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WME BB NRYTEEXET S E9 L% 454 (polycystic ovary syndrome, PCOS) 4 3k i #5 1%
Jig W P AT 9% (non-acoholic fatty liver disease,NAFLD) # % fig /X, # &9 57 2k, 247 PCOS 5 NAFLD #8 %
P, R AR AL, FTiE HR 35 4] PCOS 4/ NAFLD &4 4 fis b AT 28, Fl 41 £ 4% 35 4] PCOS R
1 NAFLD % J A Be s AT 28, 48 B kot & R & 20 & Ay st M4, FTA %K 3 347 ) A A & 1 5 AN A s 1) A%
%£,M% ¥ 5. K% 2EH (waist circumference, WC) . % B (hip circumference, HC) ; #& | sz 7 < &R
(testosterone,T) .t 5LZ (prolactin,PRL) . 97 /& %l % % (follicle stimulating hormone ,FSH) | 3% & 2 5%,
% (luteinizing hormone,LH) .# = ( estradiol ,E, ) .7 % (leptin) . = i% f ¥ ( fasting blood glucose,
FBG) .= ik B Z (fasting insulin,FINS) . & /5 2 h f24%(2 h postprandial blood glucose,2 h PBG) . %
fi2 ] B% (total cholesterol, TC) . = &-H 4 (triglyceride, TG) | & %5 F i5 & & A2 ] % ( high-density lipopro-
tein cholesterol ,HDL-C) &% % fis % & A= B &% (low-density lipoprotein cholesterol,LDL-C) /M % 4
437 & (sex hormone binding globulin,SHBG) % 35 4%, i+ F-4k £ 45 2 (body mass index,BMI) &%
¥t (waist-to-hip ratio, WHR) . #& & 42 2 #k $ & 3% 4L 48 4 (homeostatic model assessment for insulin
resistance ,HOMA-IR) , 5F 3 fig by AT 28K A 7 ok 77 25 84T 3 AN A WG T AT B WLIR, W67 45 R B 1R 25137 6 />
A. &R FERHITFAEEGARE BMI I WHR.T.LH . LH/FSH . leptin .FINS.2 h PBG,HOMA-IR.LDL-C
BE &G TR u(P<0.05),FSH 2 3k F -4 (P <0.05) ; B My FF 4 % % #9 4k & .BMI.WC .HC \WHR
leptin .\FINS.2 h PBG.HOMA-IR . TG.LDL-C .ALT .AST & 3EAR W5 AT 40 2 %7 & (P <0.05) ,HDL-C %
ik (P <0.05), RAHEFH %57 PCOS 4 NAFLD %% )5,83.87% R A A 2 A #4(26/31);32.26%
Rg By FF AR 2 8, 22 20, 05 £ (10/31) ; B KA 2L % 85.71% (24/28) ;48.28% % % (14/29) ;4 ¥ .BMI.FBG.
leptin ;TG ALT.AST /K344 77 47 2% 54K (P <0.05) ,SHBG & -F 2 %3% % (P <0.05) ,HOMA-IR,
FINS A& T.FSH .LH .LH/FSH &7 W/ lb &, Z F L4t 5 & L., &8 PCOS & % 4 4 I8 K F 4L
A% ,HA NAFLD 49 PCOS &% K I E A ™ & ;i K ik A 2k I PCOS 44 NAFLD K FHKE, & &
EBHIEHITALE IR R A Z2RM, /-3 F 5, RAER RN 2 E B HER leptin A, 2] E AR, A
T 5 fif B 0 W RO RO AR — T IR R
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ABSTRACT Objective To observe the therapeutic effect of resolving method of Chinese medicine
(CM) on the lipid metabolism in polycystic ovary syndrome (PCOS) patients accompanied with non-alco-
holic fatty liver disease (NAFLD), to analyze the correlation between PCOS and NAFLD, and to study its
mechanisms. Methods Totally 70 female PCOS patients in the reproductive age (20 —40 years old) were
recruited. Among them, 35 PCOS patients accompanied with NAFLD were recruited as Group A, and 35 P-
COS patients without complicated NAFLD were recruited as Group B. At the same time, 20 healthy female
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volunteers were recruited as the control group. All subjects had their personal medical records after rele-
vant questionnaire. Their clinical data including body height (BH), body weight (BW), body mass index
(BMI), waist circumference (WC), hip circumference (HC), testosterone (T), prolactin (PRL), follicle
stimulating hormone (FSH ), luteinizing hormone (LH), estradiol (E, ), leptin, fasting blood glucose
(FBG), fasting insulin (FINS), 2 h postprandial blood glucose (2 h PBG), homeostatic model assessment
for insulin resistance (HOMA-IR) , total cholesterol (TC), triglyceride (TG), low-density lipoprotein choles-
terol (LDL-C), high-density lipoprotein cholesterol (HDL-C), etc. were detected. Patients in Group A were
treated by the resolving method for 3 months. The follow-up was continued for 6 months after ending treat-
ment. Results The levels of BW, BMI, WHR, T, LH, LH/FSH, leptin, FINS, 2 h PBG, HOMA-IR, and LDL-
C were significantly higher in Group B than in the control group (P <0.05). The level of FSH was significant-
ly lower in Group B than in the control group (P <0.05). The levels of BW, BMI, WC, HC, waist-hip-ratio
(WHR), leptin, FINS, 2 h PBG, HOMA-IR, TG, LDL-C, ALT, and AST were significantly higher in Group A
than in Group B (P <0.05). The HDL-C level was significantly lower in Group A than in Group B (P <0.05).
In Group A after treatment by resolving method of CM, the menstrual cycle was recovered in 83.87% pa-
tients (26/31 cases), reduced fatty liver degree or disappearance of fatty liver degree occurred in 32. 26% pa-
tients (10/31 cases), with the total effective rate being 85.71% (24/28 cases).48.28% (14/29) patients were
pregnant. The levels of BW, BMI, FBG, leptin, TG, ALT, and AST significantly decreased when compared with
those before treatment (P <0.05). The level of SHBG significantly increased (P <0.05). There was no signifi-
cant difference in the levels of HOMA-IR, FINS, T, FSH, LH, or LH/FSH between before and after treatment
(P >0.05). Conclusions
COS patients accompanied with NAFLD. Resolving method can effectively restore the metabolic disturbance in
PCOS patients accompanied with NAFLD, recover their fatty liver degrees, recover normal menstrual cycles,

The metabolic disorder of glucolipid exists in PCOS patients, and more serious in P-

and elevate their pregnancy rates. Further studies are necessary on whether its mechanisms lie on lowering
leptin levels and correcting lipid metabolisms to relieve patient’s clinical symptoms.
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2 A KHEBRFRME W ARRHE: (1) 5
PCOS NAFLD iZWibrife; (2) 4% 20 ~40 ¥ ) &
5 (3) AIES I E A G R E . HEBRARE: (1)
HABSSAGENG , WAR RIS TKANE S E R B g A ) 2%
[RERGIE R FLER IMLAE 73 WA HEV R 1 B0 LA | i
JiE 5 5 (2) AR s BRI A B O ot >
70 g/JA e EEVE IR (25 R L4 E W A E IR U
LARAZ A A T BOIR W I R e 5 (3) B IR 0
M8 VB I R G A e 5 (4) 3 3 A H %
AL PR B YR TT

3 —WBURL Witk 2008 47 H—2011 46 H
TREBERYMEEILER T EESGRTT2Men
35 1| PCOS f NAFLD & #1E N IRINIFA , 7 44 1
(26.0 £4.9) %, [7] ¥ i& # 35 f] PCOS A f
NAFLD & 5 4 3E 5 W5 BT 40, “F 1 4E 1% (25.4 =
2.8) % flRE LR IEE 20 A4 Xt IR, P B4R I
(23.7 £2.4) %,

4 WO

4.1 —fgted [ USSR I IR s e
& By AR E [ (waist circumference ,WC) M
" (hip circumference ,HC) , % {AF 5%k (body
mass index,BMI) =&k (kg )/ & (m)? JEE
(waist-to-hip ratio, WHR) =WC/HC,

4.2 T WAz A EIER T
RIT, DU Lo Er sl (FZE B EFH 9 g )il E
9g. A9 g Ml 15 g2 LR 9 g L4 , Liksy
Yk A L, &AL 2 %, 2R 300 mL, 2 2 Tk
W7 8 A H o IRIT SR e &t bn , =2 bE s
6 M H MEEA LT B 1) 32 225

4.3 IMFEACREFALIE  SRAERS (R E £ O
WI(HAS 3 ~5 K) 5 4 M 238 WIAE SL il (AR AR AR
B 7R TCHL AT v 0T Az o A ) i i A7 3
12 h, IRHBJR 7:30 ~8:00, 75 JI5§ I # Bk 1L
kAL B Bk 30 R F RLRL I LT e bR BAAR AR BUR
(luteinizing hormone, LH) . bP ¥ 3 3 2 ( follicle-
stimulating hormone, FSH) . #ff — i ( estradiol,
E,) . %[l (testosterone, T) . W F. & ( prolactin,
PRL) .25 g L4 (fasting blood glucose, FBG) .55
JI5 I % % (fasting insulin,FINS) %5 2 h Ifi#E(2 h
postprandial blood glucose,2 h PBG) . i fIH [# fiE
(total cholesterol, TC) . =t H #h ( triglyceride,
TG) . % ¥ IR 45 1 IH [F % ( high-density lipoprotein
cholesterol ,HDL-C ) . ik % Ji& Jig & (1 1 [& B (low-
density lipoprotein cholesterol,LDL-C) [N AR &

FEEFS T (alanine aminotransferase ,ALT) . K& R
MR & 3t % %% [ ( aspartate aminotransferase,
AST)., 7 EH 8 mL M A4 T 2 500 r/min &L
12 min, fiXi —40 CFRAEMIE , T3 2 (lep-
tin) . M 1% % 45 4 5k % 11 (sex hormone-binding
globulin,SHBG) .

4.4 ki Jy AN A B S S Bk 2
el BE B R g BT E (HeH LH FSH E, . T.PRL
A AR & 1 2 TS AR A, SR AR A7 R OGTE TN A
FBG.2 h PBG.FINS TG .TC il izl & Hy b5t
oAl AL SR A I %2 s HDL-C k50 & i H AR
FRUK 2% vl S 2, >R T 5 U 5 ; LDL-C 4 I35 &5
HARBUKA a4t R FHIE BRI & ; ALT (AST A3
R £ 25 E CENTRONIC 2 w248t , SR ] 37 °C
FPIE) o BORAEI AR AS 58— 3% AL 1 B g vh vy
BR&5 A 58 T 52568 25, K leptin \SHBG. leptin i
% 1% [ DRG 2w 1Y leptin ( Sandwich ) ELISA
A G E ; SHBG S8 A 75 W A 2 [ IBL A ], SR
FH ELISA LI 5 £2 SR BY Jik 1 R AR HT 45 % (homeo-
static model assessment for insulin resistance,
HOMA-IR) =FBG x FINS/22.5, #7 faril . gy 42 1L
= [ i P 15 2 P [ 9 T B DR A (A A = T
172 H] SEQUARES12) , 435I 787 S B 5L 1 4
12 SitE MAT e, THE IR A NE B 8 AR W,

5 JPRHEMNE SO 28 2 Im IR B 5T 4
S O AE . Ak IR RAE SR AR Y 5%, T IE B
R BRI 2% 5 IF X AE Il B 0k 2 TF el ek 8 o >
50% ; {E iR s 2RI FLAE (SRR AR S , FHE 10 ~
14 K)o ARCER MRAE IR o3, iFIE B s IR
JH B 3 G 2 S s I D i IR A el R > 30% ;
H R0 e (S A R OBUR , FHIR 8 ~10 K)o B
B HER ARME SR 2R EAR TR AR T I 2

6 il ik N SPSS 16.0 Gif#k 4.
THEEER x s Fon. 17 2555 5 T 418
P B B, O 25 5% M Bl UE 4T Least significant
difference J5 2253 M, A i 22 55 M %k 45 4T Games-
Howell J5 2% 53 8t , 1697 il J5 B AT BC XF ¢ A% 50 5%
P <0.05 8 R A G L.

# R

1 BB

1.1 BB B EIEAR LR (R 1)
HA RS B A, E RS E R S AER AT
HiAHE BMILWHR 7KF-H 52 5 X RRZH (P <0.05) ;
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NE W T 2H AR B . BMI.WC .HC \WHR 7K F-BH & & T %}
M2 SAERRNI T4 (P <0.05)

1.2 BHAAHSZK TR (F2) IR
A SGAERRIFZH Y TLH \LH/FSH 7K -3 5% 7 T %
HRZH (P <0.05) ,FSH 7K PR T X B4 (P <0.05) 5 1fif
BRI AL SRR i AL 4L ) b, 25 5 RG24 5
4 PRLE, 3, 2258 Tegeit# 1 o

1.3 KHAHARME leptin MRS IR ST
IREHER (£ 3)  HRNiATF4 leptin \FINS .2 h PBG,
HOMA-IR .TC .TG.HDL-C.LDL-C ,ALT.AST ¥ &
R T X 4L, HDL-C Ik X 41 (P <0.05) ; kR
i i 4 leptin \FINS .2 h PBG,HOMA-IR.LDL-C )
2 T 41 (P <0.05) ,FBG.TC . TG.HDL-C,
ALT J AST 5 BR4H oA, 22 R o g it 3 iR i
JH 20 5 A B 10 2 L 8, B W7 4 leptin LFINS .2 h
PBG.HOMA-IR.TG.LDL-C.ALT.AST & & J} &,
HDL-C WK, 22 R A &t E L (P <0.05),
FBG.TC Z R L4it¥E L,

2 JRWIFARIT TG e

o RAE 29 511(82.86% ), TIHEIRYTY 3 1N H A .4
BiIJ 7,3 5] P PR 2 o A I S 6 22 8 b, S B 58 R, 28
B, 459 I H 4 1 26 151 (26/31,83.87% ) ;B
MR, A 10 191 5 7R B M ek e B 3 % A (10731,
32.26 % ). 28 HlHRSTRABRAEITE , WA 10 1], A 5K
14 5], ToR 4 B, SR 33 85.71% (24/28) . il
HEZS S 6 N H B MLER, 29 I R Z0E (i b 14 B
322 (14/29,48.28 %) .

2.2 JRMiFALRIT AT AR HR bR LR (R 4)
BITIE , G RE BMI K BGAITRIFEAR, 2 54
Siit2# % X (P <0.05), WC .HC . WHR 347 Hi
TR HEF TG E L

2.3 JRWIFFAIRYT RIS ML leptin BEAS 54
b JFIRE M R K LR (£ 5.6)  RIFEEBHE
FBG.leptin, TG, ALT. AST /K F & % T K (P <
0.05), SHBG /K F & & #4 % (P < 0.05); FINS,
HOMA-IR .TC /K487 Hi#{ik , HDL-C .LDL-C 7K
BRI AT R (A2 R TS #E L(P >0.05) ;
T.PRL.FSH .LH .E, .P {#¥7 Al 5 /K AR fb 22 35 T8

2.1 —fo 35 ffil PCOS £ NAFLD ®% it &E X (P>0.05),
1 SUAAABHER JEERERRLE (xzs)
" AR B i BMI wC HC
25 Bi%x WHR
(%) (m) (kg) (kg/m?) (cm) (cm)
X} HE 20 23.7+2.4 1.61x0.02 51.22+4.54 19.95 +1.71 72.02 £5.65 92.02 +5.00 0.78 +0.04
AENg i i 35 25.4+2.8 1.61+0.05 57.34+8.99* 21.77+2.98" 75.90 +7.84 92.47 +6.94 0.82+0.05"
g Wi i 35 26.0+4.9 1.62+0.04 73.00+13.27** 28.18+4.97"" 90.51 +10.60 " 101.94 +8.49"*  0.89 +0.06 ™
SR, TP <0.05; 5ARMEINI T4, 2P <0.05
Fz2 HHAABMHEMFKFERE (xxs)
2H 5 1% T(nmol/L) PRL(ng/mL) FSH(IU/L) LH(IUL) LH/FSH E, (pmol/L)
X} g 20 1.34 +0.51 19.93 £11.17 6.96 +1.51 5.06 +1.39 0.72+0.2 155.4 £70.9
A Rg W 35 1.88+0.83"  18.58 £8.29 5.93+1.58"  10.90+5.59* 1.85+1.09* 199.5+108.8
Jg Vi i 35 2.22+1.01* 18.24+9.13 5.59+1.59"  11.04 +12.70" 1.81+1.23*  192.5+180.6
W SR E, *P <0.05
F 3 SAALBFILE leptin BERRCHHEIR HFIIBELLEL (X xs)
- leptin FBG FINS 2h PBG TC 6 HDL-C LDL-C ALT AST

i HOMA-R

i (ng/mL) (mmollL) (mUL) (mmollL) 0 (mmollL) (mmollL) (mmollL) (mmollL) (UL) (un)
hopie 20 5.15:3.2 4.65:0.27  5.47+1.82  4.97:0.81  1.13:0.30  4.34:0.74  0.78:0.4  1.66:0.38  2.11:0.53 201121234  25.12+11.21
FERRMAFE 35 10.76:7.19* 6.22:6.74  10.52+8.21% 5.77+1.4*  2.58+2.10* 4.60£0.70  1.08:0.61  1.49+0.33  2.56+0.57* 23.18:20.37  31.11:18.36
TEMRE - 35 38.21223.31°%  6.29:7.45  20.45:0.96 " 6.62£1.52"" 4.64:2.44*° 4.85:0.91%  2.18+1.51*2 1.14£0.25"" 2.90£0.82 ** 70.69+21.23 " 43.77£19.12*2

TE - 50 B AR

,“P <0.05; 53ERS T4 LEE, 2P <0. 05

x4 ViFARITRIRTERFIER LR (x2s)
A5 1% R (kg) H(m) BMI(kg/m?) WC(cm) HC(cm) WHR
NEv R} 28 73.11 +12.48 1.62 +0.04 28.15 +4.48 90.19 £9.51 101.50 +8.40 0.89 +0.06
e ARl 28 70.64 +12.55*  1.62+0.05 27.24 +4.44*  88.48 £8:27 99.50 +7.68 0.89 +0.05
TE: SIRYTATHEL, "P <0.05
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F=5 BRWIF4LIAIT RS LY leptin BERRMC IS IR L IIRE LR (X s)
. . leptin FBG FINS 2hPBG TC TG HDL-C LDL-C ALT AST

iD 1% .

i i (ng/mL) (mmollL) (mUL) (mmollL) HOMA-R (mmollL) (mmollL) (mmollL) (mmollL) (UIL) (UIL)
TBITRT 28 40.93+22.95 5.03£0.53  20.43:10.32 6.09:0.90  4.61:2.43  4.82:0.98 2.43:1.75 1.10£0.24  2.82:0.83 72.12+20.13 42.37£20.12
WG 28 26.05:16.10*  4.86+0.48* 20.17:10.32 5.98+0.92  4.37:2.18  4.68:0.87  1.95:1.11* 1.14:0.18  2.84:0.72 32.87+18.11* 31.32+15.65"

T IR, *P <0.05

F6 JEWIFALBITITE M EEIRE  (xxs)
N " T PRL FSH LH E P SHBG
i ] g §
(nmol/L) (ng/mL) (IunL) (IUL) (pmol/L) (nmol/L) (nmollL)
IRYTHT 28 2.23+1.07 18.36+9.50 5.70+1.69 11.38+14.20 191.90 £183.25 2.27 +0.97 59.54 +45.19
GIT A 28 2.09 £1.08 15.92 +5.77 5.16 £0.99 8.08 £4.50 155.03 +66.29 2.14 +1.04 154.26 £+110.72"

i 5IRTRET LA, P <0.05

it

T
AT T 78 2 IR I A 25 6L 2 PCOS 1 i
PRFEIZ —, & NAFLD 5 B 5 1 g A
BERNERG AT R B R ARPUA L. Kalra A 257 4R
i 76.9%PCOS B4 fA7E & R 4tHi. Malavolti M
42021 9 NAFLD Sl FIA e 1wy, [l 7E
PCOSf}: NAFLD % ', HOMA-IR J| & 5 3 5,
AP 5T 7 PCOS £ NAFLD 4 1L lep-
tin . TG.LDL-C.2 h PBG.FINS \HOMA-IR /K- i %
=T A NAFLD 1) PCOS H#:4 (P <0.05) , it mf
il PCOS ¥ NAFLD f77E 5 ™ B NR A R AL LA S b
BEREIPIBL, X 5 E NI —3 ., 1A IR
A leptin A RS ZHt—EZS 5 TPCOSH
NAFLD % Ll " o A< B4 2 i 4 BF 55 78 & B
leptin 7KV 5% & PCOS ff NAFLD J& i (1) 2 K &=
Z— fEfE il {k & . BMI.WC .HC \WHR H % )7, lep-
tin 5 HOMA-IR {547 i & E A5
HHE Y leptin ] 520 PCOS HF ik E
ZN I P EE T RE R A & I AET® . Fehmann HC
SRR S AR INAEFERS I — 15 940 A% leptin
ATLAZE A RS B 4l leptin A2 44, FEURS B S
AR AT 2R 53, /0 g 105 & I LA 7. A2
HIAH leptin 5 15 38 Z [AIAEAE X ] 19, JB & 2R AT
PLIE Ak 25 1 s 2 R W 52 -1 (Src homology 2 do-
main-containing protein tyrosine phosphatase 1,
SHP-1) 41l 1i% 24 IR 4 B 2 ( Janus-tyrosine kinase
2, JAK2) (R ML, T4 leptin [5E2145 " 512 lep-
tin #ikBt. J— T, leptin V5 5 & SZARIEY 1 (in-
sulin receptor substrate 1,IRS-1)#f& 1k, H:BH 1k 4=
KHFZIRGESHEN 2 5 IRSA G54, s i 245
S SR BEE Z4RH %', Pehlivanov B %52
WFFE W] PCOS 3 L35 leptin /K5 5 1% 4RI A7

FEIR 5 TEARDCHME , S8 2R AR PTs2 mm ig ly — R 82 1R 0 0
R BRALE], 1 leptin 0 J5E & 2 20 WA BB 1 T B, in
T ZE AN B 5 1B B 2R AR, 5 e JHF O 5 g s 1
hn, AP {6 & PA502E1 (CYP2E1 ) AT, S 8UIF
R A T v R 40 L HC Al 8 A 200 i 1 SR B A
12, 774 NAFLD, 1] PCOS f NAFLD &4k Th5
W5 — Jge i oy i M ZERL RS leptin S8 1T BEAE LB
Sk R -4 e R ) A R

BN ENG MR RS MIE S leptin 03 A
5%, HAEM R B Th R B 2 I AR A
MR, ARREALY PCOS % I3 leptin ¥ T
=, T 5 leptin ILAE S PCOS AN [R]IE 7Y (7] (1)
FREEFBL® X — U 5N BB AR 3 ST R S K A T
VE27 2 0% BB Jm 2R RN , slgJE P& 47 4L
o MAR, AR AL KRG, O LK, 58
RELAELIDK , 535 H 28 R BRI RR SR FFIIE , 2 B Bg
JiF. itk ,PCOS £ NAFLD £ WA EFR S 2 iF 4, i
P 2 AEE, G A” 1 JE ], 24 0 56 K BR A
S RICARWEIE IS BRI T 2, O T A B AT
SRAR )N Tl <2, B ST, BE AT AR s, S
AT B B LASEA T SRR 2 P 5 6 AR R A AL B 0 5 A
THEFNE ;2 F SRR AL, I AT 1 15 AR R 0 2B 5 T
Ui B2, L2 (@ AL | BRI Il Y =2 g
1697 )5, PCOS £ NAFLD 3 1 J S Ik b 1A o
BMI.FBG.TG.SHBG i/ J7 A & & M 3% (P <
0.05),leptin & & T ¥ (P <0.05), ifi HOMA-IR .
FINS DL J T.FSH .LH S84 Bt F 8, HIG Y7 FifJ5 G
Giit A 25 5, B AR ORI i Be A A% PCOS f
NAFLD EHER M E LRSS, HAEH A S mad T
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