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Effect of Cytomegalovirus, Herpes Simplex Virus
and Parvovirus B19 on Fetal Malformation

XIA Li, JI Li-Xieo
Department of Pediatrics, Nanjing Maternity and Child Health Care Haospital , Nanjing 210004, China

Abgract : Objective To explore the reationship between cytomegalovirus (CMV) , herpes smplex virus (HSV)
and human parvovirus B19 (HPV-B19) and fetad maformation. Methods There were 16 infants with congenitd
maformation in the maformation group and 25 norma infantsin the control group. CMV , HSV and HPV-B19 infections
were diagnosed usng the polymerase chain reaction technique (PCR) in the main organs and placentas of the 2 groups.
Results The infection rate with CMV and HSV in the maformation group was 50.0 % and 37.5 % respectivey,
compared with the 8.0 % and 8. 0 % regectively in the control group. ( P <0.05). The HPV-B19 irfection rate didn’
t differ in the 2 groups. The brain, liver and lungs were the organs most commonly involved in CMV infection, whereas
in HSV infection the liver was most commonly involved, with HPV-B19 most commonly afecting the sleen.
Conclusions CMV and HSV infections are closdy related to congenitd maformation, but HPV-B19 infection is not
rdated to maformation.
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3 :HCMV HSV HPV-B19
HCMV 5 HCMV
62.5 %, 1
1 2.2 HSV
HSV
1.1 37.5%(6/16) ,8.0%(2/ 25) ,
1998 1 1999 X%=4.68, P <0.05
, 16 10 , < 6 HsVv 3
28 3 ,28 3y 8 37 40 5 , 50.0% HSsV 2
21-
1 HCMV
Table 1 Infection rates with CMV in different organs
(n=25) (n=16)
(%) (%)
1 25 ., 14 1 4.0 7 43.8
11 <28 6 ,28 37 11 37 40 2 8.0 5 31.3
7,40 42 1 ' 0 0 5 31.3
5 4 1 4.0 1 6.3%
3 7, 5
1 0 0 3 18.8
1.2 1 4.0 5 31.3
a *7 P <0.05
: - 20 :
: DNA 50 ml, 100 10 min, 2 H3V
4 24 h Table 2 Infection rates with HSV in different organs
1.3 PCR (n=25) (n=16)
PCR , , (%) (%)
, PCR , 0 0 3 18.8
PCR 2 8.0 4 25.0
( 1 4.0 3 18.8
, PCR Perkin B mer 0 0 3 188
PCR  PE5700)
1.4 2 8.0 1 6.3
X 2 2 8.0 3 18.8
2 2.3 HPV-B19
HPV-B19 :
2.1 HCMV 31.3 %(5/ 16) ,12.0 %(3/ 25) , X2=2.30,
5 1 1 P >0.05,
o , ,HPV-B19
50.0% 3
(8/16) 8.0%(2/25) , 2.4 3
2=9.33, P <0.01) HCMV 3 ,
43.8%(7/ 16) , HCMV (P>0.05), 4 ,
6.3 %(1/ 16) , P <0.05, HCMV  HPVB19 5 1
8

1 1 3
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Table 3 Infection rates with parvovirus B19
in different organs

(n=25) (n=16)

(%) (%)
1 4.0 2 12.5
2 8.0 1 6.3
0 0 2 12.5
0 0 1 6.3
3 12.0 4 25.0
1 4.0 3 18.8
4 3

Table 4 Comparion of the infection rates between
the three virusesin the two groups

(n=25) (n=16)
(%) (%)
HCMV 2 8.0 8 50.0
HSV 2 8.0 6 37.5
B19 3 12.0 5 31.3
3
HCMYV , ,HSV , HCMV
,HCMV
, , (2] :50.0 %
HCMV-DNA , 8.0%
, HSV
37.5%,8.0%,
HCMV HSV
HCMV
HCMV , HCMV

43.8%, 8 HCMV
87.5% HCMV
HCMV
Down' s (3] HCMV
(CID)
HCMV
10 HCMV-DNA
60 %, HCMV
HSV ,
TORCH
, 90 %
HSV , ,
4 5 [4]
(5] 94 , HSV
IgM IgG 42 .11,
26.1 %, HSV
HSV 25.0%, 18.8%
18.8 % ,
, 41 8 HSV -
DNA 5 , 62.5%,
HSV
HPV-B19 ,
DNA ,
6] HPV-B19
HPV-B19-DNA 4 ,
3 1] 3 11
, HPVB19 ,
HPVB19 HPV-B19
HPV-B19 31.3%
12.0% , HPV-B19
, B19
HCMV ,HSV HPV-B19
5 , , 3
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