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BE B HiT 297 £5 44 (polyeystic ovary syndrome, PCOS) &4 0 e ® 5 Rift4z
4E ( metabolic syndrome, MS) 9L X%, HrMEE AR NERENSY, FiE ﬂiﬁIOZWPCOsyﬁ-
#, M EB % (FBC) . kbH% (FINS) $A8£34F; RERA, ARE. FHARE, REFTE
#iES A, SRIEHA (506 ) BAEMEA (524 ) ; BBMSHLEFRA, £ RMSA (224 ) 54EMSA
(8041 ) , STEFHBARTHF LR ERBELTHEIN, GR MSALFFINSKF 5 M & ERAIEHK
(HOMA-IR) B# 3 F4EMS4 (P<0.01) ; A5 AFINSAK-F 5HOMA-IRZ %% FaMmEA (P<0.01) ;
MS, M 5FINSKF, HOMA-IRK-FH ERFEa% (P<001) ; MEAMMSERERESH TEMEA
(P<0.05) ; E5MSZE4% (P<0.05) , 12 £ HFINSKHOMA-IRE %5 % &40 % M ibdk £ F A%
HFEL (P0.05) . i MEEDPCOSE L RMSHZHAAR, LAMSKBUARTESRHEE, LR
B TiAobk M AA £; AFLEPCOS, LANMENEEL, S THEMSFHREAELE L,
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Study on the Relation between Pi-deficiency Pattern and Metabolic Syndrome in Patients with
Polycystic Ovarian Syndrome WANG Xing-juan, JIN Hua-liang, and LIU Ying Department of Gynecology of
Integrated Chinese and Western Medicine, Huashan Hospital, Fudan University, Shanghai (200040)

ABSTRACT Obijective To evaluate the relation between Pi-deficiency syndrome (PDS) pattern and metabolic
syndrome (MS) in patients with polycystic ovarian syndrome (PCOS), for exploring their internal pathologic mechanism.
Methods Among the 102 PCOS patients, 22 complicated with MS (PCOS-MS) and 80 not camplicated with MS (PCOS-
NMS), the Chinese medicine syndrome pattern was differentiated as PDS in 50 patients and non-PDS in 52. The
clinical data, in terms of fasting blood glucose (FBG), fasting insulin (FINS), waistline, body weight (BW), stature, blood
pressure (BP), etc. was collected and compared and the relation between data was analyzed. Results Levels of FINS
and homeostasis model of assessment for insulin resistence index (HOMA-IR), in PCOS-MS patients were significantly
higher than those in PCOS-NMS patients, also higher in patients of PDS pattern than those of non-PDS pattern (P<0.01);
the occurrences of MS and PDS were highly positively correlated with levels of FINS and HOMA-IR (P<0.01); incidence
of MS in patients of PDS pattern was significantly higher than those in patients of non-PDS pattern (P<0.05); presenting
of PDS was positively related with the existence of MS (P<0.05), but in case of the FINS or HOMA-IR factor being
controlled, statistical meaning of the relativity between them tummed to insignificant (P>0.05). Conclusions PCOS patients
of PDS pattern are the high-risk population of MS, which might be related with the insulin resistance. So, early treatment
of PCOS, especially on patients of PDS pattern, is of important significance for preventing the complication, as MS, of the
disease.
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X, EEFRXTHEIEREMEEENEMZIIRE,
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SAE—EHH, ASHSRBRRABIXER, BER
PCOSHE# BB AMSIF X ABE, HEIEMARRME, &
Brosi@ it 0t 1026IPCOS B & Ml R TR I L B JdE 40
#, FITPCOSHEE T BIER SMSHHM X, HAA
RES£AE, MHERKONEREVE, LPE
B FIE B RIPCOSEE A28, ABEMSK A R{LE
WA,

"BREHZ®

1 TR 2007478 —20085E12A FEBK
HHBELERPEESSAMIT2HKIEHPCOSEE
NMARKRBAMELRAY) .

2 LEKHE

2.1 BELZE ZEPESSIELEF2004F B
FPCOSK RIFHES®: (1) HMARHWITHN; (2)
WEREEECNBERERA; (3) BFBRPL
SEEWE, UL3MAZ2TETLH . MSLHR
HEAK B 20054E B PREEFRREE Y (international diabetes
federation, IDF) #R#E®: A O MERERE [ E LB ER
(W) =80 cm] I, 5ITFFI4T {1 2270 .
(1) HB=8 (TG) >1.7 mmol/L; (2) BEEIRE
EiAEE R (HDL) <1.29 mmol/L; (3) W4 E =130
mmHgE & 7K FE =85 mmHg, EARRZY T R DA
FWTE; (4) SHEMBE (FBG) =5.6 mmol/L, O
REH R ERAR R E X LR IR

22 FEHE SR (FEFAHEAMRERR
myvI (hEzEE) MR EBSEIER WIER,
(2T R I R R BT ST 46 S IR ) e B R R
%, URKGELIE SRS REE, #7558 ER
R, MARIEFE: ROAR. BKEZH. _RER
B, KESE (EF) . KiE: KEMEFENHH
5. S, DIRAR . EHRAS. BOoErt. B
KRR, WREX, B, HHEXHE. EORE, FE
FEIT+RIE2TU L, HSEFIK, WILIBEIER,

3 BimbE

3.1 —fuiE wiedR-NEZFARFCR
wE, #TRERIEAR; WESR. AE. WEAEH
(H) , HEEmERTEERERK (BMI) , BMI=&
H5HER

3.2 BPRmEE HEEMEH (235
X) BAEEEEMERTEM, BERLKLINEHE
RF, FiER7:30-8:00, 75 EMBUN &k, EEEA R
% (LH) . RPHABHKE (FSH) . B 8B (E,) . B8
(T) .2 % (PRL) . FBG, ZHBES XK (FINS) . fiE

B (TC) . TG, HDL, &% A5 (1 AAE B (LDL) ; b
LH, FSH. E:, T, PRL: XA & TR AR R, KAk
25 ERE; FBG. FINS, TG, TCIAR & h LIgRIE
AT, RAMENE; HDLIAH A AABUK AR
ft, R ABENE; LDLIAF &l BABKAFRYE, k
FERENE, B E I I HOMAR SIF {4 7% [HOMA-
IR= (FBGx FINS) /22.5]

3.3 BWEAERN A FBUm RS #ITEE R
# (FI1FARISEQUARES12) , HAEIEBRBHEY
FHEEREEIHRE, CBELHaRERFRE, TH
AESEZEGBERE., 2HFENFERPBENK
. RRRAER, THEREE.

4 Gt RIAISPSS 16.045HH %4, HER
BRAY tsFmr; ARERERMIBEARR; Bk
3Tk FiSpearman HI X FMRAHR TR ; BIRHEERE
HAMF X K, P<O.0SHERESRIH#EL,

s R

1 MSHMESHERLFELIH 1024
PCOSEF, LW AMS 2241 (21.6%) , FEMS 80
B (78.4% ) ; MESOH (49.0% ) , FEMES26
(51.0%) o MS HF-HFRK (26.1:44) %, EMS
Hh (239:42) %; BBATHERN (243£438)
%, EMER (24.5£38) ¥, ARFREEKERTR
HEE L,

2 MSAYSHEMSH. M@ SN B AIEIRHLE
(#£1) ZRERMSHAMBMI, W, H. FINS,
HOMA-IR, FBG, TC, TG, HDL, LDLIEHHIEEH
FIEMSHA (P<0.05) , WAMMFSH, LH. E,, T,

K1 MSHELGHEMSH . MEBSEMBAPCOSEEEHFLE (X £s)

JiH MS#H(226))  JEMSE OB | B A SOB)  TRMEM(S24)
BMI (kg/m?)  25.8:48"  22.6+40 | 238243 27144
W (cm) 91.2:86" 808:97 || 84.0£105  82.2:102
H (cm) 101.6:6.8" 94.7:7.4 97.328.1 95.1:7.4
FSH (IU/L) 60£12 6314 62+15 63:12
LH (1U/L) 92:41 10863 || 11358 98259
T (nmol/L) 26 +1.1  24: 09 23209 25:1.0
PRL(pgl) 160107 196:104 || 163+74%  212:124
Ez(pmol/l)  156.0+88.0 175.1+8.8 [180.0£100.6 162.4+67.6
FINS mUL) 208:12.8° 10388 [ 158+125%% 94174
HOMA-IR 56:45° 23:19 3823658 22:21
FBG (mmol/L) 58:14" 49103 5208 5.1:08
TC (mmolL)  5.1:10" 4.5:08 47£09 46108
TG (mmoll)  22:1.0° 1.0:05 14092 1.1£06
HDL (mmolL) 1.1:0.2° 14103 13204 1403
LDL (mmol/L) 3.0:0.7° 24:06 250.1 25:06

. 5EMSHIEE, P<0.05, ' P<0.0i; SEMBALE, 2P
<0.05, 22P<0.01
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PRLILRERERIT#E X (P>0.05) . MEZFINS,
HOMA-IR. TGRE® FIEMEBA (P<0.05) , MEAH
PRLEEM|MTIEMEA (P<0.05), RTHEHRLBEERET
GitERE L (P>0.05) .

3 MS, BESTRELIFNSpearmanti X5
i R B/RMSHIFINS, HOMA-IR, W, FBG. TC,
TG. HDL, LDL¥JEFHRX (P<0.01) , I§E S5FINS,
HOMA-IREIFHX (P<0.01) , TifE SPRLE MR
(P<0.05) ,

4 BEASMSAMRXI (R2) Z1026
PCOSEESR, AFRTRRBANTFE, MBEEAS
FEREHPCOSBEPMSHBREHITHE, HRE
AEBASOFPAEISHAELMS, EBREAS2HPH
THIFEEMS, BEAMSHEBRESERS TN EA
(P<0.05) ; BB SMSHXHMT, REBES
MSEEH#%X, HEHFINSEHOMA-IRG, P& XM
G EEX (P>0.05) o

F2 IREFIMSH y RBER

MS 5373
x f
[ 34 x 45 7 52
<3 35 15 50
n 80 2 102
s B BEH
x? 421 1 0.042

n 102

5 MSHLEIEMSA . JE e 4 53k M i 4H 5P SRR
Eopps MS4. JEMSH. BEH. EERASH
BRI EII>10 ems: HWIEFHERGFIHR
14.0, 13.7, 15.2, 12.2 em3; Z=MGPEFHEFES 5
H: 12,9, 123, 11.2, 13.6 em3; HABREEH>12
A GRFEHRBESFHH: 14, 13, 13, 14; EW
FHERRECK. 15, 13, 14, 13,

W #®

TR, PCOSEEMSHRRR D ENE, BR#
fkH#ERIL, Ford ESEEEZERATLERHR,
20~30% Z BIMS IR E H6.7%, 30~40% Z [ Z15%.
Ehrmann DA B, 7E40% ZRIMPCOSEE
1, HIRFAEMS, HERELTEI0HZHT. FREH
TP HWES, 1026/PCOSBER, H2263H 7%
MS, HEE21.7%, MiXEBEFHERN26.1
%, RER S ERWMERBAMIE, 7T RPCOSANELR
HEMSERER, HEMSERIRBIARTZBNEE,

19884 Reaven' "B S ) R G BRI RMS—1 &

ENREREE, EGuzick DS "URE, 475 50%~70%H
PCOSEBERAEB BRI, FRBTHRKFHHOMA-IRHK
Wk iFAG B B Rk, HAREBIMSHRE MM IEFINS
KF . HOMA-IREEHE FIEMSA, RHAPCOSAIHMS
BEGEEATENRSERN,. I#—SREES
EMMEMSHEX R, RIFRFEARBSpearmante BT
%, #HTHRRENT, ERBAMEFINS, HOMA-IR
KEEMSERIEMX, W IEPCOSEE PSS FIKH
BTE, AMSEARHE, FRNHRAESERTE
PCOSFIMS— ML Rl # s L2 B

St FPCOSKI KA, BMERDEERE ‘B4
" B, NBRRARTAK. SRS ARNEHER
HEARSBAREERE, ATFHPCOSKLE, H
528, BERSASWRBERERAX. RHESAN
PCOSTRB M EM & T E T E M AHHRN, BEETE
MR E, FRE-RZ-E-RE LM
AL, AHSMETEE. TR T ERPCOSH—IE
B, HiEERAREALERKERR, PCOSEH
ARTEARRE . #EZ /1. BEAR. KERGEBRSE
BWIERAZN . EAFRPME L A%E50%PCOSE
HERING B IERMHE, b—EBE LNIETREK
ZE: “BAZK53, BHMEHRE, " ZALRE
5K/ SATERAFHTIE, %35, MZRAEN
RE. BESFRE-RIAREX, RBESES,
KR E, FEABKE, ARV R,
W RAR K, e E R PCOS KRNI E,
FH AR A MR EPCOSK A M EERBIRY,

mUETH, NAREZ2XE, BESRERE
PCOSEMSHFRIARERE; NFEBLTS, BELR
PCOSEMSHFE—RHL, B AKRS TR A
KB AREARIREASERBASZRERE
WMERELE T, BFREAMELHFINS, HOMA-IR
BEETFEMRBA, Spearmantl K547 B/RFINS,
HOMA-IREMEE B F MR, XBAFAAAIREAHK
AR FIELHER: BEERPCOSEESHKER
IUAEA X, :

EHESERAAEMSHARIBPELEEXEE
BER, WiMEE NS5k RRNEIRX, BARET
PAHED i 2 RIPCOS R H & FIEMSHI NS 2B B3 m, K
W, ABFED x KR B 5 R R R PCOSE
EMSHBHRR, ZREFAEBAMSHEREEEETE
Jg (P<0.05) . THXHRRE, RABESMSE
A% (P<0.05) o HLE5REWI MR HPCOSEMSHIE
fENBE, XM TFRAEMBBMSEA R, EEME™
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B LLR A e ZEATE ¥ ( free testosterone index, FAI) X,
Hh=R/m%ERES E (TG/HDL ratio ) SPCOSA
BEHTRAMSH & A, EERMEE, IUEEM. W
Wit BRI — P EFHE SR, AL EXTPCOS AR
HATMSTHE, TARET PAELSHMTSE.

ZRIVENESREAFERSEKR, (&L
X EREMEERNTEFHEE R, MEERBENER
RERE, WABBRMSHHELEREMESERA
FREEMXR, YEHFINSKHOMA-IRNESG, ME
HMSHIREXEREAFEXLHABRITEE L. AN&
HEERGE, XEABREMMSHEY FEHBRSEK
mEERES, BEMPCOSARFLEEBRHSAL
RERERR, AP EEMAREZBRS EKH
BIAIR, TAIREZAEIELPCOSE A I ML AMMSH X
HER E, FMARSRERELNERELM,

(FFERBTHRERRREHERITOKR AL, ik
HLBH.)
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