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and Glycometabolism, IGF-I and IGFBP-1
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Abstract Objective: To investigate the regularities of distribution of TCM differentiation types of polycystic ovary syndrome, and it’s re-
lationship with glycometabolism and inflammatory factors IGF-I and IGFBP-1. Methods: The TCM differentiation types of 120 cases of
PCOS patients was investigated, and at the same time their BMI, homeostasis model assessment insulin resistance and insulin growth fac-
tor-I (IGF-T) , insulin like growth factor binding immunoglobulin-1 (IGFBP-1)
the TCM differentiation of polycystic ovary syndrome and glycometabolism, IGF-I and IGFBP-1 were explored. Results: TCM differenti-

of patients were measured. The relationship between

ation types included kidney deficiency, phlegm-dampness due to deficiency of the spleen, stagnation of liver qi, and the constituent ratio
was 35% , 33% , and 32% . The difference in all the three groups was not significant, P >0. 05. The levels of BMI, FINS, Homa-IR of
phlegm-dampness due to deficiency of the spleen were higher than those of the other two groups, and the differences remained signifi-
cant, P <0.05. The level of IGFBP-I of phlegm-dampness due to deficiency of the spleen was lower than that of the other two, and the
differences remained significant, P <0.05. The level of IGF-I phlegm-dampness due to deficiency of the spleen was higher than that of
the other two, and the difference was not significant, P >0.05. Conclusion: The TCM differentiation types of polycystic ovary syndrome
mainly included kidney deficiency, phlegm-dampness due to deficiency of the spleen, stagnation of liver qi. The syndrome of phlegm-
dampness due to spleen deficiency was relevant to insulin resistance and decline of IGFBP-1.

Key Words
HESES:R271.9

Polycystic ovary syndrome; TCM differentiation; Insulin resistance

XERFRIRFG: A doi:10.3969/j. issn. 1673 —7202.2014.07.017

% 3% Y 85 22 5 1iF ( Polycystic Ovary Syndrome, P-
COS) & —Fh A= & WA Lo UL , LAOP I R 7 B i
By RACHUMME SRR & AR, HR I 2% . R
AT AL SR 5% ~21% , i AR & 1) 60% ~
70% ", PCOS ARk AIAL T, 1M EL 5 5t 53
AR Z AR s | IE TR v it s O ik i
EHRE AR R VA OC . 50% ~T70% 1) PCOS &

F ok A R R YL (Insulin Resistance, IR ) , H. ##17
40% 114 1835 e A AW 4 e B 2 BUBE PR . TR
FARKHET -T(IGF - 1) FR S R AE KK 7455 5kE
H - 1(IGFBP - 1) Z 50 U Re A 17, 33 PCOS 1Y
FRHAE IR, PCOS fRE h BEUERY A5 5 5 SR KT
S IGF -1) ((IGFBP - 1) #1¢, B4 ez P EZ X £
PN LR BIEIA TR PRI T S S A B AR

FEGIH R4 PR R (T H 9 5 :20130601 5 151 H 24 B3 - RS SO & H 25 X AL ALY PCOS (R I8 2L K7 - LB AR K I 14

FEREH - TIRZH)

VEZ TR S35 (1973.9—) , %, Bl EAT P BRI, W5 7 1] « P S 2453497 AN Z2E , E — mail : meinvzheng@ 126. com



- 890 - WORLD CHINESE MEDICINE  July. 2014, Vol. 9,No. 7

1 #R5HE
L1 IGHEWER 2010 46 10 A % 2013 48 12 AT %
B BE B A 498 L FH2 IR I PCOS B 3k 120
], AEHA 14 ~36 2,744 (25.35 £3.20) %,
1.2 i2WikriE 2 BRI A A5 14 (ESHRE) Al
[ A 5 PR 2 Pp 2 (ASRM ) 2003 AF 75 AR FHIR A &
T PCOS R 2l BOARME o 1) I AR : A 22 F
Kol A2 SRR ARIR I AE 2 FEIJCHEDE ;2) MR R Y
I RARAE : 2 6 IS5, 1 (5k) 4= k45 45 LH/FSH =
2,0 T FHE sEH ;3) B I 2 ek AE , — A
I EAR/NF 9 mm (/NI T 12 4>, DL L3 M2l
FRUERF G AE T 2 B[22 W PCOS,
1.3 REFHERE S22 bt A\ R IR E E R bR ik
- BRI RS ARTEAIE AR 40 ) 7 2 3 24 i PR
FEHE FIEIY Y O B IR ) B A e Py A E o S
TEARAE , ] B PR BEUE 26 0 £ A PCOS 2 Wb o 1) 15
BHATVRANE SR o RN S0 o A okt i
VI a] R SR 1) B Ak H 4 s R i DR 8 0 v 5 i A
OYRARUESEAT 32, I eh A 1) 5 AT 8 3 AT o R O 4
XS AT HEE , i R e BEIE A
L4 YIARE AWk, AT 15 ~39 B 2
[N ica: ) ale g
1.5 HEBRFRE  JoRVEE LR B ST FE A , A %5
fiE, B9 S0 B R, A5 5 T AR B DR MR 55 PN B
5, L IS, R I 2R 7 B R T, K
MR EE . TR R 3 A R RAME
R HoAhAG 5 PCOS 1597 1259
1.6 BMIJE  #12H f [a]— WS84 10 50 5, AR 4
WHO BUE Jr ikt A T AR 4 S5O A < B = 2R IR
JEIRERE] 0.5 em AR BER Ok A AL AR s et i 5
RIS E(BMI) . 288 WHO 2000 4 [ I Bk 5 51
AR B R HL X AR, BMI=25 kg/m® AR JE,
L7 BRSZEIEHT S RPN R RS
AL TL ,HOMA — I R J&9F IR 4% ARG H5 # HOMA -
IR = (23§ ML ¥ FPG x =5 I i & & FINS)/22.5, FPG
AL A mmol/L, FINS B4 K mlu/L, ZEHIMLET 3 KIE
ORE MIMET 1 K 8 2SS, R4 A sy
TSI 7 46 2 R i 5 2K o

1.8 SR GRBE I 73 B He AR B WU A e 0 246 )
IGF -1 .IGFBP -1,
L9 Geitsedrs B 8dE ] SPSS 13,0 B
7887t. M T Homa — IR N2 IEZ 4040, B HE 45 %t
B e TS . PR R (v 25) TR,
THECGORE AR (T 23 %50 1538 , 21 18] AR R ST
ASH) ¢ K, 1SRRI FLRCR A xR
2 #HR
2.1 120 {4 PCOS i3 B ukE o IE AL 434 120 f4)
PCOS BEHERUE R RIA H &Mk A& i A
B A gw b 2B RS, Im KR T ] &
KRR e, 3R 72 ], 3K 60% , H 28 T A4
5 2RI R A FE TN R T 2 B SR A5 i M R
I AE MR S AR A i o AR H BRIE A 4 S A
AHFFEEL T 120 513995 151 7] LA FEE 438 3 SRR, 43
SRy B K LR R T | IS A 4% E L Y A ik H 43 1)
b 35% ,33% ,32% , W31,

F£1 1204 PCOS BEPEIFR SR

R o HImEL (% )
=g 42 35
T 40 32
AR 38 32

2.2 120 5] PCOS B35 Hh BEAIE AL 5 A 5 2 6 b 1Y)
KF PCOS &M HEFRIT AL BMIL A5 i AR i
Him, P34 <0.05, 2R A5, WK 2,
&2 120 B PCOS BEHEIER S AGENESF
AR R (x £5)

R ik AE(ke) B (em) BMI(kg/m”)
g 42 40.56+£5.25  1.59+0.03 22.25 +2.25
MBS 40 55.21+7.37%  1.59+0.02 24.21 £2.37 "
JFERE M 38 53.68+2.38  1.59 %0.02 23.68 +2.38

VE: T IR HEUERAL S AR ELBE P <0.05,
2.3 120 f5i] PCOS 35 kA S5 HE Qe bR g ¢ &R

PCOS f#& & iF A 4H [d] FPG IGF -1 4 P >0.05,
2 GETEE S MR R IR A FINS (Homa — IR, '
B ARSI e P 1 <0.05, 2 2 B G245 0,
e PNEAL IGFBP — 1 22 il AR S 40 T [, P 3
<0.05, R HAGIHFE XK 3,

&3 120 6] PCOS BEHEIEREEKEAFHXFR (v =)

UERY 1% FPG ( mmol/L) FINS(mlu/L) Homa - IRI IGF - I( ng/mL) IGFBP - 1 (ng/mlL)

iy 42 4.66 0. 56 6.86 1. 96 0.36 +0. 16 49.12 £19.17 19.56 +10. 56
J[85 273172 40 5.02 +1.03 7.96 +2.46* 0.56 £0.26* 42.75 +15.17 2.12+9.25*
JFARS i 38 4.75 +0. 61 6.76 + 1. 86 0.42 £0.19 49.53 +16.17 20. 12 £10.23

T R EBIRAH 5 B R ITARCHir 4R LL A P <0. 05,



ARy 2014 427 A5 9 B 7 . 891 -

3 it

PCOS Je:—Ffgt {5 S vk L &9 22 IR | i PR 26 2
ZAEPE I P 43 W ZE L S A S e, RO R
5% ~21% , IR J& PCOS 1) %4 2 ¥, PCOS & 3f
LR HE R ) S8 35% ~60% BN T IR, 4
HAINT PCOS (G T MENE . bR4 35 SERF S8 AR IESE
Toie ALY sl R AE k7 PCOS ( BRI BMI <25 H 5
It <0.85) B7FLE IR, {HARJERS PCOS ¥ IR KRR
(82.76% ) , B i = FAENE FERY (20. 83% ) o R R A
e PCOS 1) — B[] A 4 vk, NEE I & 1 R & 2= 41K
P WFFE R B PCOS S SRS TRY f It 7 Fifr 98 A 3K IR 1~
—oa(TNF - o) Z2JE (T) 25 I M4 (FPG) |25 i g 5
R (Flns) 7KV K Ji & ZZ AR 48 20 (Homa — IR ) ¥ 75 F
it HRAL, 9 5 R AURIS B (ISD IR T HR 4, 18 b
RN REE S IR 25 PCOS W RAE SRR, W
FAERKPFT -1(IGF - 1) Fjg & R A K H 45 G 3k
M -1(IGFBP - 1) 2EZ R M HF, S 50N LIk
PR, S8 PCOS [ B A BROCAR . bR 5 28 M &5 4
ALY JBR 5 R AE A K R (IGFs ) |, SR & R AE K A
T4 A BRI [ (IGFBPs ) | IGFBP 25 [ i 4% [F) b4 s 00
YIREVET RS0, B2 IGF - 1 Ml IGF - 11 il 3d 5%
IREE G A W) 30, IGFBP 3 i 5 ik 5 & IGF -
IR IGF — 11 54815 b i e g v B ', Insler
V) B P e T 1 B s T A
i3 IGFBP — 1, SHBG W F#AI%, IGF -1 o2 5. 1fidE
AEE 2 LH R GH )5 3% i TR R o BEREY P-
COS 3 IGFBP — 1 7K VAR NE i £ 3 251K, G 2R
IGFBP — 1 H5HEMA 5, Al HED PCOS #5724 R e
JHEIE % RRZH IGFBP — 1 S REAIR Y, (EL B 5% 21 80 iR
20 IGFBP — 1 3475, 1 IGFBP — 1 7645 75 [l & 2= HKHU M
o MU R R A JR TR I 22 5 7 LH S 410 LH
IEH A R Jo 25 7. 434 IGFBP — 1 B 5B REAE O,
AIREIR SR A I 2, MEBE, LH IS 4 GH
GHAMEEA K, MXLEHEEKFEH T IGFBP -1 (11
FhE

MR B AR 2K 'S N,
BRE AR B B  E BB B B BH A A
PHZ A Emz i, EARAEK, EES5EM B EN
AR SR M DI REA I, RIS A 5 0 W R, vpAT:
RFF AN, W5 H LR WAL, FFEL, 5
M, B HORS , TP TR A 1 12 [l A R R 2 Al
Py IEhdt . 27 RFACHRSS , Bk 2k o, I oA A, s TR
WL IR R AR, o RZ2AS, Fisfl,
EEN Y G- N R N S BN

P IKIER T A AR, H ABER IR , PRI ZE i
AR ME I L5 P AN IRTE RS E g
gl , W ULTEAAR LI, 9 0 A= i B 45 17 A AL, ik B £
BRI K . AR EARIL G I E =R e
R BB IS AR A R YA G . IR A
IR L R B R A AR I, DA B = AR AR R UE A
A MR R AR

ZH R R R W], PCOS AR =8 5 BE IR 7Y
AR, ABLL PR BF ST 45 4 B /R PCOS 4%
TERIZH FINS ¥ X0 g . b s 4l B g S5 xf
WA LU A TGt 3 (P ¥4 <0.01) o B B4 R
B4 HOMA—IR B &/ TXF R4 (P 1 <0.05) . 4%
UEFR 2 [R] s 5 AR TR T LU RS 2 L (P 3 >
0.05) , 31\ Ky PCOS {IE Y 5 g & R IRPUR S A&
PE, B A PCOS (1 FEAS TR A R R AL, HRIE ]2 P-
COS MFEARHEA Y . PN T AWM 4
K, i 2 80 50N R i & PCOS & ik AR
Ao [RIEF R K BRI D RE 2 8, B R REAL AT K, I
BN, BELIE AL, S LAY, B I Bk, =2k H 2
P, G R B G 500E o B B R T A 98 ST AR
B TE BB R AR, 9 W I 45 M AR, PR R SO,
IR EIE AR L AR RS I S e
SREEA NIRRT 55 P 3 AR Ak R R 5 AT A A
P, B BH EE & PCOS it A UE i A1 5 R S B

AT 4G AR LR VW IE BMI 85 i AR
ELEL R, 4B 7R T LR 8 I 3 A AR R DA R )
fiE. A% 324H FINS  Homa — IR 45 i  BFAR X
Hirdim, P 34 <0.05, 2 R B A G #5005
PCOS i HE 8 12 31 5 8 B AP A Ko Insler VI 45
% TNE P i o it ok 5 2R MR B 3 e TR NE B AR
IGFBP —1,SHBG WIRAIK, IGF -1 Jo2z 57 . SRS R XS
Ji S R KR 745 G ERIEE - 1(IGFBP - 1) FIR &)
FHARKE T - 1(IGF - 1) (9520 IGF - 1 fig 1 #24
PAON LA A B R, R P R LH A 2 B =
HHAEN . AFFEUENIR & R G ) IGF — 1 2 (4 ik
B SRR AR B, T R IR I 2 R T E S A
IGFBP — 1,25 IGF — 1 (Y. ol Wi FZ2H
RWER A EHE R, IGFBP — 1 F1 IGF - T ()R AL
PCOS i #HHA—5" . {H IGFBP - 1 5 PCOS ¥ I8
it X SHBG HA B 25 A &M, IGFBP — 1 FRIGE &
hy 1R N B TR AR I T KRR Z b il ae
ST H

[1]Solomon CG. The epideminology of polycystic ovary syndrome. Prevalence

(F#% 894 m)



- 894 -

WORLD CHINESE MEDICINE  July. 2014, Vol. 9,No. 7

R PR PRIER 25 ) A B SO & 2B 3w, HLAS 24 5 Il DR R
ThEn o IO e T s o T BE 25 IR T R PRI I
E 7 S TAR KR kR 2 BT R, B
ARCE G RAEAR L AR, B 52 3 G
HrBE IR EAEIZ W JRYT LA S IR A 5
SrEAUATTR R PER . h AR s A3 T AR
B — OB -t B U R T T 1] . B
4170 ALK, B N AN 2 E N Z TR R, 241 B2 X
BE A B e 4 S BE AR AL K HEREAIT ST L R BHIF S5 5
RIS T A2 BRI X & T
PRI IMAE N A0 AR Jo F 50 405 2R T B, 3 A JB 2 3 N
RS2 122 R A, ASBIE 58 L G AR 7 36 77
PR T 2 B g PRIR ILRE A, 45 SRR W], 72 P A 5T
PERILA E AT X PEIR ST R PRIR MUAE , R AR N AR IR R
(AT, ST P AR AL L J R 7K ST , AT 42 o1 72 PR T I
SiE B RH ST ARE R [R] A, 920 R R I8 311 B0 9 XL
SVERMER R AR, B RGO H, (156 R
PR
S 3k
[ 1] Vazquez — Mellado J, Alvarez Hernandez E, Burgos — Vargas R. Primary
prevention in rheumatology ; the importance of hyperuricemia [ J]. Best
Pract Res Clin Rheumatol ;2004 ,18(2) ;111 —124.
(2] 58k, £/, TCAEIR 5 PR R L AE 1 AR B R 35 R IR B [T,
Jbmt B k244 ,2010,33 (11) 786 —788.

[3] PR o RO 27 4 2. SRR MR KSR e fl () [S]. e
IR 245 ,2004,8(3) : 178 - 181.
(4] EF. 9 FlA  BEIRBI I 1 532 R H S W ek HE [T ] dbsth
BE 25K 2F 24,2005 ,28 (4) : 1 - 8.
[S]rpferp R 2y o, KRBT 2 S [ M. Jbat o B i BE 24 1 i
#t,2009.
[6]Masseoud D, Rott K, Liu — Bryan R, et al. Overview of hyperuricaemia
and gout[ J]. Currpharm Des,2005,11(32) ;4117 —4124.
(7] gt , Eh 8, BRI A, o XU B P o8 DR R I R FE e R R (). [
HINEE 2 R4, 2003 ,30(5) ;211 -213.
(8 1BRME, X%, X f. 100 PR R MAE 518 P VP JIEOAS 2 A= 2% Joe 5 2 I
FHERLT]. AR R4, 2013 ,32(1) : 114 - 117.
[OTBREEAR, T AL, @ RIR AT 5 B BEB 1 G Rt sk e [ 1],
SBHEZE 2012,15(9B) ;3083 —3086.
[ 10 JARFIE. w5 PRIR AR AT G B R B 5 B R [T ). o B TR VE R 45 5
iR ,2013 ,14(8) ;732 - 734.
[11]5KkRR 2R3, AR, 45 W IRBR INE Y P EE 2R TR SRk [T ]
b E W 254435 ,2013,22(6) :670 - 673.
[12] 2 7K. BT R B2 R BT BE = 1 R e m [ T]. 5 p e 2y,
2013,8(7) :811 —814.
[I3JE MR, BN o B R TR UAE YA AR H i o ()] 1T 7
fPE 24k ,2012,39(3) 448 —451.
(14 11T 45, 22 M 54, 0 BR3E, 45, 3000 TR PR 24 U6 7E o B 320 o 1 1oz
[J]. B3 [ £ [E1 25,2012 ,23 (12) ;3143 —3144.

(2013 - 12 - 16 HcAs  FTHE%E: &)

(4% 891 W)
and associated disease risk [ J ]. Endocrinol Metab Clin North Am, 1999 |
28.247 -263.

[2]The Rotterdam ESHRE/ASRM - Sponsored PCOS Consensus Work -
shop Group. Revised 2003 consensus on diagnostic criteria andl ong Term
health risks related to polycystic ovarysyndrome ( PCOS) [ J]. Human Re-
production,2004 ,19(1) .41 —47.

(3K 2 25 SR A . A R L A ] ] 5 A f——h BRI IR 12
FPARTEUERAR 5>/ GB/T16751. 2. 1997 [ S]. JUHT - v [ ot it
1997.317 -317.

(4 ] BE. 225 I R P52 18 S U [ S . bt op [ B 25 B8 i i
#1,2002 .385 —389.

[S1Z=07, M5 . ML) 22 9 B SLLE S AR 2K I R K P9 J0 i A QIR AIE 1
WFELI]. HhAREE 2 g% ,2005,85 (46) :3266 — 3271.

(6 11 , AR AT, R, 5. S9N SLER AR MF I R AE A F R [T ] [
BrEE2S A 54k ,2007,13(10) 4 7.

(7] 50, EHUF A feafi. 0 5 X 76 2 98 O B8R-S AR 9 /E T ALY
[J]. hE 2530402741 ,2010,18(5) 414 - 416.

[8]Adashi EY,Resnick CE,D’ Ercole AJ. Svoboda ME & Van Wyk JJ Insulin
— like growth factors as intraovarian regulators of granulose cell growth and

function[ J]. Endocr Rev,2005 ,6:400 —420.

[9 ] Giordano g, Barreca A, Minuto F. Growth factors in the ovary[ J]. J Endo-
crinol Invest,2002,15.689 —707.

[10]Erickson GF,Magoffin DA, Cragun JR, et al. The effects of insulin and
insulin — like growth factors — I and — II on estradiol production by granu-
losa cells of polycystic ovaries[ J]. J Clin Endocrinol Metab,2000,70:
894 -902.

[11]Insler V,Shoham Z,Barash A, et al. Polycystic ovaries in non — obese and
obese patients; possible pathophysiological mechanism based on new in-
terpretation of facts and findings[ J]. Hum Reprod,2003,8(3):379 -
384.

(12 RBLTHE, ARNIAR. 2L 0P LR A ALTR UL JE 5 1 2% R PR %
FRIBEFELT]. BRI B4 4 2% ,2009,18 (1) :13.

(1347 R Ay, B2 TR BIIRIR S RINRLE G AEN AT [T]. hEE
25{5 4.,2003,20( 1) :39 -40.

(14 2RI, 5B, BN, 5. ZRINE LIS ME P EIED 5 mis# R
KOV R AP AAH ST L] R BE 2 44k, 2007 ,41(7)
51.

(IS ] B4, R 2200 BEE S AEns T e [T ] R A
:7%35,2009,23(7) 1440 - 442.

(2014 -01 - 17 d A5 FHEHH: TH)



	2014年世界中医药7月第7期 65
	2014年世界中医药7月第7期 66
	2014年世界中医药7月第7期 67
	2014年世界中医药7月第7期 70

