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[(WE] B U R X 24 00 55 AE (PCOS) [ 5 N 43 KW g ARG AR L3 S G RIG YT o 75 3% R 4IE 2003 4¢
REFEFHZ Wi bR HEAN A PCOS (12 235 4], 43 R 75 48 ORI D2 5 FRARHT 46 400 4, LU BN IR) 4 4 5 58 3 PR SCER bl R S R
FLRE Ko G5 R :OAC R PCOS 35 SVEEH (T) (%5 M 1B (FPG) (75 I B &5 & (FINS) f*é)ﬁ 2 h B (2 h-INS) [ Hh =
i (TG) k% AR 11 (LDL) & THEACEAL, B0 )R (FSH) (BUR AR iR (LH) & % E R & 11 (HDL) IR TR C k4, 2
BB G EE (P <0.05) ; QIR 4] PCOS & # (A H 5% (BMI) ,FPG,FINS, % )5 2 h i ## (2 h-PG) ,2 h-INS, TG & F NIR 4,
LH,HDL{XF NIR 4,2 RA G ¥ B X (P <0.05), it : QI PCOS B #H R I KT -2 7 -09 5240 D 58 Z 5L, AL
JERY PCOS B35 1ML 25 LE 45 5 1 BLE 5 RAKHT . @PCOS BF AR Q5% , UL B AL PCOS 3% FI R & 4K Pr Al PCOS
BEMAEETLE IR,
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Characteristics of Sugar Metabolism and Serum Lipid Levels in Women
of Polycystic Ovary Syndrome Patients with Different Subgroups
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2. Gynecologlial Department of Guangdong Hospital of Traditional Chinese Medicine, Guangzhou 510120, China)

[ Abstract ] Objective: To investigate hormonal profile and metabolic abnormalities in subgroups of women
with polycystic ovary syndrome (PCOS) and explore a reasonable classification for PCOS. Method: Two hundred
and thrity-five PCOS patients were recruited and divided into subgroup according to their body mass index ( BMI)
and homeostasis model assessment (HOMA-IR) , serum sexual hormone, insulin, sugar metabolism, serum lipid
levels were analyzed. Result: (D The level of testosterone (T), fasting plasma glucose (FPG), fasting insulin
(FINS), 2 hour fasting insulin (2 h-INS), triglyceride (TG), low density lipoprotein cholesterol (LDL) of the
obese PCOS group were higher than those of the Non-obese PCOS group, while the level of follicle stimulating
(FSH) , luteinizing hormone (LH), high density lipoprotein cholesterol ( HDL) were lower than the Non-obese
PCOS group, all the differences were significant (P <0.05) ; @ body mass index (BMI), fasting plasma glucose
(FPG), fasting insulin (FINS), 2 h-plasma glucose (2 h-PG), 2 h-INS, TG, HDL were higher than that of
the group without insulin resistance, luteinizing hormone (LH), high density lipoprotein cholesterol ( HDL) were
lower than that of the group without insulin resistance, all the differences were significant (P < 0.05).

Conclusion; (1) The non-obese PCOS patients were characterized by hypothalamus-pituitary gland-ovary ( HPO)
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axis dysfunction, the obese PCOS patients are easier to present insulin resistance; (2 there is a metabolic

disturbance in patients with PCOS, which is more obvious dyslipidernia in obese and insulin-resistant patients.

[ Key words |

% 3% U 8 22 5 fiF ( polycystic ovarian syndrome,
PCOS) J& 2 P A= 5H N 43 0 AR I8 D) g 55 5 3500 HE
bR B AR L TR AR B AR R A L B R 4% ~
129% " fE T HE BR P R 2200 R P 405 70% , oA
W S Tk o AR SC A X 235 )T AR i IX PCOS
HAHSC N A WA R 0 A, LAk — 2B R 1) PCOS R
[7) 3 2 19 PN 530 B A i A3 R
1 #ERE5FHE
L1 fFgExt4 k#2011 423 F -2012 455 A
WML T RAPER AR T2 I 288 PCOS /Y
A I 235 ), A B 19 ~ 36 % 2 W bs R
2003 4R N 2 2B 5E IR TG % 25 (ESHRE) 5 3%
[ A2 5 B2 2 2 (ASRM) i %E 1) “ PCOS JE 47 112 B
FrdE” o QO & HE G 55 0 HE O 5 @ MR 19 I IR
LR/ m e R IUAE 5 ) A 3R B Ol £ 4 O S
(— D X Bp A 12 ML EERK 2 ~9 mm [y
B3, R/ s B EAA LR T 10 mL) 5@ B3k 3 Arp
FEA 2 45, O HE B A e ol 08 3% 52 05 A o R M
AR BB A (CAH) (E 24 ER B AE 2 WA B R /Y
i 9g o
L2 ik OB G R ARGEDE 43 B % 000 4
YNSRI N =N O o o R N N EE T
(BMI) ,BMI=25 kg-m * ML fE, @75 K 4 2 B
B B 28 AT XU B 5 7R R A 1O S B A RN A
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R 3 RMIRAE & 8 h DL 1 VE = =5 JE ## Ik
L, W0 ML B A AR AR (LHD) BRI R (FSH) |
ME R (E,) MEFLE (PRL) B S (T) (228 (P) .
LV F8 bR A H ) 2R 4 o B B A 5 A B B 5 A, 1)
P2 RO #E AT I 5 . @25 B8 Il B (fasting plasma
glucose, FPG) & J5 2 h Ifil ## (2 h-plasma glucose,2
h-PG) 5% FH A % W8 010 B 05 0 . 25 R e B R
(fasting insulin, FIN) X485 2 h E % % (2 hour
fasting insulin,2 h-INS) Il 5 5% F {5 [ 3 H- 2\ &) 5 5
HE T 2 & DL Kl & R, A A RO I E .
O i 7S 50 7 R F i VAR BR A ) TR A B W) 1Y
Bl &, R HITACH 7170A 4x 30 28 4k 5 #r A
I i 37 H i =R (TG) G I [ BE (TC) | & % B2 R R
H (HDL) fik# B ig & 1 (LDL) (2§ # 1 A1 (Apo-
A1) (#HJEEH B(Apo-B) K

polycystic ovary syndrome; insulin resistance; body mass index

1.3 wHesmnd
1.3.1 SRAM G RZFRASHA-IR 45 %0 (HOMA-IR)
T4 IR, HOMA-IR = FIN x FPG/22.5, HOMA-IR
PEAGFE B oG8 — bR i, AT 52 L) HOMA-IR | 1/4
B 2. 69 fE F T4 IR 48 45, i 8 HOMA-IR >
2.69 Jy gl R ALHT (IR ) JB & & W E B A7 N
“pmol - L', #& 81 mU-L" x7.175 =
1 pmol-L~",
1.3.2  $¢H8 BMI=25 kg-m >R R BE 4L, BMI < 25
kgem PR AR AR AL, A 4 ) 4% LB HE B 25 5
1.4 it J7ik N SPSS 17.0 {4 4b 38 %5
P T RER TS ER S MEEH x5 Ron A
(] BB LG B R T B S, FEAS ¢ K5 3, P <0.05 Ry 25 5%
A Gt FE L
2 %R
2.1 PCOS & L e 20 5 N0 JbE 20 W 20 4% 45 b
Lo A JE e 28 R I i 2 43930 A 139 5 it 96 3], 4F
B4R (26.5 £3.77),(26.11 +4.49) % =R T
itk X, BMI 4850 7 (20.92 £2.29) , (26.78 =
2.02)kg-m *, ZFAH G iTFE X (P =0.000), IF
JEREZ FSH J LH 7K TR R4 (P <0.05) ,LH/
FSH Gt mitash, A T & TAERBEH (P <
0.05) , Hofth & M E Wi 4l |] 22 5+ LG it 2 & Lo
JEJEZH FPG, 2 h-INS /KF-& TARE 4 (P <
0.05) ,FINS & IR #AE AL 4P & T, 2 S AT
Giite R L (P <0.01), X 4 WAL fE 40 PCOS 3%
TS 5y 1 B B R AR, AR AR R APk —
EMVER . Be gy m, AE B 41 TG, LDL, Apo-B %
THENEMEL (P <0.05) ,HDL ik FARAE 4L (P <
0.05), W31,
2.2 PCOS @35 ge iy RACPUA 5 Ak R & &= 4840
MR L RS RAPIAH (IR A ,n =112) FE
R FEACPL A (NIR 41, n = 123) 4F % 5 5 K
(27.43 £4.36) ,(26.9 £3.90) % , £ R LG5I % &
Y. IR 41 (HOMA-IR >2.69) 5 NIR 4] ( HOMA-
IR<2.69) %, B4 % & % BMI, FPG, FINS,2 h-
PG,2 h-INS,IR B & F} &, 2 A G it 2% L (P <
0.001), NIR 41 LH, HDL B & & F IR 41 (P <
0.001) , Hofth 2% P 30 2 W 4 (1) 22 % TG it % Lo
REACHE J7 T, IR 20 B 8w i TG Fl 3% iy HDL
- 289 -



519 B4 14 4]
2013 4E 7 A

Hp [ 52 86 07 5 2 2% 56

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 19,No. 14
Jul. 2013

&1 PCOSFREMASEMAETIEIRLR (v x5)

e b A AE J 4l HE i 21
FSH/U-L™! 5.78 £2.47 5.16 +1.59"
LH/U-L"! 13.41 +7.03 10.72 £6.07%
LH/FSH 2.87 +7.11 2.50 £1.31
E,/pmol-L ! 266.34 £329.84 224.93 +189.42
PRL/mU-L~! 246.50 +114.56 244.25 +138.57
T/nmol - L ™! 2.37 £0.71 2.60 +0.84"
P/nmol -1 ! 2.66 +3.17 3.35£8.59
FPG/mmol-L ™" 5.18 £0.44 5.31+0.56"
FINS/pmol - L~ 92.71 £57.70 120.61 +75.59"
2 h-PG/pmol-L "' 5.85+1.27 6.13 £1.41

2 h-INS/pmol - L~ 456.58 +413.68 597.15 +546.48"
HOMA-IR? 3.07 £2.02 4.09 £2.67
TG/mmol+L ™! 1.29 £0.65 1.56 +0.89%
TC/mmol -1, ™! 4.73 £1.02 4.83 +£0.92
HDL/mmol - L. 7" 1.47 +0.37 1.37 £0.35%
LDL/mmol-L ™" 2.89 +£0.76 3.11 +£0.80%
Apo-Al/g-L~! 1.43 +0.22 1.39 £0.24
Apo-B/g-mL ! 0.86 +0.23 0.93 +0.36%

o HARRE AL 3" P <0. 05, P <0. 01,
(P<0.001),IR 20 Apo-Al X F NIR 4, R A 4t

HEEX(P<0.05), &2,
£2 PCOSHEBEMAAGHMRBEMAAETUEIRLE (v25)

i NIR 21 IR 4
BMI/kg+m > 22.31 £3.57 24.18 +£3.45%
FSH/U-L™! 5.51 +1.84 5.54 £2.44
LH/U-L"! 13.96 +6.94 10.81 +6.28%
LH/FSH 2.66 +1.25 2.61 £6.32
E,/pmol -1~ 269.81 +348.74 230.85 +201.04
PRL/mU-L "' 246.00 +122.29 245.20 £127.26
T/nmol - L~ 2.48 +0.78 2.46 £0.76
P/nmol - L ~" 2.68 +3.47 3.18 +7.62%
FPG/mmol - L~ 5.01 £0.37 5.43 +0.52%
FINS/pmol - L~ 56.17 £19.78 147.76 +64.73%
2 h-PG/pmol - 17! 5.63 £1.07 6.27 +1.47%
2 h-INS/pmol - L. ~! 333.64 +294.31 678.24 +547.22%
HOMA-IR/pmol-L ™! 1.83 +0.53 5.00 +2.35%
TG/mmol-L ™! 1.18 £0.57 1.60 +0.87%
TC/mmol-L ™! 4.81+1.07 4.73 £0.89
HDL/mmol - 1. 7! 1.52 £0.36 1.34 £0.34%
LDL/mmol-L ! 2.94 £0.82 3.01 £0.75
Apo-Al/g-L7! 1.45+0.24 1.38 +0.22"
Apo-B/g-mL ™! 0.89 +0.33 0.88 £0.25

.5 NIR 41 e #" P <0.05,2 P <0.01,

3 itig
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Clinical Investigation of Effect of Herbal Decoction with Prevention
of Adhesion on Recovery of Patients after Laparoscopic Endornetriosis
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[ Abstract ] Objective: To investigate the effect of herbal decoction with prevention of adhesion on
recovery of the patients after laparoscopic endometriosis. Method: Eighty-six patients were randomly divided into
two groups. The patients in the control group underwent the conventional treatment after surgery; other patients in
the treatment group were given the herbal decoction 6 hour after surgery besides the conventional treatment. The
patient’s postoperative recovery time of defecation, gas exhaust, borborygmus recovery, the changes of the of

temperature, white blood cell (WBC), interleukin-18 (IL-18) and IL-6 were observed. Result: The patients
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