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Investigation of the relationship between serological markers of hepatitis B virus infection and HBV-DNA
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Abstract ; Objective
Methods Enhanced chemiluminescence enzyme immunoassay(ECLIA) and real-time fluorescent quantitative polymerase chain re-
action(FQ-PCR) were employed to detect HBV-M and HBV-DNA in 262 serum samples, respectively. HBV surface antigen( HB-
sAg) ,anti-HBV surface antibody(HBsAb) , HBV e antigen(HBeAg) ,anti-HBV e antibody(HBeAb) ,anti-HBV core antibody (HB-
cAb) were included in HBV-M. Results Compared the positive rates of HBV-DNA, HBsAg, HBeAb in HBeAg-negative patients
with those in HBeAg-positive patients, the differences were statistically significant(P<C0. 01). 29(36. 7%) patients with HBV-

To investigate the relationship between serum hepatitis B virus markers (HBV-M) and HBV-DNA.

DNA logarithm value not less than 5 were found in HBeAg-negative patients. Differences of HBeAg, HBeAb positive rates among
patients with different ages were statistically significant(P<C0. 01). 25 patients with HBsAg less than 250 IU/mL were found in
HBV-DNA-positive patients,12(48. 0%) of which showed HBV-DNA logarithm value not less than 5. HBV-DNA logarithm value
of HBV-DNA-positive patients was positively correlated to HBeAg and HBeAb(r=0. 542,0. 607, P< 0. 01). Conclusion
bined detection of HBV-M and HBV-DNA contributes to estimating the HBV infection.
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o Ak 22 Kk 6B 2% 40 B (enhanced chemiluminescence
enzyme immunoassay , ECLIA) 3 AR ¥ w5 SO v 09 1k 2% & 6 3%
AR R R 5 M 0 e g SN 5 G R L B IR R R R
R PR BB B R A 0 O R M A S O T B A R v R
A IV AR A5 K S5O0 i R G B8 BE SN (real-
time fluorescent quantitative polymerase chain reaction, FQ-
PCR)H AR FL A i 50 0 R 55 M 8 o e St A 0 1f v 2 7Y
JH 48 955 B Chepatitis B virus, HBV)-DNAPY | J5 #4F b ) K 9%
BE S I BRFE BE R A B A% Gk i R SRR L S R
PERE YIS, B ETK T My HBV 48 &% (HBV marker,
HBV-M) 5 HBV-DNA 3¢ Z 09 8 58 /0, 28 5 X 262 45 1T s
By 8 ME HBV-M Fl HBV-DNA /K #1475 1 & i
IR Z & By AL S 2R, O I PR e HBV 1 JR e 175 B0 M2 97 &%
WD 5 R 5
1 #EBEFE
1.1 %Rl ¥R 2012 4F 9~12 A F b4 v B B i
Fhatiz e 262 61, Horp, B 156 #1, 4 106 61l 4R il 17~80
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2P AL B BERIL R G RR B EE O BIFR L
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L2 gl RELARBHFERFERIKIML. KA
ECLIA £ AR BEAT HBV-M K, 4 00 4 %% g 5ii 1 % [K (Roche)
22 H] Roche Modular E170 4x [ 5l /1, £k 24 & 0t 5 98 53 Bt AL 46
DR L bR W B4l 34 O A48 i B BC & 5 2R ] FQ-PCR #
AR 4T HBV-DNA K500, 4 04X 2% 9 3% B Applied Biosystems
AFE VIA™ 7 Sz 99k B PCR R ik b i & &
B B UK A R w4 AL, BT i b R BSE AR R
ARAFRAE HBAES™hs 3% ™ Ul B BT

1.3 ¥WrdrdE DL HBV Z 1 $i J& (HBV surface antigen,
HBsAg)=0. 064 TU/mL Jy B 5 LLHT HBV 2 i $T 4 (anti-
HBV surface antibody, HBsAb)>=10 TU/L & A ; HBV e #i
Ji(HBV e antigen, HBeAg) .$i HBV e $i{A (anti-HBV e anti-
body, HBeAb) . ¥t HBV #% 0> $T {& (anti-HBV core antibody,
HBcAb) 6 I 25 AR 48 45 4% 7™ 28 0O6 M5 5 5 I R E G S 1E
(cut off index, COI) Y b {H 3k 1 & & fk #2 )&, H 7, HBeAg
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COI=1 A, HBeAb J2 HBcAb iy COIZ1 KA ; L HBV
DNAZ>1.0X10° # b1 /mL N FHM: .
1.4 Ziit=2:43¥  HBV-DNA LISt % 7% » £ Microsoft
Excel ¥, SR SPSS17. 0 57 402440 . T R
 ZEs Fom AL P ECR ¢ KB F ¢ K 50 s B0 R Rk
TN R LR ¢ BB, A DG 43 BT R FH Spearman Bk A 5%
RBHRL L «=0.05 WK HKE. LU P<C0. 05 22 57 4 it
2 % ES

262 kR4« HBV-M, HBV-DNA ¥l 45 5 032 1, #&

HBV-DNA [g 4 152 i, H . HBeAg B 73 fi] (48. 0%,
HBeAg Bl P 79 ] (52. 0%). HBeAg B 1% & # 19 HBV-
DNA.HBsAg.HBeAb 2% 5 HBeAg FHM: 8 # LL#, 22 57
WA gt 2F 5 X (P<<0.01), HBeAg Bk 3% HBV-DNA %f
BAEALT 5 WA 29 6(36.7%) . AFIAE#H B # HBV-DNA
XFEU{E  HBsAg B S0 22 5 TG 11 2% 3 L (P>>0. 05) 5 {H H:
HBeAg,.HBeAb [HM: R 22 BA GiT2E L (P<<0. 0D, 4 i}
K, HBeAg PP % A%, 1 HBeAb B4k % 85, WL 3% 2,
HBV-DNA [HEdrA 4 25 ) HBsAg /NTF 250 IU/mL, H e
12 1] (48. 0% ) HBV-DNA X} 58 A% F 5.

x1 HBV-M,HBV-DNA g4 il 45 &

HBV-M #; I

HBV-DNA £l

n

FAHELR (26 ] X H
B2 1: HBsAg(+) .HBeAg(+) . HBcAb(+) 71 65(91.6) 6.441.3
#i 2 HBsAg(+) \HBeAb(+) ,HBcAb(+) 152 71(46.7) 4.6%1. 22
B 3. HBsAb(+) \HBeAb(+) . HBcAb(+) 12 4(33.3) 5.0%2.1
B 4. HBsAg(+) HBeAg(+) HBeAb(+) HBcAb(+) 11 8(72.7) 4.8%+1.5%
Kzt 5. HBsAg(+) . HBcAb(+) 6 1(16.7) 7.3
B 6. HBsAb(+)  HBeAb(+) 4 1(25.0) 3.4
#2 7. HBeAb(+) \HBcAb(+) 3 1(33.3) 8.6
Kzt 8. HBsAg(+) \HBsAb(+) .HBeAb(+) #5t 1. HBcAb(+) 2 1(50.0) 4.5
#3509 HBeAb(+) 1 0€00. 0) 0.0

A P<C0.01, 585 1 s © : P<<0. 05, 5 2 th#k.
x2 AE &£k &#H HBV-DNA X #E & HBsAg,HBeAg,HBeAb FRIERILE B[ 2(5) ]
HBV DNA %} ${i
) n HBsAg HBeAg HBeAb
3~<4 4~<5 5~<6 6~<7 =7

<30 32 6(18.8) 3(9.4) 5(15. 6) 7(21.9) 11(34. 4) 30(93. 8) 25(78.1) 10(31.3)
30~<C40 49 15(30.6) 6(12.2) 7(14.3)  15(30.6) 6(12.2) 48(98.0) 27(55. 1) 25(51.0)
40~<50 39 11(28.2) 9(23. 1) 6(15.4) 5(12.8) 8(20.5) 38(97.4) 13(33.3) 25(64. 1)
50~<260 23 1A17. D 5(21.7) 10(43.5) 417, 4) 0€0.0) 22(95.7) 7(30. 4) 17(73.9)
=60 9 0€0. 0) 3(33.3) 2(22.2) 2(22.2) 2(22.2) 8(88.9) 1. 1D 8(88.9)

152 ) HBV-DNA FH 4 B # 9 HBV-DNA %t 3% (5 5
HBeAg.HBeAb &£ & 3 IE A 3¢ (r 43514 0. 542,0. 607, P<T
0.01),5 HBsAg 5 4 5¢ (r=0. 207, P=0. 01), 5§ HBsAb,
HBcAb JH 26 (P>>0. 05), HBeAg [ B % HBV-DNA
XHHUE 5 HBsAg, HBeAg, HBeAb 5t & 3 1 # 56 (» 43 51 Ay
0.425.0.752,0. 701, P<C0. 01) ; HBeAg [ 4 B2 % HBV-DNA
XEE S HBV-M JoAf 6% (P>0.05),

3 i e

HBsAg HBsAb [F] i B 19 J5L B T 66 Sk = (1) HL 5B 44 19
BT 5 (2) AN [R) 0 78 i % SRR % 5 (3) AN [) I B[R] ) 2 4 5 (4)
HBV-2 e (5) S LRI 2485 (6) i # 4b F IRk Ye 4k &2 4, |
HBsAb H B (7)) 46 M R4 =T . HBeAg. HBe-
Ab [R] BF BH 1 9 )55 KA BE K - (1) HBeAg 5 Pe% l HBeAb; (2)
HBeAb 2248 7 A4 (BAE) o th T HBeAb 7= A4 3 ), i — 3 [ i}
TAESE BN E & W4 & AR EM B (DILMA RS, Wi,
M s REET e R G PUE-BUK R B B B 5 AR AT
EREEE Y., AW B %, HBsAg, HBeAg 3 2k i HBsAb,

HBeAb 30115 B AR 32 2 AV 8 Wk &2, 7T e #5847 75
HBV & il 7158 48 . ik 5 20 4% 5 1ML 35 Am 25 986000 G 12 v 9 20
995 1 52 1 7K Bt g M RN IR UK T HBV-DNA 22 &4

AH 34> H7 i 7% » HBV-DNA X %( {6 5 HBsAg. HBeAg,
HBeAb 3K 8 — & 72 B 9 40 % M, HBeAg FH I 8 35 68 W
BoXS5EN MR RE - X — 2 F S T HBeAg
= HBV B #il )8 n 2 —. SR ,152 f] HBV-DNA FH Pk
FrAH A 79 i) HBeAg BHE . Hi s 29 ] (36. 7%) HBV-DNA
MEMEAET 5. BLit, B4R 7% HBeAg JyBHH: . {H HBV 4]
KEFFE Ul HBeAg FHM: 5 15 A 8 58 4 1 S 1) I 14 P9 9 B¢
AL AR e b RN R A T B O # A T MR T . HBV-
DNA 5 HBsAg et /N HFE Nl B fE T (DS X X
FNRARFEHREEN T HBsAg ik BA&ENS 5 (2) H & &K
Yo PR T BURF 46 A K A AW H T HBsAg A T 5 (3)
HBV ik /K *F & il . HBsAg 2> & 43 W6 10 {5 T % U T B, 5
HBsAbK 243 3 i HBsAg A  52 B3 1 ; (4) HBV % R B 1y 5%
M (50 B BR AR X HBsAg R 9 52 it . gk Ah 35 40 2R
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H HBsAg KK, i HBV-DNA H1 4k F &5 /K F-, 427~ HB-
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