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[ Abstract ) Objective  To observe the changes of DRS and DcR2 expression in ovarian granulosa cells of
polycystic ovary syndrome (PCOS) rats, and to explore the possible mechanism of follicular development disorder in these
rats. Methods  Rats were subcutaneously injected with sodium prasterone sulfate to establish the PCOS model.
Immunohistochemical and RT-qPCR analyses were used to observe and compare the expression of DRS and DcR2 in ovarian
granulosa cells of the rats in the PCOS group and a control group. Results Immunohistochemical results showed that, in
PCOS rats, in ovarian granulosa cells at each level, the expression of DRS was significantly higher than that in the control

group (P < 0.05). In ovarian preantral and antral follicular granulosa cells of the rats in the PCOS group, the expression
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of DcR2 was significantly increased compared with that in the same follicle level of the control group (P < 0.05), while

there was no significant difference in DcR2 expression in primordial follicle granulosa cells (P > 0.05). RT-qPCR analysis

showed that DRS mRNA and DcR2 mRNA were expressed in the two groups, and their expression in the rat ovarian

granulosa cells of the PCOS group was significantly higher than that in the normal control group (P < 0.05). Conclusions

The abnormal expression of DRS and DcR2 in granulosa cells may play a role in the abnormal development of follicles in

PCOS rats. They may affect the development of follicles by participating in the process of granulosa cell apoptosis.
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Table 1 Primer sequences
HEH SEA 1D Gkl PR/ (bp)
Genes Gene 1D Primer Sequences Size of products
i Forward ;5 -TCAAGGCTGAGAACGGGAAG-3’
GAPDH 2597 N ’ 117
Ui Reverse:5” -TGGACTCCACGACGTACTCA-3’
DeR2 3793 T 05? Forward ;5 , -CGTGTAGAACAGGGTGTCCC-3 ’ 110
Tl Reverse:5” -TGGGGTTTTCCCAGTGGAAC-3
DRS 8795 3% Forward :5° -AAGACCCTTGTGCTCGTTGT-3 146

T Reverse:5’ -CCAGGTGGACACAATCCCTC-3’
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Note. A; PCOS group; B: Control group.

Figure 1 Rat ovary. HE staining

R 2 DRS TEPA R RAS UM ) BORLAR M P AR IE (v 25 )

Table 2 DRS5 protein expression in granulosa cells of follicles at all levels in two groups of rats

SERTIR I

Preantral follicles

ENT N

Antral follicles

ikl iz 47l
Groups Primordial follicles
R

TR 0. 1035 0. 0036 (30)

Control group
PCOS 4

PCOS group 0. 1466 +0. 0038 * (29)

0. 1177 £0.0125 (29)

0.1768 £0.0160 * (28)

0. 1267 £0.0115 (27)

0.1944 £0.0148 * (26)

TEAES A I, S AL R GO BRI AR L, * P < 0.05,

Note. The number of follicles is shown in parentheses. Compared with follicles at the same level in the control group, * P < 0. 05.

F& 3 DeR2 TEMLLR A ZIMIE R IR A T A RIE (x £ 5)

Table 3 DcR2 protein expression in granulosa cells of follicles at all levels in two groups of rats

2551 UL ERIE SEHT ORI EONING|
Groups Primordial follicles Preantral follicles Antral follicles
X HRA
. 0.0570 0. 0051 (30) 0.0543 £0.0025 (29) 0.0620 £0.0057 (27)
Control group
PCOS 4 .
il 0. 0579 +£0. 0039 (29) 0. 0829 +0. 0023 " (28) 0. 1569 +0.0124 " (26)
PCOS group
W AE SR IE A E, 5% B2 R 90 IR LA, * P < 0,05,

Note. The number of follicles is shown in parentheses. Compared with follicles at the same level in the control group, * P < 0. 05.
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Note. A - C: The primordial follicle, preantral follicle, and antral follicle in rat ovary of the PCOS group, respectively. D

- F: The primordial follicle, preantral follicle, and antral follicle in rat ovary of the control group, respectively.

Figure 2 DRS expression in different levels of follicle granulosa cells in rat ovary. SABC method
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Note. A - C: The primordial follicle, preantral follicle, and antral follicle in rat ovary of the PCOS group, respectively. D — F: The primordial

follicle, preantral follicle, and antral follicle in rat ovary of the control group.

Figure 3 DcR2 expression in different levels of follicle granulosa cells in rat ovary. SABC method

%008_ R RGN I0 SR Al e R T AR T R T &
et . oS BEA, Jasskeldinen 25 BFFE T S [R] B 300 0 S
23 00 o AR o TRAIL K H 32 AR IR B, K B DeR1 A7 A1 51
g,g 0.04] SR 20 it A 2% 38 T AN 3K TG LI P 8 kL
25 o ; Y, TRAIL DRS . DeR2 75 1A 91 99 SLISRE 41 L
"2 o Fe e LR R ), T A JL 395 A

2 DRS DeR2 AL AR DT 96 A% B5 e A o A B R AT A W

VE S IRALMIE, * P < 0.05. WD BN TRATL K IHAZ 4K 2 40 ] GE Pp [m] 45
B4 PCOS AT MUK A0 DRS mRNA Al O\ B SR 40 P T AR {2 TRAIL & H
DeR2 mRNA #HXtFi5 B KRG AE PCOS B3 & 75 4 B2 o (19 1 FHI ) ¢ A5

Note. Compared with the control group, * P < 0.05. EHi iEo

Figure 4 Relative expression of DR5S mRNA and DcR2
mRNA in granulosa cells of PCOS group and control group

Mikaeili 251 38 555 % b PCOS £ 35 Filfy O 45 1% 9
BRI n R AN T R PR, PCOS H B i
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