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WE: At O 2 WA ERIR T L B %5572 % £ 97 £ 4 & 4E (polycystic ovarian syndrome, PCOS) 77 %k
M EF, WIHTHEPCOSH MR L FRRARMELREK, AARBRDE B RERFHERARFFTE. F
e RS A PCOS 8 &4 104 4, RIAKFHALAZEAS AN E 38 FAA L) 5A K-35 FEEZTFR
MGG (B, G E 5240, 695 6 A A s A & % BMI(body mess index) fo k5 T 4 W T A2, M &
FARI . M & K -F [ LHluteinizing hormone) s FSH (follicle stimulating hormone) , T (testoterone) | F & 42

LN B LR HE A e RAEAR R T R0 £ R, BRI T 6 AAK, O @A BMI, BA, RIETSLER AT
M, M ZFEA %t FEL. © H4 LH/FSH, T,INS(fasting insulin, INS) ¥ si& 5 % F ., 2% LA %it ¥
B, @ M3, wfs TAABHAN LR R ZF, HOMA-IRhomeostasis models assessment-insulin resistance index) F
EAREER. © BAWRERDE, BRERFELFAEHFEL. Sk MRERIES. Bds 7 (& #k-
5 AWM BAE A A R EEF L, BRM. BREREFFTREFAATEEL, RAAE
# BMI, MR, kBB W THRES T BA, L 54 &F 8%, TARMN BRI E.HF L%,

X # . MRLE&R; PCOS; X 3#-35; = F UK

hESES: RIS XHARER: A MXEHS: 1673 -9868(2020)05 - 0102 - 06

Z P I HLEAAE (polyceystic ovarian syndrome. PCOS) J& S 8UH Wy 1 Lo M A 22 i 5 WL 59 JERE P4 43 3 A
R R ELER Z —. FENG IR b DAMESE 3R 00 m n W R B A A R B . R JCHE O . B 5L 2 9 1 e 28 Ry R 1E
WALA P FHPTAR FAC L. A 19~45 2 4tk PCOS BB RIE 5.6 %0, 75 % 10 2 v e HEon ok
RZHY 50 % ~70% , KAGHLH BT A BIERS Y. AR R, AE R AR BRI B FAPUR PCOS
LR B IR B, IR N R PR S 30 % ~70%" . B BT £ 4 A AE BB AN B L bk
HE R & PCOS SB35 18 5 3 HRT 22 04 i DL T Jo 2 38 IR0 6 AR 255 AE R A R i o 8 vp R 8 4% 0 1
FHS . WG B A o A 5 B AR AT AR B S BT REAE PCOS BRI A #E R EEH. HATH H M PCOS ¥A
I7 05 R VMR ZR 2, (H I IR GRE 2P 25 R 36 A AR 35 2 WK fR A o A 0 i R L 0 WS R B
MePiik S . B2 R, PCOS Lt A 3F e Sl . Wi oo o B bR o 12 1k R 0

Wef HIW. 2019 -10-17

HAEWH ., &RHTRZEITRITE (estc2018jeyjAX0309) ; &P H TiZ W H (2017MSXM108).

TEZ A BEHFA976—), &, Wi, FIFEI, 8 MNHE MR Z0E X G & VR MR 5T
WEIEH . e, EIREIE.
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BRI T, SR BE N TR TR MR WA B — B R R A BRSO PCOS B
I3 R A R A 8 3745 = S B 25 Wi Iy GE 9e-35 R — HEXSUNO PN T %8, 3697 6 A H 5 b B M 41 i
BMI FAE F 0 He R R B 5 SRR PR B0, PRI KF (LH/FSH L T 28R FE B | DL 4 2 T8 fie HE 711 s
RAEYR IR 22 5%, O PCOS [E AL IR YT $2 1 B A 7 5.

1 W&E5FHE
1.1 HRIH

D) X4 I 2017 4F 4 A —2018 4F 4 H ki T 8 Rl i 2 et e 10 2o SR g BHA AR F 2Kk 1 PCOS &
H Q04 ), AFESTERE 19~40 %, FHAER (27. 0413, 47) %, HF 7040 HUN 3528 B 501 W 22 15, %% 104 £
FRAE BB N (O RIGE R85 CRALZEYIRYT)H WAL, B4l 52 .

2) bR . SR W A5 FE IR G 5 2% 45 5 96 AR B IR 2% 23 2003 AR 48 1Y RE AR PHBR ot . O F & HE B
STCHEDE : © 5 R I R 2 IR (0 A fb 46 R4 7R e ME R UAE ;. O 75 SR IUAF 76 UP B 2 R .
L3R 3 AT A 2 S, JFHEBR A 5| R i BV ER (e AN e R AR LR B2 i 4E | Cushing Z5G1E . 4 b
PR R MR DL RCHERR AR RN © WL 2 IAE L R IR ) AR IR A AR
1.2 A &

MEALE SR T AU A 4D BEL T ERAE SR, 23046 T, DI AR &V 4 1% £ (Calorie-restricted
diet, CRD) M H 7 £, HAEMEREM LA THEARBKEEYWRE. HHEARE 1 000~
1500 keal, Jr 2 A BHERE A7 3000, f/KALA WIHERE 5 40% . BRNIfERE & 30%0. RUATFRE AN . WO
AR kg) =21 X H* (&5 m), E( HEEARER keaD = W (ALK i kg) X 25(keal/kg) , H& &SR
BEIRXT A LA B A R0 B E G T AR E SR R IIT AR S, FTEVE RIS . IR R S G
TR, kMK E R AR, AR, BERAERSHEFRE SN, A TR 4k 2k
1. HAREEAER, LHFBFMSLICRER 1L, HEBN L. RIEE 2 i & FmPEa . b2 €l sl
(B 55 N R Fe bR LA E SRR . I RE [ InBody370 F A 43 43 B ARG 0 £ 25 A R B it . BMIL, AR B 40 LE
RS LG . BERR DT, A 4B H B H B — AR 0, 1B BMI, R & &t I8 5%, IR AR
A R B SR R AT A R T Rk B R .

5YRYT AL (B A1) S8 TE P A R ik S 2 G M i s ] 2ok A 2 ~4 R IR IR A 935
(Diane-35), HMER MR 1 . ESEMRM 21 d, (#2555 8 RIFUAEE 97 s FE Al Eoin JH #h i — 1 XUIK
Fs1H2W, 1K0.5 g, BIMHZ; 36 Nyra, M2y sk g RARMHIE i Tk & J s s gl . i oK i
AL F 48 5.

1.3 WMEIERELN T

BETEIRIT T S5 IRIT G X LA R AR EA Tl . @ BMIGAR R B350 = BM R & ke) /H* (F & m).
@ WHRE Lt , waist hip ratio) =w(EH cm) /hCE Rl cm). @ BFY% (IR AE H 4> . body fat) , i it i
E InBody370 BUAK 543 43 BT AL HEAT R M. @ (HOMA — IR) = [ (fasting plasma glucose) FPG X INSCOH) /
22. 5 TR BB K R A RO, © B E . IR R (FSH) . 8 kA i (LHD . S8 (T) .
LH/FSH {H. ® I8 : = H il (triglyceride, TG) . & JH [E & (totalcholeterol, TC). @ FFIIEE: BN
I} (alanine transaminase, ALT) . % % 5% Z il (aspartate transaminase, AST).

PEER I A Ik B 10~12h, FAKLE 2~4 KF L 9:00—11:00 B} R kI . R 1M 717 & AR
0.5 h. P32 0 E SR 9 [ 5 28 W) 2R 72 19 12000-SR 4 [ sk 2 %06 558 2 Hr Al 23 16 148 I 5 %
WA AALRE: . TC, TG R BEEI & . A3 36 EHER: 7600-110 4 A 2 A= LA X
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1.4 ZitFEHE

TG BE AT ] SPSS BAF 4. RS A A T g ORI S B £ AR E 22 (o £s) KR s AN LR T A 5E
BHIY ¢ K90 BTSRRI 3, 2 18] Lo OB 25 A DU 48 5 16 97 B 5107 5 3T LU, R RIS HE A ¢ K
WA SR, »p<<0.05 BRESFAEAGIT¥E L.

2 # B

2.1 MR KEIEAKEKFFE
XPA LB PR E BN SLHEAT LLER, JRIT AT AL AR A e bR 25 R B RS iR B X (p=>0.05), IRIT
S5IRIT R ZRBEAGIHE L (p<<0.05) (F D).
F1 ANENEIEFHRMITER

15 BMI/(kg * m ) AR A 43 L (BE)/ % JIE R e (WHR)
BITHI W B YT wIvE bl BTG
A# 24.8543. 38 20. 23+3. 49 34.1145.75 29.30+5.18 0.8840. 06 0.8340.06
B4 24.3543. 67 21.7043. 41 34.1746.13 30. 8946. 65 0.8740.04 0.85%+0.05
p1H >0.05 <0. 05 >0.05 <0. 05 >0.05 <0. 05

2.2 EMiNamHELRE
3 IRIEARIGIT AT P ZH 22 F RS 5 X (p=>0. 05), &t 6 N HWEIF)E . Mg LH/FSH, T,INS 1y
FLiRIran FRE, 2255 BA G L (p<<0. 05) (3 2).
*2 WAEMASBHELR

- LH/FSH T/(ng * mL™") INS/(pIU » mL™1)
Nl BT IS Mgl BTG b adili BTG
AH 1.6740. 57 0.9540. 44 0.5740.17 0.5140.14 13.8742.11 10. 034 1. 54
B4 1.7140. 59 0.7440.51 0.5340. 12 0.4940. 10 14.6342.31 10. 1841. 59
p1H >0.05 <<0. 05 >0. 05 <<0. 05 =>0.05 <<0. 05

2.3 HE{LIEREER
BITHT. ALB PHALIRbRIN 22 % RS2 L. 697 6 AJn . M4lE# HOMA-IR ¥ F %, (97 5 P4
PANZESEAGEIT¥E L, HARZER LS ITFE L. A4 ALT.AST RITAT SIRIr R £ R LM% =
X, TC,TG G IT G TR, WG SinIF e 2R BAS¥ 8 X BABRFIBRITH 50T S ALT,
AST,TC,TG ZRARAGHH#E L GE 3).
3 FABEREHEREL

A HOMA-IR ALT/(U-L Y AST/(U-L ™" TC/(mmol * L") TG/(mmol « L")
WA — SRV SRV SRV ST
1RIT Hi k2] IRIT R IR IRIT Hi IR {RIT Hi R 1RIT Hi k2]

A4l 3.5241.14 2.4240.32 15.33%6.6516.08+5.00 22.7545. 8421. 764+4.95 4.9740.53 4.1440.21 1.85%0.99 1.34+0.56
B4l 3.46+1.12 2.3840.54 17.5842.3016.7244.45 25.66+4.6526.57+5.33 4.38+0.50 4.28+0.43 1.99+1.31 1.7640.92
pa >0. 05 <0. 05 >0. 05 >0. 05 >0. 05 >0. 05 >0. 05 <0. 05 >0. 05 <<0. 05

2.4 RHEREIRZENIEMS

TEHERL % . ALBAME A5 5 RIFMEH P K% i (MR K 7550 mg, B H 1k, R 5 d,
[ IS 0 AR A SR R RME B A1 mg, B H 1. 3t 5 d, T HLE 10 KIFHBIE B @ HEDY , 59
Heth B Ry gl Ty, A Gl HEDE 32 9, KA 9 B, fEHEE IR K E 11 6 B ALHEDE 29 #], ¥k 6 fi, P
ANEE 17 6. IEREE IR . R HES 2 IR HCG BHPES i HCG>5(mLU/mL) Bl B4Rk, A 41 25 B,
B4 21 ). 36975 . A BIALHEIN 3 LT IR F 22 5 R R L (p=>0.05) (R . A AL HE LT 2 Sk
IRIE IR 2% T B 4.
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R4 WMARTEHD. ERERLEER

4151 % HE o1 WP
A4 52 32(0. 62) 25(0. 48)
B4 52 29(0. 56) 21(0. 40)
X 0. 357 0. 624
pH >0. 05 >0. 05

. HI5HAE L.

3 3

Z R R LEBAE (polycystic ovary syndrome. PCOS) J& & W 2o P UL I AR 58 9 73 WA 28 AL o I R ¢
TE AR 2 HEOR . o M 2 M e . U S Rk A o £ PCOS AR W 7 s 4 vk i A4 7l D Rk 3 ] g
H— R AL, Wi i S . B A | B AR OB SR RO RR . — TR Gk R
B, XFF PCOS B3, TRV IR TG R . o3t M6 & R R0 S M 3 e &5 05 i, AEWs R TGk &, 88
AT R T8O L 259367 AR . WA R0, AT SR RE 9 PCOS FB 35 52 8 4 5 B3 0 2 QUi > 596 ~
1096 BT fff 1fi 3 S2 0 v B2 R R, RS EH RO HE IR R DT . JF AR S AR R B R L R, X T R O e AT
1) PCOS 3, @i e A1 4R 1% 7 20T B IR & Fiz 3l LA 14 B

AR E R4 S AT T T BUE T A PCOS M. WF58 R W MR s IR jE R PCOS B3
o, AR R 590 ~10% . ATl N IR R 30 % 22 A, (TR AR AT B I At L AN T2y
YIRS T AT R & A 2. AR HES, SR IR, HICA R RN, HRT, 28 3 ke
s il A o o L R R A 3 O S Ol R AR IR P A PCOS 9k T TR g

AT AB WALBEIRYT 6 M)A, 3% BMILBF, WHR ¥ N[, A, B4l Z R A SIT¥E
S, GEBARALE FR 4R S8 A0 YA Ris gl B TE Oy Uk, X PCOS B IR YT L T B4l 25 W)i5 97 .
HIEA RN, 2593677 o7 5| e 5000 i . 2055 B« R0 MKk 8 &I B R, HL P F 22 58 6 K 300 e e
WA Al B, A MMERR 25, BOMARAL S FR 8 X PCOS BF B 5852, MR E RIS 5467
P R R AT S Al P8 50 W 5 YRYT IS A5 TLEE bn P 4L 1) 22 53 TCGE 1T 2F 7 S0, U B PR IR T O 6 S Atk D9 43 6 14
R R Y. 2GWIRYT IE ARG 0T P R e R R AR TR AR R R, 3BT AL B Pl C
T AT A Rl 1 1 AR S R AR bR, A BFSE s PCOS B3 B ik 3-35 3497 6 N H 5 i TG, TC,
HDL-C FF&"" , (AAB5E T £ WEE S TG, TC,AST,ALT — 3 s JLI T} &, 3X 7] fig 516 97 1 8 v B 3 14
TR R RO e 5

A AR HER R R E YRR T B4, X RS A 4B E RN T 20 R R L R M, A 5 hn ik 5 &
BB, SO R R R AR ST OC. AMARALE 3R IR T WL R AR A R A R A0S Oy 20, SRR BE AR R
TR PRI S E L 30 PN 43 AR e B SR e XU

WA SRR R S S 2R R A E A ALE MR E SRR R G E AR
16 g PCOS M —LiaI7 ik HAMRILE 2697 B OB . 0%, WifE, o] LA Rkt R AR,
WA AN BN B AL SO0 A O e 3 L o AU, i v B AR T T A

S 3Lk

(11w = @Rk [MDL desd . AR TAE B, 2001.

[2] LIR, ZHANG Q. YANG D, et al. Prevalence of Polycystic Ovary Syndrome in Women in China: a Large Community-
based Study [J]. Human Reproduction, 2013, 28(9): 2562-2569.

[3] DUMITRESCU R. The Polycystic Ovary Syndrome: An update on metabolic and hormonal mechanisms [J]. Journal of
Medicine & Life, 2015, 8(2): 142-145.



106 THRFFHOGARBF R http://xbbjb. swu. edu. cn F 42 %

[4] TRIKUDANATHAN S. Polycystic Cvary Syndrome [J]. Med ClinNoah Am, 2015, 99(1): 221-235.

(5] £ . thilts, IMEA, 55, WORST 0T 26 VOG22 42 O S 25 G AR B H AR SR B e P O RE T D, R AR i IR 7 37 2%
. 2016, 24(5) . 285-291.

[6] MADANI T. Metabolic Syndrome in Infertile Women with Polyeystie Ovarian Syndrome [J]. Arch Endocrinol Metab,
2016, 60(3): 199-204.

[7] JAYASENA C N, FRANKS S. The Management of Patients with Polycystic Ovary Syndrome [J]. Nature Reviews En-
docrinology. 2014, 10(10) ; 624-636.

[8] MORANLJ, BROWN W J, MCNAUGHTON S A, et al. Weight Management Practices Associated with PCOS and
Their Relationships with Diet and Physical Activity [J]. Human Reproduction, 2017, 32(3): 669-678.

(9] EBEE/NEMESEFRGT L ZILREE R . HEBE/NCEE ¥ 8 FRI0T L 2R 2016 ) [T]. BRI R
H I PR 5 2016, 10(10) : 451-455.

[10] B &, FEE. = F BUIRIE G i s 57 T 22 R X 2 42 O SE. 25 G A0 AR 3 PR R K7 & DAk RSN RN RS2 ().
i R ERI21RIR . 2018, 31(2): 73-75.

(1] ®m&4, Wi, & o, % ZRIWEGEMEE IR G E 8 E Y IE IR S B RE [T]. hEEZ Sk, 2016,
13(18): 105-108, 121.

[12] MORAN L J, HUTCHISON S K, NORMAN R J, et al. Lifestyle Changes in Women with Polycystic Ovary Syndrome [J/OL].
Cochrane Database of Systematic Reviews, (2008-10-08) [2017-03-21]. https: //www. cochranelibrary. com/cdsr/doi/
10. 1002/14651858. CD007506/full.

[13] HUBER-BUCHHOLZ M M, CAREY D G P, NORMAN R J. Restoration of Reproductive Potential by Lifestyle Modi-
fication in Obese Polycystic Ovary Syndrome: Role of Insulin Sensitivity and Luteinizing Hormonel [J]. The Journal of
Clinical Endocrinology & Metabolism, 1999, 84(4); 1470-1474.

[14] CROSIGNANI P G. Overweight and Obese Anovulatory Patients with Polycystic Ovaries: Parallel Improvements in An-
thropometric Indices, Ovarian Physiology and Fertility Rate Induced by Diet [J]. Human Reproduction, 2003, 18(9):
1928-1932.

[15] MORAN L J. PASQUALI R. TEEDE H J. et al. Treatment of Obesity in Polycystic Ovary Syndrome: a Position
Statement of the Androgen Excess and Polycystic Ovary Syndrome Society [J]. Fertility and Sterility, 2009, 92(6):
1966-1982.

[16] HAQQ L. MCFARLANE J. DIEBERG G, et al. Effect of Lifestyle Intervention on the Reproductive Endocrine Profile
in Women with Polycystic Ovarian Syndrome: a Systematic Review and Meta-analysis [J]. Endocrine Connections,
2014, 3(1): 36-46.

(170 M5, 25 T, J5dkilk. 2300 R EA IR 8 H B 5 RICHTM 2 W7k Xty sk me [J1. hESSHERS - RH &,
2007, 23(9): 663-667.

[18] MARZOUK T M, SAYED AHMED W A. Effect of Dietary Weight Loss on Menstrual Regularity in Obese Young A-
dult Women with Polycystic Ovary Syndrome [J]. Journal of Pediatric and Adolescent Gynecology, 2015, 28(6):
457-461.

[19] RAUTIO K, TAPANAINEN J S, RUOKONEN A, et al. Effects of Metformin and Ethinyl Estradiol-cyproterone Ace-
tate on Lipid Levels in Obese and Non-obese Women with Polycystic Ovary Syndrome [J]. European Journal of Endocri-
nology. 2005, 152(2): 269-275.

[20] BLLEE, Braede, FokZE, 4. S8 B HTIA06-35 5ik06-35 B Z W XUINA T 2 2L 00 L5 S AR T skmf ot [T, |8
BRI K 2254, 2014, 35(4) . 407-413.

[21] %8 %, BEH, MCED), % E¥EIIEYT 0T 2 4 00 52505 00 A 2208 52 WG R OF o (10, o [ 5 Rk 2
A, 2017, 37(5): 440-443.

[22] B ¥ BHFKXEHTHNIEHERE LR REASIEAREBEWEW L] PEAYRE, 2016, 31(13): 2699-2701.



% 5 HMEM, F. MATRIEFE WL S IR EESIEM TR R 107

A Comparative Study of the Efficacy
of Individualized Nutrition Guidance and

Drug Therapy for Polycystic Ovary Syndrome (PCOS)

LAI Xue-mei, HUANG Jin-yuan, ZHANG Hai-yan,
ZHONG Ying, HE Dan, GAO Ru-fei

Maternal and Child Health Hospital of Chongging . Chongqing 400021, China

Abstract: Objective: To analyze the difference between individualized nutrition guidance and drug (taie-35 in
combination with metformin treatment) therapy in the efficacy for PCOS (polycystic ovary syndrome) , and to
develop a better guidance scheme for improving the insulin resistance and metabolic disorders of PCOS and for
improving the success rate of ovulation promotion and the clinical pregnancy rate. Methods: One hundred and
four confirmed PCOS patients were chosen as the subjects and randomly divided with the digital random
table method into Group A (individualized nutritional guidance) and Group B (taie-35 in combination with
metformin treatment), with 52 cases in each. After 6 months’ treatment, the decline degree in BMI (body
mass index) and percentage of body fat (% BF) and in insulin resistance index and level of sex hormone
(LH/FSH, T) of the two groups were compared and their differences in success rate of ovulation promo-
tion and clinical pregnancy rate were analyzed. Results: After 6 months’ treatment, BMI, waist-hip ratio
and % BF, and LH/FSH, T and INS decreased in both groups, and the difference between them was sta-
tistically significant. No obvious difference was detected between the two groups in the changes of liver
function and blood lipid. The difference in HOMA-IR decline was significant. The two groups had no sta-
tistically significant difference in success rate of ovulation promotion and clinical pregnancy rate. Conclu-
sion: After 6 months’ treatment, the sex hormones, lipid metabolism and clinical pregnancy rate of the
patients were effectively improved in both groups, and the difference between the two was non-significant
statistically. but patients of Group A showed greater decrease in BMI, waist hip ratio and body fat percent-
age than patients of Group B. Moreover, individualized nutrition guidance should be more acceptable to the
patients for it is easier for them to persist in following the guidance and prevent long-term complications.

Key words: individualized nutrition; PCOS (polycystic ovary syndrome) ; Diane-35; Metformin
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