05),

indicating that the testosterone secretion within ovarian granulosa cells from PCOS patients is significantly increased, and the glucose

metabolic disorders are present in granulosa cells from PCOS patients. The Western Blot shows that CYP17 (P<0.05) has a high

expression in ovarian granulosa cells from PCOS patients compared with the control group patients, and the expression of c—fos is

decreased (P<0.05), indicating that the c—fos may be one of the factors responsible for the CYP17 repression, and it may be one of the

reasons for the increase in the testosterone production of granulose cells.
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Fig. 1 Morphology of human ovarian granulosa cells
cultured in vitro at different time points (100x)

(a) Rhyez (c) #7h48 h

2.2 PCOSHL5 I MR 4H 5 & U & Fhr 40 A b 55 7 5 0
FKFHILLER
PCOS 41 8.7 B9 52 JUkr 20 5% 5 9 v S2 7K T e 25 7 s
(P<0.05), 22 /K5 3 FRE(P < 0.05) , HEiT ¢ L. W
2 B3 ) SO A0 % R B /K ARG (P> 0.05) , 22 57
TG X (F2) . BH PCOS ZH £ 2 U 55 WUk 40 i T 43
WITHE, PYER T & B HTARY) BN FERS 2 , P RRIR.

SCIENCE & TECHNOLOGY REVIEW

S
>
S
3

() . (b) 100007 (¢)

_ —— 80 ~

5 os Z w0 ;

EOZ 540 E 5000

S £ 20 =

A PCOSHL A PCOSAL AaL PCOS 4L

*P<0.05

E2 PCOSHS¥IERAEHE I EMnHpasE sk Sz
KE L

Fig. 2 Levels of steroid hormones in the culture fluid of
ovarian granulosa cells from PCOS group and control group
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Fig. 3 Glucose uptake of ovarian granulosa cells from the
PCOS group and control group (400x)
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Fig. 4 Expression of c—fos and CYP17 in ovarian
granulosa cells from control group and PCOS group
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