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THE EZRYE # R AFE AL R %

HWE BB SFREM T A MR 5T % &P £ 22442 (polycystic ovarian syndrome, PCOS) 1~ Z
JEEHTE NIRRT Hra ZAE AN, FTiE  RPATA T A EF H I 6 &&%%t'fi 298 1) A %t B4,
7\%&4@%#@:@%-355 %) PCOS RF-4 % & A8 97 40, 8 J7 45 FRREALI T Ak 4 A 6 I 148.(160 #)) o4
F7128 (195 #)) , % 97 1484 F F K % K (clomiphene, CC) + A% 2 HE L iﬂ%m’(%(human menopausal
gonadotropin,HMG) + A% £ /LM% % (human chorionic gonadotropin,HCG) , 7 J7[[414F CC +
HMG +HCG + &M 357 A7 , T A2 A 3 AN, MR E2 8 ek 5 Bl T8 A LR JZ (827 3 k%
54k (pulsatility index, Pl) [/ 354k (resistance index, RI) Z k& £ % 4%t (homeostasis model as-
sessment-insulin resistance, HOMA-IR) L, 5k /| Western blot #-1| ##4%3% % & 2 (uncoupling protein
2,UCP2) &ik, &R &R ELHARBAE GHTIATERNEEETR(P<0.05), T & ABRxs bk PLRI
& (P <0.05); 5% 7las, a5 AR ENE 5 (P<0.05), F & W B 30 bk PLLRI B 1%
(P<0.05) .5 K771 A, 897 )5 8 971128 HOMA-IR KT F (P <0.05) ; 5 3F BB LG J7 AT FLAR, & 97 o
%yl 148 HOMA-IR K-F3¥4 &5 (P <0.05); 5 2 BB 7% 57 Ja b 3x, %8 57 1482 HOMA-IR K F 4 &
(P <0.05), Mm% 71128 HOMA-IR KF 2 F it F & X (P >0.05) 7677 5 5 x4 i, 6 771148 UCP2 K

2 (P<0.05), 71 F4RET AT RAIEIRFE 4 16.1% (48/298) , 74771484 23. 1%(37/160) eEll
éﬂ/a 33.8%(66/195) . LR its, g7 Ik 3 &, 2 4 AR FEL(P <0.05), &k +HEM
F A sy T H B PCOS &k 5, AUH) T 46 5 2 20 &-F 5 3h Bk 7 Ao e £y & AKAL 3 Am UCP2 ki,
HETE AR A& AL R P it —F 5 A,
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Effect of Modified Cangfu Daotan Decoction in Improving Endometrial Receptivity in Infertility Pa-
tients with Polycystic Ovarian Syndrome DING Cai-fei, WANG Chen-ye, YANG Xin, ZHENG Ruo-
heng, YAN Zhi-zhong, and CHEN Wang-qiang Department of Reproductive Disease, Zhejiang Pro-
vincial Hospital of Integrated Traditional Chinese and Western Medicine, Hangzhou (310013), China
ABSTRACT Objective To study the effect and potential mechanism of Modified Cangfu Daotan
Decoction (MCDD) on endometrial receptivity in infertility patients with polycystic ovarian syndrome (P-
COS). Methods  Totally 298 women having normal ovulation who underwent artificial insemination were
recruited as the control group, and they received no drug therapy. Another 355 infertility patients with P-
COS who received ovarian stimulation therapy were recruited as the treatment group. Then they were fur-
ther assigned to the treatment group I (195 cases) and the treatment group II (160 cases) according to
random digit table. Patients in the treatment group I received clomiphene (CC) + human menopause
gonadotropin (HMG) +human chorionic gonadotropin (HCG), while those in the treatment group 1II re-
ceived CC +HMG + HCG and additionally took modified MCDD. The therapeutic course for all was three
menstrual cycles. The pregnancy ratio, the endometrial thickness, and spiral artery pulsatility index
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(Pl), resistance index (RIl), and homeostasis model assessment-insulin resistance (HOMA-IR) were
measured. Furthermore, the uncoupling protein 2 (UCP2) level was tested by Western blot. Results
Compared with the control group, the endometrial thickness decreased and Pl and RI increased in the
treatment group 1 (all P <0.05). Compared with the treatment group I, the endometrial thickness in-
creased and Pl and Rl decreased in the treatment group II (all P <0.05). Compared with before treat-
ment, HOMA-IR levels were significantly decreased in the treatment group Il after treatment (P <0.05).
Compared with the control group before treatment, the HOMA-IR level increased in the treatment group 1
and the treatment group II before treatment (P <0.05). Compared with the control group after treatment,
the HOMA-IR level increased in the treatment group I (P <0.05). But there was no statistical difference
in the post-treatment HOMA-IR level between the control group and the treatment group II (P <0.05).
Compared with the control group, the post-treatment UCP2 level was increased in the treatment group 1
(P <0.05). After one year follow-up, the pregnancy rate was 16. 1% (48/298) in the control group, 23.1%
(371160) in the treatment group I, and 33.8% (66/195) in the treatment group II. Compared with the
control group, the pregnancy rate was significantly increased in the treatment group II (P <0.05). Con-

clusion

MCDD was found to be capable of increasing the pregnancy rate of infertility patients with P-

COS, which might be associated with improving endometrial blood flow and insulin resistance, increasing

the UCP2 expression, and finally improving the endometrial receptivity.
KEYWORDS Cangfu Daotan Decoction; polycystic ovarian syndrome;endometrial receptivity ; un-
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IREEGAE, R R ANURIE 2%, fEF 0 Lok
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3 HEBRARME (1)K 3 A A RABME IR
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gonadotropin ,HMG) + AZ{E Efe M I = (human
chorionic gonadotropin,HCG) | G474 (195 ], %4
T CC +HMG +HCG + &M SR A )5 ) o i A
XS G- A4y (28. 5 £11.5) B, R 22 2
(7.6 +3.7)4F . SAULEAFRS AR TT I FUAL, 22 ¥ T
it (P >0.05) . M5y S8 it Wit vh g
l:é%%l:[%uf/‘lﬁ?i/\ﬁﬁt
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‘/Rhﬁﬁﬁ)\Iﬁ**o G 1 AR T AR A 2[R
TR LR R K R IE R, LAE 5 2242 HE R
TBIT, BTS2 S 0 s v AT e 2 e o il 565
2 ~3 R, TEMEFEE, 20 (testesterone, T) >
0.7 pg/L. % &4 1 % (luteinizing hormone, LH)/
fE BRI (follicle stimulating hormone FSH) >
2.0, THZS 5 RIAKRHLE -35 F (BR&
2 mgREERA P22 A #1 0. 035 mg kk%@%f”}llf‘ﬁi?j
WABRAF S :J20040104) , 5K 1 F, iER21 K,
1S E AR TR I M 28 2 ~3 KA A M A HME, T EH}
el LHIFSH >2. 0, IR TI3A 98 - 35 11 AN,
BROGRYES N E EAEHBMERER: T HIE® X
LH/FSH <2. 0 (5247 3 ANEM) s IR {2 HEINIAYT -

TRITIE : A ZdiaR M i3 5 RIFR F1 ik CC
(50 mg/fr, FFERIZ5 A BRA ] 415 :H20091079) , 5K
15,35 KR AT HL, 4% 11 K17 B
I Bk B GO, A ELAE > 10 mm fL e BR i, 4k
2L B A ML T B2 A TIRH IR E
THLAES HMG,75 IUZK, 4k5: B 8IS O0 i & &
2O EEE 14 mm, THk CC Z HER K42
UOIRAE B2 5 1 s 7, B 100 mL (IR 9 g

HM10g k6 g MHFAE6g Ml5c10g HE
39 ##T12g (A9 g EMfI10g =

129 N4 12 g 11 Fr2i P dia, it B2y
KEFPRALTE AT ) , ZHEIN S 10 Ko YL e E
% >18 mm BF, JLIA ST HCG (i 2k 4E A, #it45-:
H44020674)5 000U, 3T 24 ~48 h W17 A T30k .
AN EE =14 mm, BRii%k >3 h, {51k HCG HL
PRIESGYT , LA U8 S0 B IAIE , B 8 sl A8 I 1 2
UK BN, T AL %K ,24 ~48 h 5 B A G fE
YRMEOL . JTRE R 3 AN JEI .

1697 1 41:CC +HMG + HCG Jyikfal T 4., J7fe
b3 AN

6 AdEtn s ik

6.1 FTHNBAZMN HWE7~8 Killid#
8 2257 85 0 3 40845 08 5% I 9 43 A RO, T - A

WBifE 3 ik 39 3 45 %k ( pulsatility index, PI) J&PFH J145
¥ (resistance index, RI) 1+ & N E R, Horp
Pl = (YSeHe S04 (L 0L 370 3 3 — o0 3l ) 30 o S UK o 97
JE ) 1233 ) 5 R L0 B 1 B 1) S 448, B (S = PY) ML
7B sk th 2k L0 3 B i i s AR R 5 67
KWK ES, B P =D, #:Pl=(S-D)M,
RI = (W2 1 08 F i 378 0 3 — 6 516 A 09 i 97 3 52 ) i
5 A M A T RE LB (S - D) /S,

6.2 HOMA-IR /KF-  FFinfeHEBR H FIHEN 5 56
10 KT 1M ¥ 25 M AW R iR 5 2R, 25 JE bR FH W
AR A , 25 LI & 2 R FH B A2 BRI P A
%L /%ﬁﬁﬁwum i HOMA model /A= i4 HOMA

R. HH HOMA-IR =In[22.5/(FPG x FINS) ]/, &
/@%:%&(Eé;m mm ) B} B BCP T A H 43 0 il it
3 mL, BRI TS S - 80 ClBAKIRKAHR-AE, K
e 237 0 v L VERN =. 13 B e /NI E i 58

6.3 UCP2 fEF/KF %% T 75 N IS K

ZUh IR [, I LISEE Bio-RAD /4wl 8 & i ik

IJ WE SEE R, /0 30 pg & H A G H#ETT
SDS-PAGE ik J5 %% A PVDF 4784, JEld 1:
1 000F% B 1L FHT A UCP2 Hi ik (£ [, Santa
Cluz) %2422 1 h, L 1:2 000 F B Ay iR i Ak
Yl briC bt —hi(3EE, Santa Cluz) E=iRFFHE
1 h, R LG ALK BE AL B
Hrp g-actin /£ N2, 1 B 5[ Santa Cluz,

6.4 PBEVIENL X ETA ANZGE B, PR R
PRl A TIRYT 3 AN RIS M 1 AR BET
RIS T ] 8 A U BRI DL

7 GEik¥oOri: RJA SPSS 1.0 #EAT &4y
Bro TR x s R, 2410 BRI T 24
B, PHAELIR] LA R FE ¢ K06, T BOPERER F x 2 K86
P <0.05 hESAGI¥E L,

# R

1 KUY G T B VIR 8 N RS e 3 ik
Pl X% RIFb# (21)  Sxilediesg, iqyr 1A 7E
PIRJEL B R % (P < 0.05) , T 7 N IR iE 8 ik PILLRI
TR (P <0.05) 3497 T 44 Kidsr 22 23 ese it
R X(P>0.05); 597 T A, G TAHTHEN
R 1 = (P < 0. 05) , F 5 ISR E 5 ik P1LRI F%
(P <0.05),

2 RUBITHIG HOMA-IR hig (%2) HA
URITATELER, 697 5 1697 1T 41 HOMA-IR 7K T %
(P<0.05) ., SXTIRALIAYTRTECEL GY7T 1 41, T4 H:
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x1 HKARITETENERER PIERIE (x=xs)

20 31 B%C NEJEE (mm) PI RI

Xt 298 9.3+1.6 1.23+0.12 0.63 +0.06
WYL 160 6.9+1.4*  1.370.22" 0.82:0.09"*
BIrll 195 9.8+1.5° 1.19+0.19”° 0.64 +0.07%

T AL L, * P <0.05; 53497 1 4114k, “P <0.05
HOMA-IR ¥ J1E (P <0.05) ,{Hi&Yr T 40 51 48] L
O ERIG I E L (P >0.05) ; 5% BAIEIT G
5,697 1 41 HOMA-IR /KFE-TFHE (P <0.05) 3697 T 41
HOMA-IR 7K -7 Gt L (P >0.05) .

K2 KHBITHIG HOMA-IR HiE  (x +s)

25 %5 Hf ] HOMA-IR
Xif 298 VRYTHI 1.97 +0. 65
BT 1.85+0.54
bErid | 160 JRITHT 3.87+1.69%
BITIE 3.91+1.074
bevadll 195 VRYTHI 3.92+2.01%
wITE 2.43+1.63"

s S ALLATT L4, * P <0. 05 55 X IRALIAT il L, °P <
0.05; S XIRALIATT IR Lk, AP <0.05
3 HAIAITIE UCP2 KL (K1) SXFi
4lHbAe, 1597 1 457097 141 UCP2 ik /K P27
P, AT AL S IR AR, 2 S A S i
X(P<0.05),

Ay LA weg g7 141 B
UcpP2

— *

UCP28t A &k it

00000222
ohtpeehrpe
_|

B-actin SR vasT 14 wadT T4

TE:A &4 UCP2 B EHLIKIE ;B & 41 UCP2 ik h;

S HAL LA, * P <0. 05
Bl1 KHIBIF)E UCP2 kK

4 KHABEUTBIRIEIRFE A S HBET 1 4
A EA I 38 X BRAH AR PR 5 16. 1% (48/298) ,1f
J7 1 410 23.1% (37/160) , i 97 I 4% 33.8%
(66/195) . 55X B2 A, 1697 I HIE IR BT &
(P<0.05); 51097 | 4 LL#, 1697 1L AL AR IR 321 &
(P<0.05),

i #

PCOS ALyt T2 BLAY N7 IS FIA QI PR R 52 15

W6 40 L 1) 2 B B B IE  HE R AL, IR T R B
Bk B A ARG 28 2 MRt . i 2 R AR F ok
TS R e HE IR T % 2 BT AR T S
BN R M A2 TR . Rk, 4
PUakIs i B A BLRORE BB RS A . AR5
R T 17 I s FT 35 42 75 PCOS AN 24K (1 4T
WRAR It — 5 B A LA i B P RIS | ot A A AL
FEUCE R 5 AU E A G . BN & B PCOS
BB RIANIERE ZT1 L 5 & Rk 555
WAL, H5 B AR S AR Ty LR R e,
PRST 0, AR LS k. RIREHSRERE 4
% CRELERAT Bl KRGS IR, s sk 2 Al
TGRS BB AT o AT s AR SF ST AL G
SR AR . 0 A HEE RS R CPUIRES
PEVERR DI BE , 2035 U0 Kk B S H AR AR TR Y
S LA 1 5 AR A T

AWFFEIE— 2 BT B3 5 3 g 3 i PCOS
BB YRR S UEE T R Z R T REMLE] . B Al
INHIRARE RFIE K & B H 25 R G 4 &
B, —MIAKHEN S 5 7 ~8 K& T B NI AT
3 RIS, BR80T X — i
B NS I AEY A T B AL, FEAARE 3 4
HELE A IERR BB R R ARG 4598 B, B8 BT
HAREHOBE I 7 AR R A R AR
F L — B KRR A, ik ATP 94K
WA HELZE, UCP2 J& TA R KNI IAE K
W, T2 Fk T ELsh Y5 Fh gl 2h B AL L
FRARIE BTN RE  JERId/> ATP B 4 i P 175 4 0 A BUAE
A BT RECIR A5 APl BB Y R AR A W ST 4R GE
PCOSHZ I UCP2 ik kg™ 3 E O
FEE WHGE T AR B 75 N UCP2 Rk 1 48
£ B PCOS ¥ T8 I UCP2 12 ik 15 1t [
PN LR

ARWFFTIESE PCOS 4% 15 I H 7714 UCP2
Foik, RIE A IS X A 8, 3G)7 T 53097 T4
UCP2 ik /K345 3w, Horhyayr T 400 8 3
LREFHI¥E L (P<0.05), Hit, B SHEZ
TR A SR 5 R B0 7 By P IR 2 52 M 7T Rl 3t 52
Iy RN AW i e (S IR (ERE RN AR R LA N
W, — i, WF5T & BUAT IR /N BT B UCP2 Rk
JEZE N 2.5 4%, T UCP2 Jt P #4578 Bl 2 B A=
HHESI T, $25 UCP2 ] i 3o 5% i RE it i =
5 Y B 5 B i s 5 — T T, W BRI T
B ARSI 5 A 400 L R i 20T, 2 5 R RE O
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FIEE G Z ) B g 7). UCP2 11 BS99 1 i i 1k
B REOKTE IR IT e RN, v REZ 5 IR G R i
i r A W 00 R P A% 240 i 2 RE 1Y, IR i A B
FHA R REHET o

AHIFE AL — SRR Z AL . B SeAE i B X IR 4
I LA IE R H 22 FHEIR ) AN 2T 10 4 D 2 08, R
A H AN PCOS ¥ . X EZREH Y PCOS
HHENARLEE, B S 2B NEA Z A 2 R I
UMD S 05 1G], XMELARIE et BT 508 i ik ae )7 4
(R HARION BT o X BTN fo T 1R B0 3
BEALX RS S50 R ff Bk . B2, AT ZE IR 5
T PCOS GKIF A A A2 HE VR A7 BEREAR 755 1L IR
TE T AR I L 75 RS2 PRI M A O
MR I T BERS T LR AR AT, X AL AT e Bk
T E Bl K L A B R AR K UCP2 Rk, 9F
IR T N IRA S A K
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