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WE BB 2 % &9 L4442 (polycystic ovary syndrome, PCOS) ¥ [& £ 7 5 A HLAE B M
FORF BRI S, A G RIFES M RS SR — R 0k IE, ik K4 237 #) PCOS &4, REX K
B BN R FEAATPHES A, S A B0 A B fe i A AT ARAL R A A et A 6 5 AL, 32 A SPSS
21.0 R AT HAB R AT R 5, R R FEER PCOS & F 09 M AHF EZ A KT BRI L, &R
() ER A FHER 46 #(19.41% ), K ra g 61 #)(25.74% ) , FF AR 48 4 (20.25% ) , 8
A 46 41(19.41% ) , 2557 36 £1(15.19% ) . (2) Mgk & AP 5 5 M B ks, 5B %k A & (lute-
inizing hormone, LH) K-FF & , AR AR A A 02 A LH K P A% (P <0.01, P <0.05) , 5% 2 o 7542 97 78
% % (follicle stimulating hormone, FSH) 7K-F 444 (P <0.05) , B I'a & LH/FSH refi & (P <0.01),
FFARR Ao 5 70 o 3% A3k & (testosterone, T) K-FHAK(P <0.05, P <0.01) , AR R e B A L&
(prolactin, PRL) # & (P <0.01,P <0.05), 5 B &R b  FARA R Afe b A LH LH/FSH 1t
1B BAR(P <0.01) , B A o iF FSH BI& (P <0.05) , AR B fe o v B fniF T A 4K (P <0.05, P <
0.01) , AR g 2R PRL 5 (P<0.01,P<0.05), GIFARR b, B A fo e it A PRL 4K (P <
0.01)., L5 HAM4 2R iz, 5t A BLER L & & 4 BA (dehydroepiandrosterone sulfate, DHEAS) ¥ 1%
(P<0.05, P<0.01); &8 —8 (estradiol ,E, ) ¥tk , Z 3 L%+ ZL(P>0.05), (3)#EARH
b5k E R R R A AR o de i A I M B & (fasting insulin, FINS) .2 h s % %
(2 hinsulin, INS2 h) .3 h % %% (3 hinsulin, INS 3 h) i & %4 (insulin/glucose, I/G) #= %) & #4254
A 5 4 (homeostatic model for insulin resistance, HOMA-IR) 3j 4% (P <0.01) , 5 e g & AF AR &
Fo d R MR By B AL AE 45 4k (islet B-cell function index, HOMA-B) 3 4% (P <0.01) , 'K M J& . K e &
Fod A 2 h # H#5(2 h glucose, GLU 2 h) K -F KA (P <0.05, P <0.01), 5 F &% 3 h # £ 4 (3 h
glucose, GLU 3 h) KP4 4&(P <0.05), SHFARA b4, B M ER INS2 h &2 GLU 2 h R B1& (P <
0.05,P<0.01), &i® PCOSiER 5 A LA L —Z P, B R FER 5 WA KT BRHRS S AL
— T F
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Distribution Laws of PCOS Syndrome Types and Features of Sex Hormone Levels and Glucose
Metabolism TANG Pei-pei and TAN Yong Department of Reproductive Medicine, First Affiliated
Hospital, Nanjing University of Chinese Medicine, Nanjing (210029)

ABSTRACT Objective  To analyze distribution laws of polycystic ovary syndrome PCOS) syn-
drome types and features of sex hormone levels and glucose metabolism, providing evidence for clinical
syndrome typing, diagnosis and treatment. Methods Totally 237 PCOS patient were recruited. Their basic
information and clinical data were collected and syndrome typed as Shen yin deficiency type, Shen yang
deficiency type, Gan depression type, phlegm dampness type, blood stasis type. Data were analyzed by u-
sing SPSS21. 0 Software package. Basic features, hormone levels, and glucose metabolism were observed
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in patients with different syndrome types. Results (1) The laws of syndrome distribution: Shen yin defi-
ciency type in 46 cases (19.41% ), Shen yang deficiency type in 61 cases (25.74% ), Gan depression type
in 48 cases (20.25% ), phlegm dampness type in 46 cases (19.41% ), blood stasis type in 36 cases
(15.19% ). (2) The levels of sex hormones: Compared with patients with Shen yin deficiency type, luteini-
zing hormone (LH) was higher in patients with Shen yang deficiency type (P <0.01, P <0.05); LH was low-
er in patients with Gan depression type and phlegm dampness type (P <0.01, P <0.05) ; follicle stimulating
hormone (FSH) was lower in patients with phlegm dampness type (P <0.05); LH/FSH ratio was higher in
patients with Shen yang deficiency type (P <0.01); testosterone (T) level was lower in patients with Gan
depression type and blood stasis type (P <0.05, P <0.01); prolactin (PRL) level was higher in patients
with blood stasis type and phlegm dampness type (P <0.05, P <0.01). Compared with patients with Shen
yang deficiency type, LH level and LH/FSH ratio were lower in patients with Gan depression type, phlegm
dampness type, and blood stasis type (P <0.01); FSH was lower in patients with phlegm dampness type
(P<0.05); T was also lower in patients with Gan depression type and blood stasis type (P <0.05, P <
0.01); PRL was higher in patients with Gan depression type and phlegm dampness type (P <0.01, P <
0.05). Compared with patients with Gan depression type, PRL was lower in patients with phlegm dampness
type and blood stasis type (P <0.01). Ddehydroepiandrosterone sulfate (DHEAS) level was the lowest in
patients with blood stasis type (P <0.05, P <0.01). There was no statistical difference in estradiol (E,) a-
mong all groups (P >0.05). (3) The characteristics of glucose metabolism: Compared with patients with
phlegm dampness type, fasting insulin (FINS), 2 h insulin (INS2 h), 3 hinsulin (INS3 h), insulin/glucose
(1/G) , homeostatic model for insulin resistance (HOMA-IR) were lower in patients with Shen yin deficiency
type, Shen yang deficiency type, Gan depression type, blood stasis type (P <0.01); islet B-cell function
index (HOMA-B) was lower in patients with Shen yang deficiency type, Gan depression type, blood stasis
type (allP <0.01); 2 h glucose (GLU 2 h) was lower in patients with Shen yin deficiency type, Shen yang
deficiency type, blood stasis type (P <0.05, P <0.01); 3 h glucose (GLU 3 h) was lower in patients with
Shen yin deficiency type (P <0.05). Compared with patients with Gan depression type, INS2 h and GLU 2 h
were also lower patients with Shen yin deficiency type (P <0.05, P <0.01). Conclusions There exists cer-
tain distribution laws of syndrome types in PCOS patients. Besides, different syndrome types had certain
relevance with sex hormone and glucose metabolism features.
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PCOS) 2 —Fi Ak 5 T e b 55 4 A A 5= 1 e iy
PP WERLLEAIE A e & ZAEHT (Insulin re-
sistance, IR) FIAEJH: , H AR5 R 78 T W Lotk s ik
5% ~10% >, 5 JLHEII & 1 60% ~70% ° .

FRAEHH 2000 A2 ERE 2B S IR R
B I g R H g5 A s .
“HERE” CORAET SEjuE . HETOCT PCOS kB 4 Al
U SO SR KO BRI A 2, H
H—ERE L, AT AT PCOS Ry H # JE 47 IE 7 43
28, I BB A G IR IR Bk, LUIR Z WG fE LA,
Il PRFEIE 53 T 265 it — 2 AR I

BRETE
1 CWARIE VY RIS AR E S IR R A B AR

WOPRAE : (1) F R HEGR AN (2 TEHEDE 5 (2) i mf 2= il
RE T E) o HE VR 04 DR 22 B[ M 3 (testoster-
one,T) >60 mg/dL (%) £ EF4r (m-FG) >
6% 1 (3) BN HL L HRE(PCO) BUAE[ 20— 5 5L
BAT 2 ~9 mm B =12 4>, il (5) 59 A =
10 mL]. Ph b3 HigrifEdh 205545 2 W, L HERR S
R e A 2 1 Lo PR (n 2 R B R B 8 AR R
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N HEERR R, T2 O A S TE T v, A
Wel, DESRIE, KA E. (2) 5 R AL P A
JE, Skms B JEIRER VY, PERIAIR L, /MG S, i i
To TR, EHL KIS . (3) AL BRI, kst
H R, B Pl X T, 986 2 T 7, KA B i sl ki o 5 1A e
KREGHARED, AR, & R, PRITE s 5. (4) 1F
HRAY AF S A, R 7 &%, KA, ST Flik, &80
HEM AR o W IRRE 2L, B s 8, Bkok . (5) M
BLRE, 2l ZE/0, B8R, A I, 217/ MNEK
JREEE Y RIS, I AR & W, AR SO
B, BKUTs%3 . MR RV E FRErP Y 1 3, DL B FHAD
SR 1 ~200% | 535 BKAHSS G BI A2 6.

2 AFE (1) 55 PCOS PHEE -2 Jeh
P& HHIE 3 RUBRAE ; (2) 4F % 18 ~40 %/5(3)iE 3 1~ H
WA AT AT R 2R 2595 (4) BETC & 5 AR DU
REH .

3 HEBRFRUE (1) BERIAAE; (2) KM B
(3) BI040 G 148 B L3 I R A T A R
PRGN 5 (4) SRR HFLI 2ot o

4 —fgRl 237 #2012 426 —2014
11 LA ER A FEE AR 12612 0 PCOS
IR EMARMERN B E. Fi 21 ~35 %, F1
(27.01 £3.12) % ;i fE 1 ~10 4E,F1(3.5 £2. 4)
HE, AMRAITLIAE RS B 25,

5 WMEARIR T

5.1 AR E~48hs  WE S & ARE
BHL IR SRR E S 40 (body mass index,BMI) %
B H (waist-to-hip ratio, WHR) [ & fiE &, BMI =
ki (kg)/& &% (m?), WHR = [ [ (cm ) /& [
(cm) KBS & =1.2 xBMI +0. 23 x 48 -5. 4,

5.2 B#fE THEMEME 2 ~5 RIT4&H]
1 B A, WL A8 A BUIN BT 5 A 52 B v 4k ( AR
2 ~9 mm H/NEREAED o

5.3 MHMEKYE TH&EAMNE2~5 REHE
K M — % ( estradiol, E, ) A2 8 & 4 i & (luteini-
zing hormone,LH) & Jp a4 5% 2 (luteinizing hor-
mone,FSH) W3 % (prolactin, PRL) M % ( tes-
tosterone, T) iR it & £ MR ( dehydroepiandros-
terone sulfate, DHEAS) .,

5.4 UK K= g 2R (fasting insu-
lin, FINS) .zl [li.4/# (fasting plasma glucose, FPG)
K2 h S Z (2 hinsulin, INS 2 h) 2 h Ii4#(2 h glu-
cose, GLU2 h) 3 h lEEZ (3 h insulin, INS 3 h);
3-h 43 h glucose, GLU 3 h) , I35 %25 (in-

sulin /glucose, I/G) | 4 74 # Fa 545 7 15 %5 (homeo-
static model for insulin resistance, HOMA-IR)
[ B 21 2 fie 45 %k (islet B-cell function index,
HOMA-B) . I/G =FINS/FPG, i &% Z it $5 % (HOMA.-
IR) =(FINS x FPG)/22.5, [ &% B 41l it 211 it (HOMA -
B) =20 x FINS/(FPG -3.5) , AT IR L,

6 Siilrik SR SPSS 21.0 kA4t
AT HEVOR x s R, ZHZAECR IR HA R
52250, WG ELEH LSD K556, 7 22 AN 57 R FAES:
BRLAIRLE: . P <0.05 NZEFAHGIHE X,

# R

1 PCOS HEiERI /34 237 5] PCOS &
BB A 46 f] (19.41%), B FH B 61
(25.74% ) , A #Y 48 1] (20.25% ) , 1w 7Y 46 17
(19.41% ) , MUY 36 41(15.19% ) .

2 A[AHER! PCOS HANR S (£ 1) HKE
R4, B BH Y B B R A AR AN s L £ 3 BMIL
TRNg S IR, 2 F A G4 (P <0.01) s B '
FHRE I B BERE R 3 WHR (EAR TR AL, 22 G Geit2#
B (P <0.05) S iF B4R 4 22 57 LG 12 L (P >
0.05),

3 ARFEHFEMHE AT HE(F2) HEWHE
FLE, BB LH ZKF-F sy, AR B AL i Y LH K-
FE(R(P <0.01, P <0.05) , iR i3 FSH /KK
k(P <0.05) , B LH/FSH o fti & (P <0.01),
JHFAT 24 A0S 2 0 35 T /KRG (P <0.05, P <
0.01), JHABH FI g8 IE A PRL FH &5 (P <0.01, P <
0.05) . 55 PH M 7Y b g, AR 78 | ¢ 15 754 A1 1l 3% 7Y
LH .LH/FSH L 4K (P <0.01), 5 % A il 35
FSH F#AIK(P <0. 05) , AFAR 7R AR Y I3 T 2R FEAR
(P<0.05, P <0.01), AFAl B F1 5 12 % PRL Tt
(P<0.01, P<0.05), 5HAREYLLEL , 200 750 1 il %
A PRL F#IK(P <0.01) o 5 HAh 4 JEAY bRAS, 17
DHEAS #J[4% (P <0.05, P <0.01);E, & 4[] [t
B, ZFHIGHE L (P>0.05),

4  FUER PCOS B E WS L (3R 3)
591 LR, B BH R AR 5 FH R 7Y | SR 2R A gt 5 7Y
FINS.INS 2 h.INS 3 h .I/G 1 HOMA-IR 4 [ ik
(P <0.01),'5 FH 7Y | B 7Y A 1f 7 %Y HOMA-B
FEAIR(P <0.01) , B I g & FH 8 Al % 8 GLU 2 h
JKFREAR (P <0.05, P <0.01), SR GLU 3 h
IKFFEAR (P <0.05) . SHFARAY EL#, B BHHE 7Y INS
2 h J% GLU 2 h JF%AK(P <0.05, P <0.01)
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F1 AEIFA PCOS #AK S (X xs )
JEAY %5 AEWE (%) BMI(kg/m?) AR WHR
e sl 46 26.91 +3. 11 24.31+3.13*" 29.97 +3.92** 0.84+0.33*
' H i 78 61 26.97 +3.11 24.11+3.18** 29.73 +4.08 ** 0.84+0.31*
ST 48 26.79 +2.71 24.14 +2.63** 29.73 +3.02** 0.85=0.32
P 46 27.59 +3.65 27.65 +3.66 34.13 +4.69 0.86 +0.35
QRS 36 26.75+2.98 24.54 +3.05*" 30.20 +3.65** 0.85 +0.29
SRR, P <0.05, **P <0.01
Fz2 KER PCOS M EAKFEHE (xzs)
R % E,(nglL) LH(mIU/mL)  FSH(mIU/mL) LH/FSH T(ng/dL) DHEAS(pg/dL) PRL(ng/mL)
EFAEH 46 61.63 £28.63 9.97 6.37 6.87 +2.00 1.50+0.92  67.28 +22.99 331.93 +127.45 10.34 +3.84
BFHER 61 65.51+29.69 13.68+5.01*"  6.92+1.44 2.09+0.91** 62.00+16.24 318.92 +117.24 11.26 +5.80
JFAE 48 56.17 £22.40 8.01£5.07 *“* 6.49+1.38 1.19+0.65%% 55.20 +17.10*% 317.97 +114.60 19.57 +7.75** 44
PIEM 46 60.09+25.53 7.92+3.58 2% 6.15+1.14 "2 1.31+0.5422 59.58 £23.20 334.75 +107.60 13.79 +8.01 * 244
M 36 58.06+17.85 7.99+3.25%°  6.41+1.53 1.27 +0.49°% 53.62 +17.30 ** 2% 264.92 +95.49 ** 2240 13 06 +6.1744
SRR A, *P <0.05, " P <0.01; 5 B HER 4, 2P <0.05,2%P <0.01; 5AFAR A L 4e, 4P <0.05,44P <0.01; 53 M Lt
i ,°P <0.01
£33 KUFM PCOS BEAMEFE AL (xzs )
FINS INS2 h INS3 h FPG GLU2h GLU3 h
TR G HOMA-IR HOMA-B
(WUimL) (mmollL)
FPIER! 46 10.38£4.29 % 24.30+10.71"* 2% 20.24+22.65°"  4.74:0.46 5.93:1.69°“ 5.00+0.66° 2.20%0.92** 2.20%0.96** 189.46 +110.45
BMHER 61 10.82+5.86"* 30.25+18.44 %" 19.95+14.31**  4.95:0.65 5.80+1.01** 5.21:1.04  2.15:0.96** 2.49+1.74** 163.63+90.36 **
JFRRL 48 11.17+6.11** 32.15%13.59**  20.53+14.93**  4.96:0.82 6.19:1.88 5.26+1.83  2.21+1.01** 2.58+1.78** 169.51+83.06 *~
IR 46 17.72+6.09  54.32+29.56 37.78£23.27 5.08+0.57 6.19+0.83 5.39:0.80 3.49:1.14  4.06+1.63 253.19 +145.33
MA% 36 11.30+4.33** 28.55+10.41 19.18£11.58 **  5.03+0.57 5.75:0.85*  5.27+0.86  2.24%0.78** 2.58+1.26** 169.63+137.70 **

T HEIRAILLAE, ©P <0.05, P <0.01; S5k L, “P <0. 05,2 %P <0. 01
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VB AR I S U 4 FPIEEI B THAIE ; (P 2 IR
WY TIE ) T PR L2 N « B B R AL
BH R S RSIE PEVRAE 2R HGE 5 FRUER, If
PR_E i s i) B R AR 4y B 5 2210 ez M Ak
(55—, 1% ZW9E R, PCOS 4iF 5 v 5 kg iF fir
R ARG R GE AT,
TR CERERZA BRI LR E LTI K
KB B A IF RS, e TR R T2 8
MF:FE LT AZEB G, S FLrims, w820
BH 287, I =2 T 5 7, 0 72 2 — 2R 90 g RS b, AR
WS, B AT PCOS fy 3= BEF ) | 31 M I 5%
Fok, x5 FIRBEE AL —3, I AT Al , PCOS B 3 5
KWL B R, WAL LB (9 % LE S s R v ke 2
FEE M, TOEER A LR 2 JE 1ot o () 2
W, AL, PRI MU ST A Sk B PR &, 0 R
FEA, 10 L 2 TS AR IR BELASE T 51 L, 5 35 o 5 st

B, Ak HEDE AN , I R RIS O 51 22 S A s HEBR
FEfit JERESE

MR i £ & PCOS M & LG IR 5 2 — , A
FEEP, B AR PCOS i T K FERET S, X5
Z R AR CARGE A —B " PCOS i Mk i TE I
IR 2R RS SR, Wers \ 2B KRR, 45
17 B 8% D 22 6 75 B Y, 4 1 o B TR T K L T v A
WHE—RIVE A EAER . A, BHES T
KT # YIA 6. LH THE  LH/FSH HLE 35 K R
PCOS By E Z N 4 W R AE , I IR B % K LH/FSH Eb{E
B KA R HI W R 7 PCOS (B iz —. BEfE
WFSEHRE , B FH 2 PCOS H#% LH M LH/FSH H1H
BOHABGERR TR 10" B 2 B BH T BE I B BH 2 AR AR
SNBSS HE M B UG . BRI FARKER
B T LA B Sy B HE e A B SR B )
R R FTEAT U, BB, B R
REL LA, B BAYK S, BN FAR K & 7 5 HEOR A, EE AL R,
L A B 76 FH A S ) BRI HE . A
B EIIRER I, UGG, YA, i S e &
AL, & FEORT AR A K & B B, S A, A
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W AR & B8, LH T  LH/FSH B (8 5 K 78 5 BH i
PCOSi# o 2 W, 5 REAE A A — 3, 5 EIF
B RA W RIEHLEAR W) A o g, i 3 0, 4
P BH . —J7 1, B Mg A G B fE—
FRJE F BRI, 4k S-S0 I 5 1, AT A Z B
AN, e BB ; 55— 7 i, AR TG TAE 7 i3
KIS FEA IG5 Ak ARSI )
Wz gt TRe e &, ALK, dh i Lot @i, A&
WF7E won , IR PCOS &% PRL JhEfc it %, 5Bk
FEMEDFITIRGE —5° " (A4 H) it %
KA TR ML, FE EOAEL E TR RET R
A i IS, ARG, WA i Z5 6L, A
REMG LR 18 A K I BEIF A B AZLB AR A 2L,
I R 2R3 Ry I R 2 EE 00 P 28, FF AR A A TR R B 1
HiFlo "L, PRL Jt & 5 AR E A7 75 8 % ) 1Y
I

AWFFE S, FINS.INS 2 h.INS 3 h .I/G.HOMA-
IR ¥ hpin A e, HPIBARL S BMIL RS & R i 3%
B X AE—E R ULAIE R PCOS & e T &
IR, AR AR S8, B2k, IR D RE & 75
PR S AR RE e w AR DIAE OC. IEE AR
P25 AR B, A A AR A, 1M i, 230
HAGRREEM A, RS, WA N KSR
PRIER A, H AR NS IR RH R TR 30N
JESE, FEDNEL IR NERRZE 58, IR RH I O 5L, S 25k
UNTIRERRERS . BUACEE A2, 5 RAE MR N I £ EAE A
ALK A O AR 2L ) i i AR a8 LA i
e LA A AT , RIS R o el I, B
220 IR AR H B 2E AR b BEL I AR, R T e s
A A P IR e e R MRS . P UL, PCOS
il ) ZEARBT S PR UE B I

£i LRk ,PCOS HERL 1A B A — 5 By MM AT
T, FLUFAY 5 P R K7 SRR R A — 2 i B
F ORIV LE A RLAE T, T ORI R HEIE 43 T S 2R
PEHULE AT AR
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