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IRIhAE (Homa-B) . LLEKHBVIEN: & I-GDM i A [F IS WM BE A & R p038 fh, A iz 2
24~28 ) o Ja IR Sy R BURME . R BANITh AR K R A EE . R R~ 8 AR E L4
FPG. 2hPG N FINS/K- V34534224 ~28 8 T [, ZRIIAGHFENL (P¥<0.05) , H/56~8HA
77 Ja EM EE_EIRIBAR B Gi T 2 2 R [95%CHy BN (0319, 0.163) . (-3.137, -2.143) . (0.075,

3.143) , P4 1590.523, 0.333. 0.245]. F=J56~8F A= J5 1 4EHoma-p¥y & & i T 5224 ~28f (Z
15435 9-4.4484, -3.965, P<< 0.001) , ;=j56~8/&Homa-ISI\ & & T-2224~288, ZRH G
B (Z=-2.049, P < 0.001) , {H7=j56~8J& ;= 5 14E A Homa-ISIFT Homa-p ) = 5 L4 i1 23 5 X
(P¥J> 0.005) . Z51 HBVIET & GDMEH /= 5 IR B R 1/ W DN ReB Wik &, TS # i hn,
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Clinical analysis of 64 hepatitis B virus carrier complicated with gestational diabetes mellitus

XU Zhong-ting', LIU Min', ZHOU Ming-shu', ZHANG Ying’, YI Nuo' (1.Department of Gynaecology
and Obstetrics, Beijing Ditan Hospital, Capital Medical University, Beijing 100015, China; 2. Center of
Hepatology, Beijing Ditan Hospital, Capital Medical University, Beijing 100015, China)

Abstract: Objective To investigate the condition of glucose metabolism in hepatitis B virus (HBV) carrier
complicated with gestational diabetes mellitus (GDM) during pregnancy and postpartum, and to analyze the
effects of HBVcarrying on the outcomes of GDM. Methods Clinical data of 64 HBV carrier complicated
with GDM were collected and analyzed, retrospectively. All patients completed their prenatal examination
and delivery in Beijing Ditan Hospital, Capital Medical University from January 2013 to July 2014.
Fasting plasma glucose (FPG), 2 hour plasma glucose (2hPG) and fasting insulin (FINS) were examined in
24~28 weeks of pregnancy, 6~8 weeks and 1 year after delivery. The homeostasis model assessment of
insulinresistance (Homa-IR), homeostasis model assessment of insulin sensitivity (Homa-ISI), homeostasis
model assessment of percent  cell function (Homa-B) were calculated by homeostasis model assessment
(HOMA). The changes of glucose, insulin, insulin sensitivity and function of pancreatic § cell were compared
at different times. Results The FPG, 2hPG and FINS of 6~8 weeks and 1 year after delivery were lower
than those of 24~28 weeks of pregnancy (P << 0.05). But there was no statistical difference between 6~8
weeks and | year after delivery [95%CT: (-0.319, 0.163), (-3.137, -2.143), (0.075, 3.143); P = 0.523, 0.333,
0.245]. The Homa-B of 6~8 weeks and 1 year after delivery, and Homa-ISI of 6~8 weeks after delivery
were higher than those of 24~28 weeks of pregnancy (Z = -4.4484, -3.965; P << 0.001). There were no
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statistical differences of Homa-IR among three groups (Z = -2.049, P < 0.001), and there were also no

statistical differences of Homa-ISI and Homa-3 between 6~8 weeks and 1 year after delivery (P > 0.005).

Conclusions The secreted function of pancreatic B cell in HBV carrier complicated with GDM recovered

gradually and the level of insulin increased after delivery, but insulin resistance still existed. The rate of new

abnormal glucose metabolism after delivery is increasing as time going on.
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IR HAKE R (gestational diabetes mellitus,
GDM) ISR R R LB R AL A 7, )8
TR R, RIBEN1%~14%, WEFLHE
KfaHH. GDMEBRH 24k KR 2 RbE R RS 1 = fE
ABE, GDMEFH =[5 20%~50% % J& M R
SIRCTIF 45 (hepatitis B virus, HBV) Ji&He
BERPER, HBVIEM & FEGDM R g Ho b s ki
k. HBVIERYL 05 FFmAe, A P o =3k
Tn®, B R UK R %, ATRER INGDM K .
DR BT M5 SO R AR LA, A s o R 2%, St
B)LEEFE K, AEZM. BET, X THBVIEM
GDM & #5775 ¥ VAR (I RIE 5D, A 78Xt 6471
HBV#1 & 3-GDM B Il R AR AT 04T, Bl
ZERIRIBUTT .

1 AR5

1.1 Bk 201341 H £20144E7 H T #i &
K 2 b & b i Hh itz 25 Be 7= 48 I 43 W (T HB V 4 oy
#GDM 6441, ¥ APUR, SFFREAHEY, JTo
FAR S 03t R Z AT IR E R (body mass
index, BMD) . Zr#IN AR08 2 22 .

1.2 NitArE OHBVH#ET: 2WifF 520155 gk
2O PR 00 4 5 v A B 2 2 TR 2 03 2 11 5 11
(BRI R BiGTEE (2015 H O ) Piie
Wibrith: 220 MiEHBsAgRF L HE R T6 M H: @
FFohaelE s ©GDMIZWibritE: %224~28f1775 g
Pt 51096 (oralglucose tolerance test, OGTT) :
RIGH3 KRB A WEHBEANEARDT150 g, £
IR R PR A R S B AR A 245 . A 120
W fE, SR IRTS gfi &, ik, R
AR R CRE 28 e, ARHATRIZEE) . %
JI o AROHEE i 1IN R AR oHE i 2/ A L 2 0
SIAET-5.1 mmol/L. 10.0 mmol/LF18.5 mmol/L. iz
s a1 300 % LA _ERI2 A GDM.

1.3 HEARE OFW A IHbEYL: JEHBVEY,
A B R BEPUOR B, M 2 DR L 375 e 7 2%
WARFK A B REE, SR H. XEmEE. B
. EBJH 8 A LA 2 0 B BH M . @ TR 4L
AT . @R IR LI . @KE SRR & I 4F

g%, HEBRZERUREACH R, 0 R PR g A
I VET & 524 (impaired glucose tolerance, IGT)

o BRI S RS AT S22 (IGT)

75 I ML BE 52 45t (impaired fasting glucose, IFG) I
¥E K% (diabetes mellitus, DM) . IGT£#
OGTT2/NEf J5 L #% (2 hour plasma glucose,

2hPG) = 7.8 mmol/L (140 mg/dl) {H< 11.1 mmol/L
(200 mg/dD) ; IFGZFE MG IMPE (fasting plasma
glucose, FPG) = 6.1 mmol/L (110 mg/dl)

{H<7.0 mmol/L (126 mg/dl) ; DMZIEH KR
T i PR ELAT: I (8] I 5 %6 % B% 7K F- = 11.1 mmol/L
(200 mg/dl) B¢2hPG = 11.1 mmol/L (200 mg/dl)

B{FPG = 7.0 mmol/L (126 mg/dl) . ®ZFEYN L
HAE, ZRT R ZAAE E . SRR FORAR
SRR . ©Z IRESEIaR 2 d . 2R
RIS 20 e dMbilsn . 20 i35 Pk 2590 I e i &%
1.4 B 7r ik 0wl F424~28 . 77 R6~8F My
Ja VEEN &S I8 JE 5 % (fasting insulin, FINS) .

OGTTZ Jig I b% S22/ J& A . Al J79%: HBV
AR BV R OB IR AT R s If B SR FH 6 %
B SE A BV 00 5 5 FINS SR R M 5% 2 s k591 S A
M. KRR (homeostasis model assessment,

HOMA) X JiR & R ARPTREAT VP4l JR S R AR HE 2
(homeostasis model assessment of insulinresistance,

Homa-IR) = FINS x FPG/22.5; i B4 ) e g
%1 (homeostasis model assessment of percentp-cell
function, Homa-f) = 20 x FINS/ (FPG - 3.5) ;

Jigi 5 2 AU M FE 2 (model ass homeostasis essment
of insulinsensitivity, Homa-ISI) = 1/ (FPG x
FINS) .

1.5 %t 34038 SR HISPSSI7.088 T itk AT $ s
Guit b, IPEBRIZERD v+ sRR, FFEIESD
MRS, A& IESSMPRHIESHS
TR RIS 5 : THECEE R R B RS . LA
P<0.05NZRA G 8 Lo

28R

2.1 HBV4 # & FGDM & # 69— tE ol AW 740



164451 5 (IBMI)y (23.46+£5.69) kg/m®, “F3)%
AR (30.59£3.99) %, 4riZafE (3822 +2.06)
Ji, 22k (181 +1.11) K, F=ik (1.16+0.41) IX,
WP 582.81% (53/64) , BHIE 41 1556.25%
(36/64) , AR Z H3.13% (2/64) .

2.2 HBV§ i &5+ GDM & % 524 ~28 | #u /= J& 6 4
KA E A HBVHE T & I GDMIEH 7~ 56~ 8 JH
77 G VE I FPGHI2hPGI a5 5224 ~ 28 J& R B, 23
BEMFPG KL 2hPGIKE IEY,, ZRA SR X
(FIE4%12927.560. 54.690, P¥J< 0.001) . 7=
J5 6~ 8 J& F1 J5 1 EEFINS /K P i T 4124 ~28 4, {HY)
FEIEHEE N . 77 )56~8JE M 5 1 4EHoma-B) &
T-424~28fF, ZRAFRITITFEEN (F=1455, P<
0.001) ; %4224~28# L= J5Homa-IR )t Homa-ISI %
SIS E L (FIEA51H1.455, 4.088, PE4Y
W50.237. 0.129) , WE1.

2.3 FE6~8F Fa 5 1 KM F IR F I 77
Ja VAR Ja 6~ 8B HEAR U w2, HPA
B Z R LG %E N (F =0.084, P=0804) . 7=
S5 6~ 8 J& R 77 Jo VAEBEAR Ut 57 42 1 Al 2 0 o /K
SER 42 HIGT, IFGUA DM, BaE&= Gt e, B
R FHFWREIE L, HEHEIGT. IFGADMKE
ST GE T E X (P> 0.05) , WLEE2.

3

AT 7T 20134F 220 144F T A g P24 e 43 Wi F)
64 HBVHE A & H-GDM B 5124 ~ 28 i FI P2 J5 1
W% J2 Jik B 2 AR EAT T BB Ao S kR
FEB. WIS B o W 2 R S 1B 1 5 2 A IR o 2
IR, $ERHBVHE T & 3 GDM 3 1) 3 A
5 N AR -

fR# N & 5GDMI R ERRZEDY, Bk
IRRR AR . MR 2R IREHEE R
DAR BRI ERR RIS PUR B RN ThRe, KAt
Wi, GEURKILJE, AT PR B R A iR
BOH K, PRIGILRE R, X S5AM AR, B
P2 R 6~8J# 2 r7 Jg 14EFPGHI2hPG /K it 35 A T 42
24~28J#, TiFINSHIHoma-p#%%124~28)E I Ft,
PRI R R B R W TIRE B HTIK R, S R
EIM. B, WD YR I EAR R
P, EBRSRAMMThRe e, R R WA
PEMEIN2~2.56%, AW LR BIFINSI 52 7K F K fif
BB Re e B 24~ 28K T P25, 254
Guitaaia X, FEN T RERE IR gR b, JB 5 RPN
H, HBVEGL T AR M sRIR, 5 BU8 & B4
MuThaetiifs, AEAEAREARELIEIG IR & R i,
LT AEZOK, X075 BAE LS IR Fe b it — 25

& | HBV #5753 GDM BE % 24 ~ 28 B~ FRIBRIHEN (£

A i) FPG (mmol/L)  2hPG (mmol/L) FINS (mU/L) Homa-IR Homa-ISI’ Homa-B"
0.010 202.671
24~ 28 227 +0.382 161+1.4 17.571 + 4. 4.069 + 1.14
* 8A 5227038 8.16 7 737 985 069 > (0.008, 0.022) (86.357, 989.484)
. . 0.012 382.270
: ~8F + @ + o + ¢ +
FJE6~ 88 4.408 + 0.895 5.521£2.012 19.179 + 4.395 3.760 + 1.204 (0.005, 0.023) ° (42284, 3364.6) ©
; 0.012 414.583
= 486+ 1.119% 749 +2.012¢ 086 +3.725™ 009 + 1.
At 4.486 £ 1.119 5.749 £2.012 20.086 + 3.725 4.009 + 1.369 (0.004. 0.019) " (44224, 5037.8)
st 218 F=27.560 F=54.690 F=5.369 F=1.455 7 =4.088 2 =23.906
PiE < 0.001 < 0.001 0.005 0.237 0.129 < 0.001

A O ZFEERE IR AP (B ME, D) @522 24 ~ 28 AL, *95%C L (0.578, 1.061), P < 0.001; "95%CE (2.143,

3.137) , "P < 0.001; “95%CI:
0.983) , P=0.001; 95%CI:
-3.965, 'P < 0.001. 5775 6 ~ 8 AMIL, *95%CL:
3.143) , "P=0.245; "Z=-1.077, "P=0.281; °Z=-0.067, °P=0.947

(-3.142, -0.075) , P =0.040; ‘Z=-2.049, ‘P < 0.001; °Z=-4.484, °P < 0.001; 95%CI:
(1.915, 2.909) , P < 0.001; "95%Cl:
(-0.319, 0.163) , “P=10.523; '95%CI:

} (0.500,
(-4.049, -0.982) , "P=0.001; 'Z=-0.872, 'P=0.383; 'Z=
(-3.137, -2.143) , 'P=0.333; "95%CL  (0.075,

T2 FE6~8A. el FEREEEER[H (%) ]

‘ ) ) R FE
B 1] AR EF
IGT IFG DM
FE6~8/ 55/64 (85.9) 719 (77.8) 1/9 (11.1) 1/9 (11.1)
FERELE 54/64 (84.4) 5/10 (50) 2/10 (20) 3/10 (30)
pei! 1.571 0.281 1.017
Pl 0.350 1.000 0.582
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Wz, RAETEMEE . ST RS R
PTG IR A . O T P S [ B 1 o
sgigmEy-ledghn, MERSRESEKE S, F
I AT 20 R ik & R Ut . @& B g AR N
R H R 0T A0 P O3 WA T — PP T IR Y, S5 R B AR
PR AAAIE, IR &SR RAEEISOHEN
WER A HB VG, it i M R N mT el &
A PS5 PN N B, AT A A R PR B AL
AR F IR QHEN =4 40 2 BIHB VIS GL I, JH-4H i
RGN, SEAMSMZIG IR 3G 2, AT AR
JR B WINPT IR . A5 GRS BHEN . BT gR
b, BRI R RIRBUE R R, IR R
FIPUIRAEAE, BB REURIER T 2WE, X
B 520 28 77 5 TR R R BR W0 5 6~ 8 A e
JG 14E#EFPG. 2hPG. FINS. Homa-IR. Homa-pAll
Homa-ISIZ 7 [ K Z L Giih L. ZHE AT
WA, T e N7 S TR R AR, MR
PRI IR 2R, HREHBVIE S s 40 i 52 157,
HBVif%ii & GDM & 7 Ja A UK 52 155 1 i
[H AT RERE G, TPk I TR] K R AR mT e 5 7 JE 2D
RERVL R IEAHSG, X 75 A8 DUE ot 92 gk — 28
WESE .

BEEWNN, WEIRC B PEAR U =& 8«
AR, MR R R R I IR B AR RRAT
L FER) T — A0 LA A JF K ILGDM A e A B
I L™ A R AR PR AE R BT
FH T 3 R 3 000 9 72 0 PR By R R 3R ) R I
B, SRR IR E AR AR IR B . AT
RIRBEE 7= Ja I 6] B HERS , BREAR = ) 1 22
P e GDMUE 7 e B AR e A B AR 1Y 5 1)
# (HHBVEM & HEGDMERE 7 5 & A KR =
WIRRFREG = TIFHBVIRJMGDM B, FE
BV A .

WA (LR RIpE G ) T GDM
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R J I A I 25 A2 — g I [A] N B AP IR .
AR H AT 5T © ORI G IFHB VIR G GDM &
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NEZL . T HIAIT 7C 4R 7 T 2D RE A4F 6% 34 2 GDMUK &
fy e AR R 221221, e U A R XA RS T
LEE R R X GDMEL VA2, HL 0 1 50A IR
RS AT A —, HONEB TR R IRZ
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