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[#E] By &t HBsAg M~ HAMNE M 4 % 18 (IL-18) /K F-7E HBV B N AL4% (BIT)
AL, FTk SRARGI IRAFSY , ARS8 Pk i 4 )L 2 e e A Be 43 e 1Y) 282 51 HBsAg
P = 0 R g 1L, 43 g 7 4 S FR A AT 3 A 79 2 AT, R FH ELIS A S 2 i A A= L
HME I 5 () FIGHE R , R H ST 2 £ PCR A HBV DNA 7K, 2R U IR
R A N 7 IL-18 KF. 558  HBsAg PP 104 4 HBV ‘B N 2 #& e (DB % HBV
BN BB R I (OBI) 3R\ BIT 4371 A 8.429%(24/285) .40.00% (114/285) i1 48.42%(138/285)
XTMFEHE’JIL 18 7K F i A T HBsAg P 77 11 2 (P=0.001) & N A A% #% (NBIT) 4 (P=
0.001) ,OBI 4 (P<<0.001) ; HBeAg B 2H TL-18 /K - i 1% T HBeAg [HAE4H (P=0.023) ; 7= 1
HBV DNA # & >10° ?%J”/ml,/\IL—187K¥E%%—?XTEEQE(P<O 01), K711+ HBV DNA
ARy R, HIL-18 7K g #4944 (P=0.024) , 24 HBV DNA #4275 10° ~ 10°4% Dl/ml, H: DBI
4 1L~ 187K¥E%TEE?NBITQE(P 0.022) , Jf- i #5 BIT F2J BN, HIL-18 /K522 T ka3
(P=0.016) ; R4ZFN ZHFRET 2 b S PBE S BIT F2EE AN, HIL-18 7 i I Bl /D a3 (p=
0.044) , REEFD 2T B A O BT S g BREE I 4, OB 4 IL-18 7K V-3 i 3 5 7 NBIT 41 (P<
0.05) ; Z F Z /i 45 R IR, 77 I HBeAg 5 B AR IL-18 /K F- I 2k 1 5¢ R A 4eit 2% B L (P=
0.01). £5i® IL-18 /& Th1/Th2 W45 - 5 = 2 R 5, Wil HBsAg FHYEZ2 14 Py IL-18 7K
S ORART AT HSE A L& A DBUF OBT A 7 15UA], 17 HLAT LA SEAE N T F-BE, LT T HBeAg
FHYEFITHBY DNA £t = 10°45 U /m1 3, 48 5 EHA M IR e 22 D fg , A7 R T4 BIT .
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[Abstract] Objective To investigate the expression of IL-18 in peripheral blood of HBsAg
positive parturients in intrauterine transmission of HBV. Methods A case-control study was conducted
in 282 HBsAg positive parturients and 43 health parturients (control group) in Northwest Women and
Children Hospital of Shaanxi Province. Enzyme-linked immunosorbent assay (ELISA) was used to
detect five serological makers of hepatitis B, real time PCR was used to detect HBV DNA, and flow
liquid chip method was used to detect IL—18 levels in peripheral blood of parturients and newborns.
Results The incidence of dominant HBV infection (DBI), occult HBV infection (OBI) and intrauterine
transmission of HBV were 8.42% (24/285), 40.00% (114/285) and 48.42% (138/285), respectively.
The level of IL-18 in peripheral blood of HBsAg-negative parturients were significantly lower than
those of HBsAg-positive parturients (P=0.001), non-HBV intrauterine transmission (NBIT) group
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(P=0.001) and OBI group (P<<0.001). The level of IL-18 in HBeAg negative group was significantly
lower than that in HBeAg positive group (P=0.023). When HBV DNA load was =10’ copies/ml, the
level of IL-18 was significantly higher than that in HBsAg-negative group (P<<0.01). With the
increase of HBV DNA load in maternal blood, the level of IL-18 increased (P=0.024). When HBV
DNA load was 10°~10° copies/ml, the level of IL-18 in DBI group was significantly lower than that in
NBIT group (P=0.022), and increased with the increase of HBV DNA load in maternal blood (P=
0.016). With the increased severity of intrauterine transmission of HBV, the level of IL-18 in
non-hepatitis B vaccine group decreased significantly (P=0.044). The level of IL-18 in non-hepatitis
B vaccine group and immunoglobulin injection group was significantly higher than that in NBIT group
(P<<0.05). Multivariate analysis showed that the linear relationship between maternal HBeAg status
and maternal IL-18 levels had statistical significance (P=0.01). Conclusions IL-18 is a higher
level balance regulator of Th1/Th2 immune network. Monitoring the level of IL-18 in HBsAg-positive
parturients can be used not only for predicting the probability of DBI and OBI, but also as an
intervention mean, especially for those who are HBeAg-positive and had HBV DNA load =
10° copies/ml, to improve maternal cellular immune function, which is conducive to interrupting
intrauterine transmission and providing a theoretical basis for the prevention and control of HBV

intrauterine transmission.
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BT, BEEMRER R 20 ng; & HBIGTEST : HEi{A7E—L
P B Fo 7 7E 2 148 HBIG JH T 1B HBV ‘B A &%
Yo — B T2 8, T4 28 .32 K 36 JE ILPA i )
HBIG 200 IU 854/ 17 (200 TU/R) fdiH 3 ~ 57k
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PER S 139(48.77) 21(48.84) 0.001 0.994
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0.001) \OBI4{ (P=0.000) , 2 F A G il25E ;7
HBsAg FHH =M I H SR DBIZH IL-18 7K F-AfIK,
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3. KNIR HBV YL R AE T 7= 43 21 ] ifin TL-18 1R
. HBsAg BHM: 7= 40 HBV JE YL FFAIE £ 55 HBeAg Al
HBV DNA # &, HBeAg: HBeAg FAMELH 4h & 1fiL (Y
IL-18 /K3 i Z K T HBeAg FH:4H (P=0.023) ,DBI
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HBsAg BAPE 43 51.514+46.58 - - - - - -

HBsAgfHPE 282 93.90+95.83 -4.65 0.001 - - - -

NBIT 144 86.01+80.10 -3.54 0.001 - - - -

OBI 114 108.60+115.04 -4.42 0.000 -1.86 0.065 - -
DBI 24 71.38+72.76 -1.36 0.178 0.84 0.403 1.52 0.131
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21 HBeAg [ 4 A1 JE 1 () IL-18 7Kt i 3 1%
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10°4 Dl /ml J& , HIL-18 /K- 2 1 2 %5 T HBsAg F
P4 (P<0.01) , bl %5 B 1L+ HBV DNA £
T FLIL-18 /K R S A (P=0.024) ,
H NBIT 20 1 fifi HBV DNA 7% & 19 75 52 38 75 # 34
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ZH IL-18 7K -3 i 2 75 T NBIT 41 (P<<0.05) (3% 4)
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10° 4% Ul /ml, L IL-18 7K V- 34 i 2 g T % B, Il
AL A HBV DNA #8138 &, HIL-18 K2
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NBIT 3 41 [t #¢, UL &% DBI.OBI \NBIT 7E/8[f] HBV DNA #5534 WA —: o275 X, RS S8
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H4F HBIG
& 99.13485.82 127.11+125.15 80.47+71.09 103.04+101.41
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S50 [R] Bk 0 ] Th2 48 B 5 1 5% e Th1/Th2 26 ft~F
fiy , 3 HBV #5722 3 SNE 1 1IL-18 K2 5
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HBeAg #5445 2 it LI 38 i Th1/Th2 4 i W 2%
i o E G JLHLAR X HBV i 57, # 45 S 3 HBV &
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AR A HBV & 41, HIJGHA 0 240 i B
VER, 32 IL-18 M BB & — PP 7E IR Y7 124 T
2y R, B R KO IL-18 5 R F A2 1T B
PR PN HBV, H Z HEM AT D40 28 BHLIBE 3G 97 HBV B
PRI H () 20 i DR 7 A S ORI R 3,
Ik BIT bR A B E o

it 2 R & IR N TL-18 /K- 5 H:
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HBV YRS UIAOC, e HBeAg 55 IL-18 f£7E
H—EMNNFERR . R BIT 592 EAT 5 208
IR P B Ty i R R IR O 5 TR B, BE A
ZAIL-18 /KF- 538 4= JLBIT &5 Jsyth # WA 56 . B
FEXF BIT HAEFX B A L& HBsAg FHYE , 208 T
FERCH R OBL A, AN 98 41 X IL-18 I 58 B IR
W T BIT & XuWs, — H & & BIT, il ] g2~
A= G 37, S BUR L EGH A ) LA BE B Aa 2 b i
BRI R, BT S B A )L BIT Y & A=, AN
e A BRI AT

2% bR, IL—18 & Th1/Th2 [ 4% -4 55 25 )2 7k
(IR, Wil HBsAg BHPEZ2 A P TL-18 K, A
AT DA HGH A L & A= DBI A OBI #E47 #i) , it B
Al LA A T T B, JU G T HBeAg PHAM: I
HBV DNA #f = 10°# Ul/ml & , 2= BRI A1 0
REDIRE A A T4 BIT,
Rz IS R AEA 25 o

2 % X o
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