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PPARs RERIASEEREZRMHXE

R, IR, REF, AR, F &L FRAR?
(1. KEKRFHE P UERALES TS, KiE 116001; 2. k&K%, Kif 116001)

(AE] B8 HiTd & o R Y E % & (peroxisome proliferator-activated receptors, PPARs)
% B E LA (polycystic ovarian syndrome, PCOS) & ZMM AR FEH A+ R E Rk
S5 RMMARR. FiE K40 R MM SD A KB4 A IE# x BA A PCOS-fik & R MAEAIH, X
FE £+ A FEEARMER#E (human chorionic gonadotrophin, hCG) & T 4f i # i1 A R PCOS-
BEMPER, EFGREFHSEEE LK (B10.9%NaClAE D). KA ELISA 0l 7 H A K= B #
BEMEEOEAE, FHTERSEZFRAER. BARTFTEALTHERE, #EHRMFELN
PPARs & ik K F, & & i Bk & 46 0l PPARs. & 5 % % R K47 (insulin receptor substrate, IRS). %
¥E 4532 & A 4 (glucose transporter 4, GLUT-4) 1 & % # 4 K H F-1 (insulin like growth factor-1,
IGF-1) $Faxit, R #AHARNDBEZERGZ. SEMEARSBRERINEREESTE
WA (P<0.05), TEARHERERT, E¥HRAARTELARAPMAER, HAHLARTEN
BHAAERENREAEREE, REZ/D, BREHERSD, #7I0RE. 2EHAMAF T, PPARsH
3 ## & PPARa. PPARB % PPARy 7E A R F 5 AL F ¥4 ki, # A4 PPARa f7 PPARY i & 3£ T i
(P<0.05), PPARBERA MK ZZF LA UTFEX (P>0.05. ZERHLTEHMNER DR, #A
4 AR FE 44 PPARa. PPARy, IRSFGLUT-4# (kL F T IE % B4 (P<0.05), IGF-1%
e TIEFEEA (P<0.05. £518 A PCOS-fk & Z MM AR FELRFIRS, GLUT-4 %A T,
mIGF-1 &3 Fifl, EXETEAREBFERS ZMA, 74 5 PCOS A K T F 4 % PPARa.
PPARYy & 15 T 4E %o
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[Abstract] Objective To investigate the relationship between abnormal expression of peroxisome
proliferator-activated receptors (PPARs) and insulin resistance in the uterine tissues of rats with polycystic
ovary syndrome and insulin resistance (PCOS-IR). Methods Forty female SD rats were randomly divided

into normal control and PCOS-IR model groups. PCOS-IR models were established by subcutaneous injection
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of insulin and human chorionic gonadotropin (INS+hCG) method, and rats in the normal control group were
injected with equal amounts of normal saline. Fasting insulin (FINS) and fasting plasma glucose (FPG) levels
were measured by enzyme-linked immunosorbent assay (ELISA), and the insulin resistance index (HOMA-IR)
was calculated. Uterine tissues of rats were stained with hematoxylin-eosin (HE), PPARs were detected by
immunohistochemistry, and the expressions of PPARs, insulin receptors (IRS), glucose transporter 4 (GLUT-4),
FPG and FINS levels
and HOMA-IR in the model group were significantly higher than those in the normal control group (P < 0.05).

and insulin-like growth factor-1 (IGF-1) were detected by Western blotting. Results

HE staining of uterine tissues showed that the endometrium of the normal control group was normal, and the
endometrium of the model group showed different degrees of proliferative changes, the glandular cavity
became smaller, the number of glands decreased, and the arrangement was loose. Immunohistochemistry
showed that three subtypes of PPARs (PPAR«a, PPAR, and PPARY) were expressed in the rat uterus. The
expression of PPAR« and PPARY in the rat uterus was down-regulated in the model group (P < 0.05), and
there was no significant difference in the expression of PPARB between the two groups (P > 0.05). Western
blotting results showed that the expression of PPAR«, PPARYy, IRS, and GLUT-4 in the rat uterus of the model
group was significantly lower than that of the normal control group (P < 0.05), while the expression of IGF-1
was higher than that of the normal control group (P < 0.05). Conclusion The expression of IRS and GLUT-4
is down-regulated and the expression of IGF-1 is up-regulated in the uterine tissue of PCOS-IR rats. The
existence of IR is confirmed in the uterine tissue of PCOS-IR rats, and it may be related to the down-
regulation of PPARa and PPARvy expression in the uterine tissues.
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Table 1 Comparison of serum fasting insulin and fasting plasma glucose levels and insulin resistance index in rats

(X +s)
2H 5 n SRR 5 2 /(mU-L") Z5 JE R/ (mmol < L) FaS S 2 5L
1EH xR 20 27.58+0.92 4.05+0.12 4.92+0.36
A ZH 20 48.19+1.24 4.22+0.25 9.04+0.73
PAE 0.001 0.100 0.001

T« TR R TR ZE v S 48 A B K AR 2 SR B R+ NSRBI R IR, 2 57 % T O BEER 5 - B FR AR PR .
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Figure 1 HE staining (x100) and immunohistochemistry staining of rat uterine tissues (x200)
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Table 2 Comparison of average absorbance value of
peroxisome proliferators-activated receptors (PPAR)
in rat uterine tissues
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Figure 2 Comparison of relative expression of various proteins in rat uterine tissues
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