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Expression of AR and CARM1 as well as its product in rat PCOS model

Liu Yang, Zhao Chunquan
(Department of Obsterics and Gynecology,The First Affiliated Hospital of Chongqing Medical University)
{ Abstract ]Objective . To explore the efficacy of dehydroepiandrosterone (DHEA ) induced SD rat polycystic ovarian syndrome (PCOS)
model ,to detect androgen receptor(AR) and coactivator—associated arginine methyltransferase 1(CARM1 )expressions,and to investi-
gate the relationship between hormone change,insulin resistance, AR and CARM1,asymmetric dimethylarginines(ADMA). Methods .
The 23-day—old female SD rats were randomly divided into two groups. The rats in model group were injected with 0.6 ml’kg DHEA
daily for 20 days while the rats in control group were injected with the same volum oil at the same time. Ovarian morphology changes,
hormone in blood, insulin resistance,mRNA and protein expression of AR and CARM1 were dected one by one. Immunohistochemistry
identified the expression of CARM1I in ovarian tissue. Results ; The average body weight of rats in model group at the end of this ex-
periment was significantly higher than that in control group (P<0.05). The same result was achived concerning the average weight of
ovaries and the weight gain of rats during the experiment(P<0.05).The fasting insulin and HOMA index, ADMA , testosterone, estro—
diol were significantly higher in model group than those in control group(P<0.05),s0 as the mRNA and protein expression of AR and
CARM1(P<0.05). In ovarian tissue of rats in model group,a large number of atretic and cystic ovarian follicles emerged, granulosa cell
layer decreased and oocytes disappeared. CARM1 expressed mainly by the granulosa cells in ovarian tissue. Conclusion ;There is a

correlation between CARM1 and three major pathophysiological characteristics of PCOS, hyperandrogenism, ovarian dysfunction and
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LRI B E5- 5 1E (polyeystic ovarian syndrome,
PCOS) R IARH 12 Fr 8 I A2 50 A 4 I BR
24t FAH 5%F] 10% K F P2 @ mu-a,
PCOS M KFF RTEEAR R MEZ MR AZE R,
BRA A FREA SR FEE QR gt
INTHBERERR , SEAMBNMEILA R, OB R
I, TR REBG A 5% ; @R R R MAE"Y, B
K FBNAZE ASEL RS 0%
T RIES—RIVERE R —4RS, BR
PCOS H & XA = A BE A F A 43 5 A %o
RLENEYT B 8 B ETWE RN ML E— BB
Z— PRI R D —ENE T, RERANS
ZR MBI R R WHEER T
RFERPEEBE 1 AE™PDIENHRE_F
R ERE N — SR/ —E MRS B (NO/NOS) %
BREMANER, 25— % LIN Rt 25
2 AU EBORR KA . ARSI B F s
WAPERER R R SRR SD KR PCOS BRI
T, R AR P BB 1 (coactivator-associ-
ated arginine methyltransferase 1,CARM1) K H =4
BT #K — B 45 & BR (asymmetric dimethylarginines,
ADMA ) ZEAR I i i 28 4 B . 5 M R 32 44 (andro-
gen receptor, AR) IAEGHE | IR FESM R P R
FEE ) PCOS LRI s CARM1 K H7=¥) ADMA 2
%5 PCOS Wy RSB R ILAE & PR BB UIAH
SR I HE TN Th BE R 15 B R & RARBTX = RA R
AR R MR, SR EANIZRIMNTER R,

1 #E5FH*%

1.1 22X A HH

B SD KRR 40 2,21 Bigy AR 54~64 g A% HHE
RER KLY P ORI (RRA S ERERRFEL
BshPe R RSP E R B ) . DHEA (BERZCRL
5, A >99% ) , T & A K S (B VL H Y Ll ), o VE M R
(estrodiol ,E2) ., %2 ] (testosterone,, T) . Z2 ¢ & (progesterone,,
P) IR KA K B K (follicle stimulating hormone , FSH) £ 8
A R E (luteinizing hormone ,LH) ., 5 & (insulin, Ins)
ADMA ELISA & (¥ K, %+ ),AR.CARM1 —¥i (RD,
%H),¥H% 1gC(Sigma,3E[H),GDS8000 FERL A R 4 (U-
VP,%E), B PCR L (Eppendorf MG, fEH),
12 ZRsihrabiRgs

AT BS% Anderson FUREB ¥ ¥ 40 Rt
SDABR.(3 JEl ) #c FR 187 B BEAL AL 73 4H Bk 43 R SE I 4 (n=20)
FInERLH (n=20), ¥ 2 41 SD K& SPF &/H3%, 44 T RI—

BE BE, FEFEFEAR, 2 XRE—F 21 G
BETA RBEMMEMRSE 2 d F 23 HETFHA, LA KRE
B ##B 2 T :4F DHEA 6 mg/100 g #&F & +0.2 ml B354 H
W, %SE 20 d; % HRAE K R EA Rl e ST 0.2 ml YEGT R, %
%204,
13 BAER ZHLBEMNZRFEXALENS

2 HAKXRTEEZE 20 K (42 HiR)20:00 FFIaE, WG
%21 H(43 B FRHRE RS , A # s BOR FUE i
(BE— M3 ) W B H % I 14 (fasting blood glucose, FBG)
1, RGBT A 7%K-GEEE (0.5 ml/100 g) BEEE, BEEE75%
EREERTTER, REEE I3k, USRS iE
KIS 2~5 ml Bk, 4 CHREHE 3~4 h, %2 3 000 o/
min 10 min B5.0/EWRNTE , 5355, -80 CHAEREE, BULE
LI PBS ML EIMREHENEZRRER , RELRYA
LR, FHABWE RS TEU SN, 738
METHRNALZTMEAAL, WIS AEFL, FB00
HAZY %2 RPBEE, FAEEEY N, RBABES
&R,
14 MgE THMSER0F ADMA 2%

KR E2.T.LH,FSH.P. 55} Ins K175 ADMA
5 1% F B BX 4 7 I (enzyme-linked immunosorbent assay,
ELISA) , ¥ 134k B Ut B 453047
1.5 HEZ&RPEHBAFRE

KL RBEBEEEMRIMEHR, AR B Al
VI 2B ARG 1% BRERE LB 0.5%F 4
WL ik B PR E A, BB T WA
A2, FRB A Fi2BiiES B Anderson k4]
L7
1.6 £EASALFERA LML CARMI £AH AL

¥ 2 AABEEAKRMNEASA TR A, RAREH
Ak SP 152 BN S0 AR SRR CARMI , BRAE S B4 5 4
17,DAB B, L) PBS SR A —Hi/E 0 BT FRSE IR IE
L RBEALE RN ASRERME, 4R R A Image—Pro
Plus6.0 BRI 20 FH A R A 18 B9 RRL5362% B (L (integrated
optical density,10D),3F11 10D EM{EELER T,
1.7 Western blot ¥ 97 £ CARM1 & AR #9% &k ik

SYRIER 2 R RALABTRE, JIA RIPA 24K (1 ml 3¢
B ;100 mg HAR), 5%, BLOBEHFWR, L BCA &R
WREE, EREEIR 20 pg, 80~120 V SDSPAGE HiJk ;260 mA
B EEE2 b, 5RB RSP H, —55 CARM1.AR(L:
500), % GAPDH —$i(1:3 000), L (1:3 000), B
BBR ERHBKE, RAPA#EL UVP SRRGLAER
% Labworks4.6 247 B B & H R BE(E , WE S HEHRE
I,
1.8 qRT-PCR ##l 97 £ CARM1.AR #5 mRNA &KL

B 2 ZH P L A 4 UL TRIzol ¥R 4REX RNA B Hs
#5558 ¢DNA(1 m! TRIzol: 100 mg HA) , REEFIKEAN 5 ul/
20 pl, B 7R B &A% :25 C 10 min,42 °C 50 min,85 C 5
min, %EE & PCR RAAER R 2 pl/50 pl, ZtER PCR
W& .94 C 10 min, 94 C 20 5,60 C 30 5,72 C 30 s, &%
35 1K, 72 CRIMEE ;L B-actin YERANE, SIEHINT .
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thyltransferase , PRMT) & {Z fF7E T W F.3h Wik N
T E B REY OB E R P B L,
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AR RIS T ERa F£ik 5 CARMI HIRKE
EAAET, A 2E RIAE AR I EF BRI
TR R CARMI 3k B v, 17 ke bt 24 40 i
CARM1 ZEFEB/G AR FIRIABHESTHESE, AR
& PCOS JR ¥ AE B #2 v o BB A A R B A
B, AR H A T AL, BIEERL AR 1
CARM1 EH K mRNA FEXHZL

CARM1 LG R IR BEAb 5 AL AT ADMA
REIE L NO/NOS RS HH s f D AR H 7
B2 SRR R A . B SRR HIE B s R
PCOS & [fl7E ADMA &&A & O F SCHERIEL®21
TR SO | 2 BB PR SE LA L P B2 T RE R4
SERRHO MRS ADMA MFHE A K, Bk
ZHBFE KRB RR O I BR E B PCOS &
WK AE, FW AMDA 5 PCOS Z 8] 7] BE7F
BEEREER X RUES CARMI 7] BE7E R S0 5 iR 1Y
B RBERH AT BRI HAL,

kLR il i ARSI A SCR B PCOS iRl
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Bl B B R IRPTE E O I B R B B PR B
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