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WE B WRFRRM G T % 97§ 4 442 (polycystic ovary syndrome,PCOS) & # Mg %
KT BBy F AL Fra, ik 90 4 PCOS &4 Mpy ek v Hu, — FAURNA( B L) b HIKE
B (BRAM), FH30 B, PHALTHEARAT , BB M, 02 Kok, T 1k, GHHARM =
TR 500 mg, & B 2 K,ER 3 A A BEASAE 1A A R IR F R IR 77 = F BN, Z )5 EIRE # IR )
T2 AR TG R TAEMEE kM E k[ = I 4k (fasting blood glucose,FPG) \&J& 2 h fetE
(postprandial 2 h blood glucose,2 h GLU) |; 4L 3 & Kk ml bk B & [ = M % 5 % (fasting insulin,
FINS) .45 2 h & & % (postprandial 2 h insulin,2 h INS) ] . # 4k £ & % (luteinizing hormone,LH) . 9F
78 %% Z (follicle stimulating hormone ,FSH) % — 5% (estradiol ,E, ) .58 (progesterone, P) .it5L%
(prolactin, PRL) . %A (testosterone, T). BBt % 9% R W k0 & 5% % | A5 B % (adiponectin, APN) ; 3+
AAEEA IR F54 (homeostasis model assessment of insulin resistance, HOMA-IR) , &5 a7 & &
ﬂ’ﬁifvi mEg 31Kk, HEAREIH44(body mass index,BMI) , 4t &858 % 3 /A A S FRIAF 69 L ah ik
% (basal body temperature, BBT) 48 % 4k, it L &40 oy AR 5, WaR G 7 a1 Je & 20 F E B/ +F &5

R 5 KME7TAER,3 4575 BMILFINS.2 h INS.HOMA-IR % % .LH .PRL.T K-F & ¥ E?ﬂiﬁﬂ"
SR T, APN K-F EF(P<0.05), %2540 % 3440 FPG.2 h FPG ¥l 2 T4 (P <0.05) , B &4 E, &K
FHEBIL, ZR AT FEL(P<0.05); 5P ehmrkd BRAABMIBFATE £2/4% 4 (P<0.05),%
AR B4 FPG.2 h GLU.2 h INS.HOMA-IR.APN #%77#1 /6 214 % % (P <0.05), 5®zZarkix, P
BB IS TG PRLT AP EiEfEiF 9 2148 % , KA E, LH 2147 % % (P <0.05)., HE4&
ka2 K (P <0.05), I8 AASMFRAE IR, MM B T = F 3UK; 7 7T B1&
PCOS % # fnid LH. T.PRL. P EiEiE 1R 5, A AL T = F UK, BE A JH 25 501 47,
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Effect of Qingre Yangyin Recipe on Endocrine and Metabolism of Polycystic Ovary Syndrome Pa-
tients ZHANG Ting Department of Gynecology, First Hospital Affiliated to Zhejiang Chinese Medical
University, Hangzhou (310006)

ABSTRACT Objective To observe the effect of Qingre Yangyin Recipe (QRYYR) on sex hor-
mones and insulin resistance (IR) in polycystic ovary syndrome (PCOS) patients. Methods  Totally 90
PCOS patients were randomly assigned to the Chinese herbs group, the Western medicine group, the
combined group, 30 in each group. Patients in the Chinese herbs group took QRYYR, one dose per day in
two portions, once in the morning and once in the evening. Patients in the Western medicine group took
Metformin 500 mg, twice per day for 3 consecutive months. Patients in the combined group took QRYYR
and Metformin (the same as the former said two groups) in the 1st month, and took QRYYR for the fol-
lowing two months. Fasting blood glucose (FPG) and postprandial 2 h blood glucose (2 h GLU) were de-
termined using hexokinase method before and after treatment. Fasting insulin (FINS) , postprandial 2 h in-
sulin (2 h INS), luteinizing hormone (LH), follicle stimulating hormone (FSH), estradiol (E,), proges-
terone (P), prolactin (PRL), and testosterone (T) were detected using chemiluminescent method. Lep-
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tin and adiponectin (APN) were determined using ELISA. Homeostasis model assessment of insulin re-
sistance (HOMA-IR) was calculated. Body weight and height were measured once before treatment and
once after treatment to calculate body mass index (BMI). The total two-phase basal body temperature
(BBT) actually obtained within 3 months was statistically collected to calculate the two-phase BBT rate.
Scores for Chinese medical syndromes were compared between the two groups before and after treat-
Compared with before treatment in the same group, BMI, FINS, 2 h INS, HOMA-IR, lep-
tin, LH, PRL, T, and scores for Chinese medical syndromes obviously decreased, and APN levels in-

ment. Results

creased (P <0.05). FPG and 2 h FPG obviously decreased in the Western medicine group and the com-
bined group (P <0.05). E, levels obviously decreased in the combined group with statistical difference
(P <0.05). Compared with the Chinese herbs group, the difference of BMI between pre-treatment and
post-treatment was more in the combined group (P <0.05). The difference of FPG,2 h GLU, 2 h INS, HO-
MA-IR, and APN between pre-treatment and post-treatment was more in the Chinese herbs group and the
combined group (P <0.05). Compared with the Western medicine group, the difference of PRL, T, and
scores for Chinese medical syndromes was more in the Western medicine group and the combined group
(P <0.05); the difference of E,and LH was even more in the combined group (P <0.05). Compared with
the combined group, the biphasic rate was obviously lowered in the Western medicine group (P <0.05).

Conclusions

QRYYR could improve IR but with weaker power to that of Metformin. It also could de-

crease serum levels of LH, T, PRL, and scores for Chinese medical syndromes, with superior effect to

that of Metformin. The effect in the combined group was better.

KEYWORDS Qingre Yangyin Recipe; polycystic ovary syndrome; endocrine; insulin resistance

ZBEYHLEA1E (polycystic ovary syndrome,
PCOS) J&—FhA: 5l N 0 Wb 25 L 55 A0 57 o IR A7 1
JiPE . 2T F W ES A0, KR ik 6% ~
10% " ARG RS, IREREZ A, £
HWAGRRM(ZHHERHA @M ~E) A2 Z2E
J JERESE . HRTE R PCOS A 3EAR Py 43 WA A T2 2
THEICER MLAE | 55 2 1A AR i 22 /90 9 ) R (luteinizing
hormone, LH/follicle stimulating hormone, FSH)
EL] AR 1 (estradiol , E, ) Al = #E il ( estrone,
E,) . JB 5 £ #L40 (insulin resistance, IR)™?', ik
50% ~60% PCOS L &777E IR™ . IR KL btk
1R 1o JRe 5 2 ILAE 57 | 7S v ME I 3R ML, o I R 2 36
HEOP AT 9 J i DL o E R R R IR YT 25490 & —
FOBUIIR, AT A Rk IR, R AR I JB & 3R MR K F
PR S B HEDD o (HAFAEHEI RAR B M S b
RGBEXMED AR Bk S X T & KE T iE
§7 PCOS HyWFIE & B 2502 HE IR A4 HI 28 i, H i
FA A HNE AL LB A 2 TR AN B BH 2% 3 1
R4 (HXT T 0 25 IR AFE T RIS v A
i — 25T,

THIRFEI T R CHCE S E R R4 P BEERM A
W7 A b (CRHE A ) ) sk s, A T
TR ANE RIS M2 88, v ELE 2 - b
HR EHL F A RN ES RS A ENE TS A

T s AR BT ARFFZE LB OBUIR K %t
M, 2 BT IR B 7 %) PCOS N 43 i FBs g A
RSN, I HAE kA .

BRERHE

1 EWikriE  (1)PCOS £ 18 2003 45 H B
N 5 ISR 22 M 5 [ AR B 2 2 25 (ESHRE/AS-
RM) BERE P 5 WHERR (I WTRR E® . (2) IR Fdfiz: R
ARSI IR $5%% (homeostasis model assess-
ment of insulin resistanee, HOMA-IR) ""® ¥4 IR,
HOMA-IR=1.66 2 IR '*', (3) " EiF RIS WitrifES
WA P25 2 PR ITFE 4 S U0 ) 00 1 2002 4F 4
i [ B AR R 28 P E Bl ) 1 H P 8 4 B R
MRUEHHIE 4 BUAR fEAE 1T : OB BRI : 325 : H &5
W DR 2, TR O AR TR, B B TR 40 5 TUE =
R B T A g o ik, Sk H Rz,
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R b FLSE A TR AA B e 5 AR « e M 925 06
HRE 2, M vg e , Sk H R, T B P sl bE 1, 5 iR
A UER, & A, BRIR E . QSRR k. & L, &
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Q@EIE 1 T, UCAESS 2 T, 2 B8 5 BRI T2 8.
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3 HeBRbruE  3E 3 A H IR A R I
WEZE 2 AR HEIR 245 WE B R A5 % BT O 25 25 ) ik
e

4 kL 90 42011 4 3 H—2012 4 9 H
FEWT L B2y KA R 56 — R BE I 122 AT S 2 Wi
FRUERTRE o SR FHBELEL 73 AL R B 4553
KRG ORI (PG 254) R 2HBRA P25 4L (B
41) , 54130 . 3 LA I [ S AR Y O R
FBICPER BRI (R 1), ZR KR FE (P >
0.05) o iaXBam £ Wi L Hp B 24 K2 I g 25— = e AR B
BZREHE,

RS BRI

. L CERSEEE CPIAER RRNEE TR
A B g o

(%) (%, x=%s ) (4F) (4, x x5 )

iz 30 19~38 25.6+3.8 2~10 4.95=+3.68

7§25 30 20~40 27.2£3.9 3~11 5.32%2.79

%4 30 18~37 26.8+3.6 1~10 5.56+2.63

5 HZihik HAH 5 KR o E AR ERHUE M
M55 5 KMk, Hh2h 20 ik 5 AR U7, 4Rk H
HHE30g AM12g £4£10g HKAj15g Fi=
159 th#129 AEW10g PEE10g MET
159 #%H#¥1159g (IR 15g HET 159,53
H 1500, ey v B2 2 R 2 B e 27— B2 g v 24 5 Rl 2)
$e4%, BH4% 200 mL, 53 2 IREOAR, R B 45 1 Ik, # Ik
3AH UG H = WK (250 mg/kr, (5 i
25 A BRA L, H#5:111008)500 mg, 4 H 2 ¥k, %
M3 A~ H A2 1 A H R A IS AR B 5 =
FOBUIR, Z 5 B IR ig 3R 7 2 1 H o

6 WMEARIR SOk

6.1 {KEFE%E(body mass index,BMI) .55

IfiL 4 ( fasting blood glucose, FPG) &5 2 h LA
(postprandial 2 h blood glucose,2 h GLU) . %5l
[y % (fasting insulin, FINS) . & J5 2 h i £
(postprandial 2 h insulin,2 h INS) % JgH &
(adiponectin,APN) & HOMA-IR #:ill V&7 RIS,
AL 2R (BRGR M R i ) 5 3 ~5 RKOR4EZS
MEFHIKIL S mL &5 2 h fililfi 2 mL, AR e 5 il
JE WS A7 K G0 g 2 2R IR B 3 W 2 0 o 22
Z APN; 15 HOMA-IR . A Y7 B 5 & PR 5 I
Hm 1k, R BMI

6.2 PEEEA e Koy E 6. 1, kL
2FRIGERN FSH LH E, \Z2[ (progesterone, P) .
WFL.Z (prolactin, PRL) .22 (testosterone, T) .

6.3 JEARMAESUHER I AR RS (A
DT 6 h BEIR) , AT 2l BUAIR R CTH T, D
FEIREE 5 miin, Y0 B R] 45 R AR [ , BT R iR 25 A
1L 0.5 ho MW ZEJEIASE 1 K4 W i) 35 fith 4 7
(basal body temperature, BBT) , & H #2134
MLk . $% WHO bR HI it 28 A SO ™ . Geit
F B 3 R HUS RO BB, TR 45 A A L
THE, RIS AL E 3 AT SERREUS i SUH B85S BT
XURH S EL (BRLL515L < 3) B LA

6.4 WEIEEIFRME S IRICER(10,11 ]9
B BEIEEIE PR ERR (2 2) o IEEETF5 55 T 5 IE
focitor B

7 GeiteEJrik N SPSS 17.0 ity
Mt T WREE L x +s Ron, ZH Z BIH =
FEA I 225707, B BP RS FEA O XS t A6 50 5 S5 90 %
BER BRSSP HECEOR T x 2 K58, P <0.05 K2
ARG E L

R2  PERIEBIF bR IER
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By ESTS IR G WA 7
TS >20 A E s 10 ~20 4~ >10 4>, it <2 mm <10 4
TFROLH ERSAnE 7 g Jo

22 LA i e (0 1 B 26 AR RS JINIIE2 1B A IR 20 0 (0 s 1S x

W = Fes ZH (e &

i 5432 R B ZH ks T

TEAARNE BMI=28 BMI 26 ~28 BMI 25 ~26 BMI <25
W DR /b L o Jx
INiSiR R G R oy Jo
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1 R EREN VU2 2 8 I R
RNRE 2L A2 BERATVE 25 2 h 253697, VH 25 A e & 58 B
28 1,

2 3 41 BMI 4k JiE S &R B R APN & HO-
MA-IR i &5 R A (%6 3)  SAUAITRTELEL, 7Y
2 N Bk A 697 )5 BMILFPG.2 h FPG.FINS,
2 h INS .HOMA-IR J¢J% 2% 7K F- B . F k&, APN 7K °F
(P <0.05), 1 2541iAY7 J5 BMILFINS .2 h INS,
HOMA-IR %98 2 /K-F-0 & F B, APN 7K EFH(P <
0.05) ; 522l 2248 i, B A4l BMI AT I IG 22
2 (P <0.05), P42y 20 KI5 41 FPG.2 h GLU .2 h
INS .HOMA-IR \APN @Y7l G 2 HE £, 2 R A it

X (#P<0.05),

3 I3YIAITHIE M E K F I (F£4) HA&
HIRITHT LA, 3 4AYT G LH  PRL T B & B AR, B
HHE, KPR REMR ZRARITFEX
(P <0.05) ; 554 Lu%, 24l Ik & 4RI RS
PRL.TZHEZL BEA4 E, LH ZHIF L, 2934
GiitE L (P<0.05),

4 3 4 BBTIREXSAHFIBM LK (K S5) %%
ZHHBUAH A LA, P 254 < h 2 dl <BX G 4L, 5752541
ttisc WA HMATRP BT &, ZRARITFE

X (P<0.05),
5 B3HPEIFEIESLE(F6) SRR
HIELER 3 ALIRYT 5 o B R vE 4 B B R AR, 2 R A 5

TR (P <0.05) s SPU 254 budse, th 2 41 )k 5 4
BITHTE P EIEEIE 22 E T 2, 25 A Gt 5 &
(P<0.05),

#3341 BMIIMWE RS ZE &% APN K HOMA-IR #45 R IbE:  (x +s)
. N FPG 2hGLU FINS 2 hINS BR APN
AR R BMI (mmollL) (mmol/L) (pmol/L) (pmollL) HOMA-IR (ng/mL) (mglL)
Hz§ 30 JAYFET 25.62£3.01  5.27+1.02  6.85+0.78  23.9+6.27  39.5:18.3  3.48:2.03 25.28+1.21  2.52 +0.56
AT 22.86+1.38* 5.09:0.38  6.62:0.73  15.8+2.81" 25.4+9.7°  2.83+1.52* 18.17+1.35* 4.753.81"
%f§  2.76+0.85 0.18+0.68  0.23=0.66 8.1+1.61 14.1£5.9 0.65 =0.56 7.11+0.89  2.23+0.64
Tz 28 JAJFE;  26.08+2.95 5.36+1.19  7.02:0.69  26.2+6.39  42.6=20.1 3.81+2.75 23.50+1.46  2.28 +0.67
BT 23.55+1.49* 4.94+0.57* 6.62+0.54* 18.3+2.46" 16.7+8.2*  2.69+1.16"* 15.86+1.49* 6.95+2.15"
%M 2.53+0.98  0.42+0.77% 0.40:0.59% 7.9%1.83  25.9:5.2% 1.12+0.67% 7.64+0.75 4.67+1.03%
%4 30 JASFET 26.25+3.23  5.38+1.08  6.96:0.74  25.5+6.58  40.8+19.8  3.63+2.45 24.85+1.34  2.36£0.85
WG 22.84+1.68° 5.01+0.63" 6.58+0.86* 16.7+2.60* 16.5+8.9°  2.64:0.86" 16.35+1.67" 7.33:1.86"
%M 3.41:0.76% 0.37+0.56° 0.38+0.80° 8.8+1.75  24.3x4.8° 0.99:0.48° 8.50+0.97  4.97 +0.93%
T SAHBITHTHEL, *P <0.05; 52540 24k b4k, 2P <0.05
Fz4 3ABITAEHEERZE KK (xxs)
2H 5 1155 Aif 8] FSH(mIU/mL)  LH(mIU/mL) E, (pg/mL) P(ng/mL) PRL(ng/mL) T(ng/mL)
2y 30 b=y} 5.28 +1.21 12.86 +5.43  48.56+10.56  0.68 £0.16 18.85 +6.20 1.03+0.35
BIT IR 5.18 +1.35 8.57+2.81" 40.85+11.27  0.58 +0.27 13.67 +5.25" 0.65x0.12"
ZH 0.10 +0.55 4.29 £1.21 7.71£3.32 0.10 £0.52 5.18 +1.13% 0.38£0.21%
7izh 28 RITHI 6.02+1.54 13.25+4.85 52.45+8.97 0.59 +0.20 16.26 +5.19 0.98 +0.41
WITG 5.86 +1.49 8.95+2.15" 45.62=9.03 0.68 0. 11 11.85+4.29* 0.73+0.28"
EH 0.16 +0.24 4.30 £2.20 6.83+5.25 -0.09x0.25 4.41+0.96 0.25+0.26
A 30 TRITHI 6.25+1.78 13.58 £5.02  45.83+8.22 0.62 +0.14 17.57 +5.36 0.95 +0.33
RIT G 6.50 +1.67 7.73+1.86" 35.71+8.14*  0.48=0.23 11.92+5.07* 0.58+0.16"
ZMH -0.25+0.97 5.85+1.63% 10.12+6.56>  0.14 +0.22 5.65+0.84° 0.37 +£0.18%
T SARGIBYTRTILES, *P <0.05; 5P9 254 248 ke, 2P <0.05
5 3 4EIGH BBT MBI LA
2157 % 3 M UUAH 2 SRR 1 AR A YR BAHZE (%)
rhizh 30 4 11 12 3 1 46/90(51.11)
[ 28 3 8 13 4 1 38/84(45.24)
LIS 30 5 15 8 2 3 53/90(58.89) *

W ST e, " P <0.05
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F6 3 UPEIEMIFOIE (4, x£s)

, HREEEAE T4
o R - -

IRIT RIS 1BIT RS ZH
hzy 30 18.62+4.06 4.65+1.52* 13.97 £2.33%
7§25 28  19.05+4.28 10.68+2.64" 8.37 +2.25
B4 30 18.98+4.21  4.52+1.80* 14.46 +1.67°%

W SAHIBITRTILEL, *P <0.05; 504254 ik, P <0.05
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PCOS Ji R & 7%, 5 8t 14 Ty S L i HE S 2R 4
PEME BRI R S MR W 5 IR B B 2 PR S E M
96 P B T ML SR A 0 o IR TR
A A 1 v e ) K M AE 7 PCOS &% iR % +
AEEMMERT IR & PCOS g Bl A: il it A2 v i1y v
DFRAT, A B2 5 A S E R, BT
IR, ZMH &N LR G R, L RVFRFY, P-
COS JLitlEfE 575, #m 7 1E IR, IR A {LH
MAENERER PCOS B, IEH (K& ) PCOS &R
A IR R EB]E IR . PCOS WG EZEZ —,
PCOS JE fie £ 2 1o g 5 28 ML 1 R A2 2 75 % , AR AE
PEREEZ 30% 1 . NIRRT R 00 IR 45—
%, A, TR EMAPN 5 IR (551 6%, 8 Z A
APN ki B IR P EE 5 HR .

PCOS HE2=nl HJE “ A& | “ A" ik, it
FoRFBEF X PCOS WIE R 5 5 2, W AN [\, TG
Gi— A3 R0 AE RIS I BT A B R R
PCOS fyHEAE R . Hivh, Bk A PCOS 1
FEHHLE T E 2K R, IR B AR, InZ
PEIRZTRN, U 5L 5 BB, B I R K- IR ¢
(RGBT B BAANE (R UEBR & 7, [A] B
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108 BTG53 R ' B 4 B FH ke 4 AR 4 5 %)
WAZH, % B LH/FSH {4 & X 4 PCOS M5 [ i | &
PHAER S . iz WEEP2AR 25 h B R IR TR T
B BRI SRR I R I RS L X TR v A A
i PCOS FYFEASEHLIE LUIT B BH R R A , B IR AR K A
bro FFE AR, spEAUME D AE e £ /0, 52
2 ANPEERE . B H A A Kk A K, i K AT
B, BRIBCR R BURE A 1T A BB SR AR
KEIFEI ., BEE P EEE S R R LR R, 25
SEYN IR AE 5 HR A B35 A0, e Mg
B 2 AT O B R A B R A A e
REMPE P AR EE2EHE X PCOS B R IEAE -,
LGEE ZAEIRIRAY A, I PCOS lE £ MR A

JE PR —IEDhRER AT, S R EREAS L, KA
AR BUFFFIAS R 5 AL , B 80K RS A 2 , v AR 2R 5%,
28 AN REF Il s ML B, S PR s H 2205 105 B 22 1
S L fiz I 2 i D) K PR B, SR PR 5 5 T B
T, AU , 98 10 I AR 235 f Rl B 9 o A i
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ARG ML o 7 7 Ik — B R B 2R M AT 2 A
VR R R SR, RO B K T
FR B 7 FE Al s, 5 MR R oA R 2, e DA AR
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B2 AT LAREAIG 2 R0 bR 5 IE Bk KRR A9 AR B, 91 K R
B A S AL AR 0BT I , i I 1 R AR
A F A& MR T LT AR AT N,
THIIEI #MFEE o Al R N8 A A0 B BRAE L, GE B
AN, 2 BH A SR B DU A5 BH T i AR R AN
Wy, RE BT RS RAT PSR R
FIE, 16 0 AL L RS R 25, RIOK B R
o LG AR, T ORI A SR, BRIB AT AR, i
W, AT 2 A B, DA K 20 9 2 Fh 1 L 2 HE O
9 B Y

2B RANE P h 25 A ik 5 - 35 . HI ML
AT AREAR PCOS &% BMILLH .2 h INS /KF, 05
T —is 2y, 3R 4N E AP 25 ] L P-
COS HF N4 WK T-FId s IR 02, (AR
HZG T IR VR SRl 5 P 25 0047 H g . ARG R ik
ST P A A, A3 i AT A T EL R R PR A . A
FEFRM TEIGR A5 A0 — H SIS R s B 1Y IR
HEEMEI R K R LH T, SF PR IR, i
FRFRBA AR FH S T HOBUNR; X6 F 4035 P 55 ) RE R &
HEGY e R AG , WE PR B OO0 T HOBUIK, B
IR B, RO E, /KPS e 8 Y 0 S %
RIIRE , AT 45 5 h B A 24 21 B 2 R AIK R0 3
1 E, ACF I LA A AT g2 B 6 F RUII S 5
TEE IR AR, AT E A A1 T el 3 O 5 1) Jm 35 34
B S HES . TR IR HEAF I N 1E b
{8, VA7 HT 3 401 FPG.2 h GLU L4175 1F 3 (B [,
R FA T BH w24 76 15 181 P A I A AR 4 o L
HLPERGEE IR 7 155 T - HOSUNCRIER & 2541, (HAE
FEAIS BMI 5 TG A 21 2 3 P T rh 25 21 P 245 41, Ul
G 2B o R4 Mk 5 28 AR s IR
AR GIRYT G A AL % 2K 48] R B L APN
B2 I SRR e IR BPE . H
HAHLH & AR 2 TH = APN AT T IR 6
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