- —
o 5 J Med Res,Mar 2019, Vol. 48 No. 3

PCOS & I RMER T EEBRERAH

KEM Daksk

 E BN R LEA RS I T IR IR R A A 0 — AT B0 8RB AR K O DL R SR 2 SR, LAY SR B 0 A
R Y7 MO 9T R TR R ALK G . AR WidE 2014 4F 5 ] ~ 2018 4F 4 ] B e VL BE 2 KA SR — R B e R T2 2
i GDM [y /3% 205 ] A 35 PCOS 12 Wi HEH% 205 4] GDM (3% 43 Wi 41, Bl PCOS + GDM 4] 84 f4i] .4E PCOS + GDM 4 121 fi] ; %
BRI L2 F 28 5 B Be =B T2 A7 72 ke 1 75 Wi 4t S0 50 1 8 A 2240 158 4 S 4 B4, B4R 3 4l 28 10 i — 1% o0 OBE IR AR
WK e BB R, S8R PCOS A 2214 ™ i BMI.T AND AR A8 [ AR ™ IG5 E AE PRI 5% 52 DL I e 5 32 i A L
Bl 4 3 K F 4B PCOS 241 J &} B4 ; GDM Z2 i iy 7= YRk 8 25K %0 BRAL 22 08 Hh A AR TR I 25 5 X B 41 5 9 PCOS + GDM 41 22 IH 1) 22
T BMI K W% PR 95 0% 8 2 5 T XTHRZH (P <0.05) . PCOS 4122 {4y FINS HOMA - IR \[TC }% LDL { I 3 K T3 PCOS 2 & %}
ML, HbAlc K 22 & /N T34 PCOS 4 K 4} I 4H ; GDM 22 {1 Y FPG K HbAlc & 3 & T Xf i 4 ; 4k PCOS + GDM 4 22 {H Yy FPG,
FINS HOMA - IR \HbAlc HbAlc A5 22 & & LDL &3 FXF R4 (P <0.05) . PCOS 27 {31 F i w3 L 7= e 2FoKad 210 &
Az B8 1 255 T HE PCOS 4 Kkt BRZ ; GDM 22 1A 1 i I LA 2 /K 3 22 ™ Jg Il iY 2% A6 26 19 38 3 T4 IR (P < 0.05) . PCOS 4
BT Az LR EE SR TR % )L & 28 R B 2% T3 PCOS 4 Jo Xt B4 ; GDM 4l Ay A= JL 3 & A % 18 3% i T % R4, PCOS 2l iy 7 2
JUA MW & A 2 5 25 85 PRI ZE (P <0.05) , 4518 PCOS 431 GDM Z2 1A — M IS & & , A PCOS Jn®E T GDM 22 1A B I IR
457 . PCOS & Jf GDM 2z iep it iR AR 5= o #2 BE 4 8, PCOS 4 JF GDM ik LEE AN R, 0T R IE & 4R .
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Abstract Objective To explore the general situation of pregnant women with polycystic ovary syndrome with gestational diabetes
mellitus, glucose lipid metabolism and maternal and infant outcomes, in order to provide a theoretical basis for the individualized treatment
of diseases and prevention of long — term complications. Methods From May 2014 to April 2018, 205 patients with GDM were diagnosed
in the obstetrics department of the first affiliated hospital of heilongjiang university of traditional Chinese medicine, and 205 GDM patients
were divided into two groups according to the diagnostic criteria of PCOS. There were 84 cases of PCOS + GDM group and 121 cases of
non — pcos + GDM group. We selected 158 cases of pregnant women as control group during the same period in our hospital maternity clinic
for prenatal 75g glucose tolerance test with normal results. The comparison of three groups of pregnant women in general, sugar, fat me-
tabolism and outcomes was performed. Results In the PCOS group, pre — pregnancy BMI, T, AND, adverse pregnancy history, sponta-
neous abortion, embryo abortion, family history of diabetes and insulin use were significantly greater than those of non — pcos group and
control group. The production time of GDM was significantly lower than that of the control group, and the birth weight of pregnant women
was significantly higher than that of the control group. The family history of pre — pregnancy BMI and diabetes in non — pcos + GDM group
was significantly higher than that in the control group (P <0.05). The values of FINS, IR, TC and LDL of pregnant women in PCOS
group were significantly higher than those of non — pcos group and control group. And the detection of gestational weeks was smaller than
that of non — pcos group and control group. FPG and HbAlc of GDM pregnant women were significantly higher than those in the control
group. FPG, FINS -1IR, HbAlc and HbAlc of pregnant women in non — pcos + GDM group were significantly higher than those in the
control group (P <0.05). The incidence of preeclampsia, premature delivery and excessive amniotic fluid in PCOS group was significantly
higher than that in non — pcos group and control group. The incidence of premature rupture of fetal membrane, excessive amniotic fluid and

postpartum hemorrhage in GDM pregnant women was significantly higher than that in the control group (P <0.05). The neonatal weight of
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PCOS group was significantly higher than that of non — pcos group and control group. The incidence of jaundice in GDM group was signifi-

cantly higher than that in the control group. The incidence of neonatal hypoglycemia in PCOS group was significantly higher than that in the

control group (P <0.05). Conclusion PCOS combined with GDM pregnant women were generally heavier, and PCOS increased the ad-

verse pregnancy outcome of GDM pregnant women. PCOS combined with GDM pregnant women had a higher degree of metabolic abnor-

mality. (3) PCOS combined with GDM had a poor outcome and a high incidence of complications.
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EELP, R R ik 4% ~8% " I IR B IR
9% ( gestational diabetes mellitus, GDM ) J2& 4§ &F Uz #1 &
A R UK R BRI AS [ R ) R A T SR, T & R
2 JRHH bR g B hn H: EE XU , S ph 2300 2R B AR Ak 5|
BB 32 B0 . GDM J& PCOS 22 P L 14 4
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L. W5 X5 42 U 4E 2014 4E 5 J] ~2018 4F 4 f]
Te VU B 25 R 2 B R S — B B =BT 12 12 W GDM
) 205 B, AR 35 PCOS 2 i 5 #EF% 205 f1) GDM
B WAL, B PCOS + GDM 41 84 f4i], 4 PCOS +
GDM 41 121 @l ; i i i3k i2 FEH EB =R T2
HEAT PRI TS g WH T 4 5250 1E B A 4210 158 Bil1E R
X RRZH A 3 A 2R I I — MBI OO B i AR K O K
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2. ZWibRifE . PCOS 12812 IR 2011 4F v [& T A=
MRIE R AT E PCOS 2 W bRiE" : A 28 & 5
25 SR FEI 5 i R 12 W L R, 53 AN LA
T2 Wiy 13, BT Wl BE L PCOS : D ME i
(14 16 R 2 30 55 1 i 38 3% I 5 Q) 7 2 3k — il 5 XX
G SN AR 2 ~ 9mm (BRI E =12 4, 00 5 {A
M=10cm’, H#& FiREERL PCOS & W 41 5 i 06 J
2 —HE B H At 7T BE 51 R w5 i 2% 00 0 A 5| R HE O
SHE BB A R 22 W . GDM (1912 W7 2 18 [ brob

R 5 HE 52 4L (TADPSD ) 12 7 b o« 2 101 £ % 1
2 T5g OGTT J5 Th K 2h, i B8 73 51 ik 21 508
o 5.1.10.0.8. 5Smmol/L, % /& 3 Wi s AF 1 i B n] {F
th GDM Wi Wi o i 5 39 B i B LR L R K
Z GEKE A R B RIL R TR E L B AE L
CRENGRYE =SR-S J RN S/ R A st N
R RE ) ok o HEBRAR IE DU 22 G 4 R 5
ARG <20 X 8 =35 & 5 (A HAl AR R 5 OF0E 5 A H
b AR 5 A7 K M R

3SR bR (1) 2210 0 — I R B0 R« 4F 0% 22
Al A 5 48 (body mass index, BMI) (Z2 UK 75K A R
2 AR IR R DRI 0 R IR B R il
M2 W GDM (22 J] 3 i 29 J6] A JE i A AR L 2
fifi ( testosterone , T) K 7 i 4 — B ( androstenedione,
AND) HY{EL (2) 2 13 /Y 15 B A 06 45 A5 : 25 I8 il b
(fasting plasma glucose,FPG) .5 i JiE & 2 ( fasting in-
sulin, FINS) B & R LT 168 40 (HOMA ~ IR) 41k 1L
ZLE H (HbAlc) HbAlc K22 & S H [ B ( choles-
terol total, TC) . H ¥l =B (triglyceride , TG ) . /5 %% & I
% M (high density lipoprotein, HDL) | Ik % & Jig 45 A
(low density lipoprotein, LDL) , #Z g &5 H A ( Apoli-
poprotein A, Apo — A) I8 I B ( Apolipoprotein B,
Apo - B) & Apo - B/Apo — A fio (3) 22U B 4 Wik 25
Jay TR R R IR IR R K 2 Rk A I
FRE L. (4) B AEILES R B RJL R TR # L B
A LB W A 2R AE BT AE L Apgar 43 KR
Az JLAR M b

4. GEitef 7k R SPSS 19. 0 GE it 2 B A X &
P HEAT ST o BT, i PR LA B = bRl 25 (2 25) R
N3 RS S L B R BRI R T 22 93 i (one ~
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hEFRAGIFE L
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Kt R, 22 A it 2% 8 X (P <0.05) ;GDM 221
B 7 R A AT X IR 2 s A AR R 2 R T X R
W, EREG %3 X (P <0.05);3E PCOS + GDM
Y12 A1 22 H0 BMI BB PR s 5K % s b 35 v T 0 R

H,ERAGITEE (P <0.05) ;3 LA HFR 22
WS Wr 2 J B W 2 R L 8, 22 S Rt w i X
(P>0.05),1 W1,

F1 3HEZAM—MRBERILE [vxs5,0(%) ]

5 H X HE2H (n =158) PCOS + GDM 41 (n =84) 4E PCOS + GDM 4 (n =121)
B (%) 30.56 +1. 14 30.48 +1.65 30.33 +1.06
287 BMI (kg/m?) 21.13 +£2.31 27.49 +3.12** 24.08 +2.35"
ZER () 1.62 £0.05 1.63 £0.04 1.63 £0.04
PEW R 1.56 +0.42 1.02 +0.03" 1.14 +0.25"
ANRZH 15(9.49) 32(38.1) ** 13(10.74)
ER/ Wi 3(1.89) 9(10.71) ** 3(2.48)
N 2(1.27) 7(8.33) " 2(1.65)
T PR R B 2(1.27) 37(44.05) ** 41(33.88)*
JiR 5 A 0 28(33.33) ** 35(28.93)"
Wiz A (FE) - 23.81 £4.79 25.12%2.78
Ay 2 () 38.56 +1.44 38.47 +1.75 38.72 £1.27
ZE A A IR E (kg) 3.29 £0.32 3.56 +0.41* 3.47 +0.28*
2 (ng/dl) 48.93 +17.35 78.34 +14.5"* 51.59 +11.34
TS W (ng/ml) 2.39 £2.02 4.75 £2.31** 2.57 £0.28

54k PCOS + GDM 4 H.#, * P <0.05; 5% B4 4%, * P <0. 05

2.3 2 A AR A K 19 L8R . PCOS 2 22 10
() FINS (HOMA - IR \TC &% LDL {} % 2 X T4E PCOS
20 Jo 6 B2, HbA e & 22 J& /N T PCOS 21 J% % g
H,2RAGi5 L (P <0.05);GDM 2214 /) FPG
K HbAlc W& m FX A, ZRAHI¥FE X (P<
0.05) ;9E PCOS + GDM #4122 { /Y FPG ,FINS HOMA -
IR HbAlc A5l Z2 i Jo LDL & 2 & F XA, 2R H
it B L (P<0.05) L2,

®2 3AMEBEREEROLER (vxs)

SR AT B R Rk 2 i R A R I T AR PCOS
2 KON B2 s GDM 22 10 4 Jif SR e oK ad 2 1™ s
IR & AR R B TR R, ZR A5 E X
(P<0.05),% 3,

£33 3HBAFIREB/MLLE (%) ]

‘H X JE 2 PCOS + GDM 41 4k PCOS + GDM 4{
T

(n=158) (n=84) (n=121)
FPG(mmol/L)  4.27 +0.65 5.35+0.81" 5.37 +0.92*

FINS(mU/L) 10.83 £5.18  21.02+8.46°% 15.92 +7.36*
HOMA - IR 2.14 £0.77 4.83+1.74"* 3.79 £1.28"
HbAlc(% ) 5.26 +0.59 5.83+0.69* 5.72+0.71%
HbAlc ¥l 22 fH 25.94 £2.78  23.62+2.93*%  26.91 £3.45*
TC(mmol/L)  5.03 =1.71 5.73+1.32°%  5.12£1.73
TG(mmol/L)  2.29 £0.95 2.53+£1.03 2.41+1.21
HDL(mmol/L)  1.26 +0.47 1.05 £0.45 1.25+0.32
LDL(mmol/L)  2.62 +0.36 3.41+0.67°%  3.13 +0.29*
Apo-A(g/L) 1.34£0.33 1.36 £0.25 1.37 £0.13
Apo-B(g/L)  0.91+0.36 0.95 £0.32 0.92 £0.27
Apo - B/Apo—-A 0.68 £0.24 0.7+0.18 0.67 £0.13

o pogiekcl PCOS +GDM 41 4k PCOS + GDM £
(n=158) (n=84) (n=121)
I T 9 3(1.89) 14(16.67) ** 5(4.13)
HLy= 5(3.16) 10(11.9) ** 7(5.79)
i B L 10(6.33) 15(17.86)" 19(15.7)*
Fokidz 3(1.89) 7(8.33) ** 5(4.13)*
ESV/ SR 5(3.16) 4(4.76) 3(2.48)
77 G I 3(1.89) 7(8.33)* 9(7.44)*

L PCOS + GDM 41 [t.45%, * P <0.05; 5%t BRZA Lh 48, " P <0. 05

3.3 AP RS R L . PCOS A2 A W) F
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L PCOS + GDM 41 [t 4%, * P <0.05; 5%t BRZA L 48, " P <0. 05

4.3 4B LSS R Y L4 . PCOS 41 158 A L AR
&R FIR IS L& A % 3% 1w F3E PCOS 4 K X if
H,ZmAGTFE L (P <0.05); GDM 25 (1% 4 L
BHA AR ES THRA, ZR A% %8 X
(P <0.05); PCOS 41 iy 37 A& JLAK M0 M 4 A R g 3%

FHBRAL, 2 AT 30 X (P <0.05) P W 4.
it i

PCOS 83 2 K B0 R 60 D RE R i 1 A 22, 2 i
PR A 22 SR A HE B K B AR B HR 55 T Be kAT R
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PCOS + GDM £ (n =84)

4k PCOS + GDM 4 (n = 121)

i H XFHEZH (n =158)
B JURE (kg) 3.39 +0.47
E XL 12(7.59)
#Hr Ak L Apgar BE5 (43) 8.85 +0.41
KT NG#IL 29(18.35)
Bk L e 15(9.49)
I % 5 38 25 fiF 10(6.33)
B0 A LA il 4 5(3.16)

3.56 +0.35"* 3.42£0.43

7(8.33) 13(10.74)
8.83+0.43 8.87 £0.37
29(34.52) ** 33(27.27)
17(20.24)* 22(18.18)*
10(11.90) 11(9.09)
10(11.90)* 7(5.79)

54l PCOS + GDM 41 [.4, * P <0.05; 5% B4 [ %5, *P <0. 05

I7IE, Z B0 RS AT Uk, (Rl T LR EE 0 1 52 i) A
SRBEAE NI R | (0N R4 UR &5 ey S AT R 30 9 2 0 11
KA M o WFFEERI 20 ~40 2 1) PCOS 2Pk
HIGT J¢ T2MD [ % 4 % i ik 20% ~ 40% , 8%
PCOSHE fir B R 18 £ XURS: B X o5 B EL 42 L (H PCOS
I GDM 35 [H] 9 ¢ & 1 e = KARAR B B i 9% . 7
Ashrafi 25" JEFT 10— TR DB 170 AF S 0 7S, 6 R 30
AR A5 X PCOS Lo S+ 40 b BEAY , B30 075 A5 Fn %
FE AT LA i B i W, 38 AT DL RR AR 32 PCOS 5%
M) £ B S 5 RRE 1 & HE R

AHE ST Sl A R 363 ], Uit B2 I PR B A L 5 Al
AT 45 R, PCOS 4 9f GDM 2249 22 3] BMI
T AND R RZE  H AR IR B R X%
S DL R R A R B TR PCOS 4H, Horh B AR
Vi B W L, X 5 Glueck 5 g BIF 5Y 45 B A —
B, BEAEAFIE LS R o 78 A A AR U s 1 R
#H o, PCOS 34 5 82% , i PCOS J& S 3 401 [ 4R
WA E A E" . PCOS S BUR M Y 5
[N AT B AL 6 — T B A AR AN IR J2& PCOS B UL % JF
KA B BEARAE , TR 7 & AR I KU vE K IR
YER IR YT PCOS R Z4E (1) — 48 24 ) W) B A7 76 — 32 1
Hi vy, RS PO R AE R BT W R B R E,
S 524 U0 A6 IR & 8 5 PCOS #8358 1LV 8 4K A2 R
(luteinizing hormone , LH ) /K 3 55 & 18 &, & 7K F 1)
LH M FENRELEE AR, A TIZR I E IR,

ABFFELEJ B R, PCOS 422 {0/ FINS . HOMA —
IR.TC X LDL { & 2 & F 3k PCOS 41 K % F& 41,
HbAlc Kl 22 & /N Tk PCOS 4 K XF HR4H . PCOS &
Jf GDM 4 Fl izl GDM 4 Fe A o L 4 IR 5 2 10
il thF PCOS 42 i1y BMI A XS5 , BN £
AR W7 AR TR B 2R A W A U, Hou A TR
15 T R e JUL PR 2 0 440 i o JRE 5 2R 32 AR A e, T
3 e AL A 1 5 0 A P A 0B 5 2 40 3 n , i 08
J& FINS Fh Lk J IRY™ . TC TG Al LDL {2 i il 5

Jok i3 B Ak F) S B4 B, Wang %5 B9 R, PCOS &
PRI & KSE A TG F1 LDL, A iF 78 45 % /b PCOS
41 TC K LDL B & m T H AW 4, 5 g A R JH
R25 S fT 2 0 9 2 SR AR TR 1 . HbAle J2 i 41 2K
Py A 2 35 o 1) 90 22 R 5 I R A 4 5 T A
(7=, JLBIE 5 s o B E L, B R T 5 2
A BEZT A0 B T 00 T S (2040 M A A i 120 R A2
A BOR] RBR AT 2 ~ 3 S B AR
5% @R X F PCOS & 3 GDM & HbAlc iy fx fE
G B[R] 2 23. 62 £2.93 J&, 75 13 Rl P9 K 00 14 o
AR i o — T [ T T BA B 5 2 R B
HiE PCOS Ltk GDM 12 W7 22 JH £ 24 ~28 JH N, X 5
AR GE 45 R AR — B, $R8 PCOS 2 o 22 ) 78 30 5 22
JH N AT GDM [ fifidr e,

9% 718 78 B % 390 %85 1 JE 2% 30 b PCOS 4 % 4
N 11.5% , HAESE TR HT 8 #8 PCOS £ IR 418 %
ok A TR UL PCOS 35 I IR 1 &5 1 6 & A %
i 25 T BE R I BARPTAE IR S5 R A BE g 4 AR
7R : PCOS 4022 IE (1 F o BT 7™ B ok 2 1k
R % TR PCOS 41 K2 %) B4, 7E Xiao 2517
A7 1y — 350 [ Bt Pk B 81 BF 5%, 40 A 2389 5l 2 10 A
352 B2 Wik PCOS, BiF 5 45 L TE S5 PCOS Fl =2
Ji] A AR 58 1) AF M AR 58 B s PCOS 21 28 i L=
B %R % g 3 T AE PCOS 2 K % B 4H , i B PCOS
JEHEN GDM Z2 0 R R R 4% Ja 1 5 A8 R 3R, %o J g
WAL W B BB BIRYT o EARDES T, PCOS 411
B LR E JoR TR G )L & A R 3w TR PCOS
2 PR REAL, GDM B AR L BE R AE R R E S T
Xt B2 5 PCOS 21183 A= JUAIG i 4 & A R 35 v T X
HRA 51 B K AR L 24 L Apgar P43 K R W5 36 25
BIEE LRI A 25 R # 8 L. 450
B PCOS 34 Jn T GDM X A= LA f K& K F i s L &
Az BB FE W I PR P T T DL AR, e KUBR Y e PR R 2
Jei T B W P A AR B R L B GDM 5
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K B PR R I K RE BOR A= L AR R f LB & 19 RRE .

2, PCOS J& GDM &A= iy i A I &, X 1 22
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AR B A B, 3 AR AR SR R BN 2 R 1Y
Sy BT AT RE A — i RS, A BE R E T R A A
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