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[ Abstract] Objective To investigate the effect of different status of hepatitis B virus (HBV)
infection on the incidence and pregnancy outcome of gestational diabetes mellitus (GDM). Methods
Pregnant women with or without HBV infection who delivered in Beijing Ditan Hospital, Capital Medical
University were collected, retrospectively, through the hospital information system (HIS). They were divided
into four groups: chronic HBV carriers (group A), inactive HBsAg carriers (group B), chronic hepatitis B
(group C) and patients without HBV infection (group U). The incidence and pregnancy outcome of GDM
were compared in the groups, respectively. Results Total of 4 217 pregnant women met the requirements
were collected, which 1 726 cases in group A, 1 134 cases in group B, 546 cases in group C and 811 cases
in group U. The incidence of GDM in the four groups were 29.9% (517/1 726), 35.4% (401/1 134), 37.6%
(205/546) and 32.8% (266/811), respectively. The difference of GDM incidence, liver function and age were
significantly different in the four groups (P = 0.000, 0.000 and 0.002, respectively). Through the analysis
of Logistic regression, age and liver function were risk factors for GDM (P < 0.0001, P = 0.0182), and the
status of HBV infection is not a risk factor (P > 0.05). To the pregnant women with GDM, the different status
of HBV infection didn’t increase the rate of cesarean section, postpartum hemorrhage, polyhydramnios,
oligohydramnios, meconium staining of the amniotic fluid III degrees and premature delivery (P all >
0.05). To the infants, it had no effects on the length, weight, Apgar at one minute and the rate of congenital
abnormality (P all > 0.05). But the rate of neonate asphyxia were higher in infants whose mother had both
GMD and chronic hepatitis B (2.4%, P = 0.016). Conclusions Age and liver function are high risk facters for
GDM. The incidence of GDM and pregnancy outcome do not changed by different status of HBV infection.
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Neonate asphyxia should be pay attention to infants whose mother with both GMD and chronic hepatitis B.

[Key words] Chronic hepatitis B; Gestational diabetes mellitus; Pregnancy
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2. 975 ) HBsAg #5 4i7: 135 HBsAg FH .
HBeAg B 1. $t -HBe PH ok B 7, HBV DNA ik
TR R PR, BEAEATZhAEFRFRAS I 476 1 H Y

3. 18Pk HBV #47: 15 HBsAg. HBeAg fll
HBYV DNA BH{:, BEAE 2 Be FE b I 7E 1 4 Ya

4. MVt 2 AT 45 I35 HBsAg FHPE, BEAE
ALT R4l BT, B4 A BT 480048

= Mg

LA [R] HBV IR GRS 1) #4142 10 GDM 1)Kk
AE, WA GDM A, AN[E HBV Bk A6
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ALT 1.004 1.001 ~ 1.007 0.0182
A 1.081 1.064 ~ 1.098 < 0.0001
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HBsAg #4721 LA A fg Pt 2 I & 41 GDM [ & A=
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A, TS HBV R GWIRES L K. EHFEENE,
B IR A AR RS R 2R A 22, A AR EL R HORTRE PR
KR, HTFREAREAT RS, &
Jat I N % R FIR R % .

{E#5 2 GDM 2l r, HIE =2, KIS 3%

3 3 %4l GDM Zi Ul iR 45 JR it L g
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