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35 HBeAg.HBsAg #5948 £ M. 858 HBV DNA 5 HBeAg 22 Z EAM % (r=0. 46, P<C0. 05), & 41 9]
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Analysis of correlation between serum HBV DNA,HBeAg and HBsAg in patients infected with Hepatitis B virus
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Abstract:Objective To analyze the correlation between serum hepatitis B virus nucleic acid(HBV DNA)
and hepatitis B virus e antigen( HBeAg) , hepatitis B virus surface antigen(HBsAg) in patients infected with
hepatitis B virus. Methods A total of 98 patients infected with hepatitis B virus were selected in Chengdu
Western Hospital. The serum HBV DNA was detected by fluorescence quantitative PCR technique, the sero-
logical markers were detected by CMIA method,and the correlation between HBV DNA and HBeAg, HBsAg
were analyzed. Results There were significant differences found in HBeAg among different HBV DNA levels
(P<C0. 05),and the correlation between HBV DNA and HBeAg was statistically significant(r=0. 46, P <
0. 05). No significant difference of HBsAg found among different HBV DNA levels(P>>0. 05) , while the rela-
tionship between HBV DNA and HBsAg was statistically significant(r=0. 35, P<C0. 05). There were signifi-
cant differences of HBV DNA levels among the groups when glutamate transaminase( ALT) was higher than
40 U/L. Conclusion There is a close relationship between high concentration of HBeAg and HBV DNA. But
it can't explain the association between HBsAg and HBV DNA on account of the small linear range of HBsAg
detection. Furthermore, when the serum HBV DNA level is high,and the ALT level is high in patients infected
with hepatitis B virus, which suggests that the liver injury may be serious.
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KRB MIH BN 98956 8% 1R (HBV DNA) ZKF- i 45
AR oA L A BT IR R 248 5. b,
ARG LB 3 A U )1 A8 R T P DX B 98 1] & Y
o B P A B 8 98Ot & PCR ¥E A H i iE
HBV DNA JKF- B A7k I, 38 15 4k 2% & OB iohs + fie
Y2 0 HL MG 2F bR Y E AT R L 40 A HBYV DNA 5
LT R 5 e PLIE (HBeAg) . 2 T T 48 96 B 32 I T
J (HBsAg) (Y AHCHE , mils IR 2Rt — 2 48 5 &
XCHREWMT

1 #EREAE

L1 — R B )i 45 SR T 7 X BE e 2015 4F 3
H & 2017 4 3 AR 1 98 i £ 7Y 9 5 PR I 8 3
YERWFTEXS G, Horp B 59 i, 2 39 i, 4E % 25~78
% PH(43.97£12.97) % . # B HBeAg KF- 70 A
HBeAg P41 (70 7)) . HBeAg FHM:2H (28 i) 5 #% IR
HBsAg 7KF4rf HBsAg BIPELL(3 #i)) . HBsAg FHE
2H (95 f]) .

1.2 Jry: (1) HBV DNA. 3 f 52 i 96 )% 5 1 PCR
AR BN HBV DNA #E47 480, K6 0 580 A
£ ABL AL R F W E 7500 8, A% K R BR N
40 U/mL;(2)HBeAg, HBsAg: il i b 2% & % 0k +

G i 1k 6 HL i 2F Ar 7 ) (HBeAg . HBsAg) #1745
I, 5 0E 42 A sh e M A (M A 95 [ Rl 85 8 | L LS
R 12000SR) M i £ 38 7 i 47 K I . FL o HBeAg =
F 1.0 S/CO.HBsAg & F 0.05 U/mL Jy BH 45 R,
1.3 Zuitsabs  FdlE sk A SPSS 21. 0 41t 4K
P HEAT AL PR 43 BT o T i TR G T iR T M(Pos, Prs)
N I LB AT Wilcoxon kIR 5 - 25 41 41 1) bb 458
17 Kruslal-Wallis #FUR 5 5 718098k DL 5 43 2%
FonHRBIHLECR A " K50, R A Spearman 43 #7
HBV DNA 5 HBeAg.HBsAg i % 2, £ % K fE N
a=0.05,Lk P<<0.05 NERESIT¥E L,

2 % S

2.1 HBV DNA &5 HBeAg XA %% HBeAg
PELCBHEE W 4P ) HBV DNA FHM R R, 2 54 5
2R (P =6.97,P<<0.01), L3 1; HBeAg [k
54 HBV DNA K- G 5k s, 22
BTG X (2=3. 74, P<<0.01) . M40 br 4k
R 7x, HBV DNA 5 HBeAg & I 3 1E A5 (r =
0.46,P<0. 01), AN [/ 7K *F ) HBV DNA & 4 [f]
HBeAg KV H# . Z R AR FE L (H=7.07,P<
0.01), Wz 2,

x1 HBV DNA 5 HBeAg X & LI
HBV DNA
215 n
B () BHH: () AR (%) P M(Py;,P75)(U/mL) P
HBeAg B 140 70 27 43 61.43 <<0. 05 4.39(2.49,4.72) <<0. 05
HBeAg FH 41 28 3 25 89. 29 6.89(5.42,8.02)

*2 AEAEH HBV DNA 5 HBeAg
BIXRILBEIM(Py;,Prs )]
HBV DNA(U/mL) n HBeAg(S/CO)
3.0 61 0.26(0.23,0.31)
3.0~5.0 8 0.33(0.30,0.39)
>5.0~7.0 17 23.06(0. 34,56.04)
> 7.0 12 160.12(156. 24,> 180.00)

2.2 HBV DNA 5 HBsAg iR R Fb#  HBsAg [

PEBHPEB 4P ) HBV DNA FHMER 4%, 2 5 L5
HefE (5P =1.07,P>>0.05) ; HBsAg [k 415
PEA TP ) HBYV DNA JKF G U B0 Ho A 22 5+ A ¢
T N (Z=3. 98, P<C0.05), W3 3, A EPESHT
5] R, HBV DNA 5 HBsAg 2 i % IF A X (r=
0.35,P<C0.05) , A alZKF- ) HBV DNA £-41 5] HB-
sAg K. 2R LG % E X (H=0. 68, P>
0.05), 3 4,

x3 HBV DNA 5 HBsAg X & LL &
HBV DNA
2151 n
BAPE (o) BE-HE G BH A % (%) P M(P35,P75)(U/ml) P
HBsAg FH: 41 3 1 2 66.67 >0.05 2.48(1.83,3.12) <0.05
HBsAg A4 95 24 71 74. 74 4.47(2.79.6.35)
x4 AEKFEH HBV DNA 5 HBsAg B ol AEAEH HBV DNA 5 HBsAg i

KR LBIM(Ps;,Prs) ]

KR LBIM(Pss,Prs) ]

HBV DNA(U/mL) n HBsAg(U/mL)

<1.6 29 >>240.00(22.75,>>240.00)
1.6~2.0 5 >240.00(47.69,>>240.00)
>2.0~4.0 25 =>240.00(173. 81,>>240.00)

HBV DNA(U/mL) n HBsAg(U/mL)

>4.0~6.0 17 >240.00(>240.00,>240. 00)
>6.0~8.0 15 >240.00(>240.00,>>240. 00)
>8.0 7 >240.00(>240.00,>240. 00)
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2.3 NEmRA ‘L% B (ALT) 5 HBV DNA,
HBeAg HBsAg (MMt M AFAKFE ALT K
gE R ok ALT K& F 40 U/L A, 4% 41 [a)

HBV DNA /K 2 58 Gih 2 L (P<<0.05),
ﬂ% 50

%5 ALT 5 HBV DNA.HBeAg.HBsAg B4 3 %[ M(Pss , Prs )]

ALT(U/L) n HBV DNA(U/mL) HBeAg(S/CO) HBsAg(U/mL)

<7 3 1.57(1.53.3.63) 0.29(0.27,0. 33) =>240.00(120.57,>240.00)

7~20 9 1.93(1.76,3.91) 0.30(0.29,0.49) =>240.00(149. 68,>240. 00)

=>20~40 52 2.34(1.77,4.28) 0.32(0.31,0.55) >240.00(156. 98,>240. 00)

>40~60 12 3.02(1.79,4.05) 0.33(0.32,1.96) =>240.00(168. 24,>240.00)

>60~80 8 3.96(1.82,4.25) 0.34(0.32,2.06) =>240.00(179. 03,>240.00)

=>80~100 10 4.45(1.92,6.09) 0.35(0.33,3.27) =240, 00(>240.00,>240.00)
=100 4 5.78(3.59,7.29) 2.19(0.36,183.96) >240.00(>240.00,>240.00)

3 3+ it EEYI A, HBV S HFAZ Tl 5|2 HBsAg HLJR

H Al 12 W5 W 2 R 15 PR 8 E 1w T T
BOAHE MG F R A R e R A RS R R A
528 AR HBV DNA K6 0 K g BEYE 2 07, 3
HR L LI AR A R AR Sk i LAR SR 12 W 2 B B
RIBH T R E AR TE bR A8 85 A5 AKX 2 B 48
o5 75 1) R B A B G g S I o AR

HBV DNA 5 HBeAg [H 34 /& HBV & Y4 &%
SRR B R bR . AT & B, HBeAg B 41
5 HME4 ) HBV DNA PR 5. 2 58 5t 2
B (P<C0.05); HBeAg 141 5 FH 4 i HBV
DNA KF I # . Z 5 A5t B X (P<<0.05) ., It
Ah s M AE S 7 45 SR R, HBV DNA 5 HBeAg 4
KPR 0,46, M RE ML K AT aE S 43 f
(43. 88%0) & fr 7€ HBV DNA [ 41 HBeAg BHE
k. Hk AT K/ HBV DNA % HBeAg i
700 45 R B . £ 4 18] HBeAg /KFILE. 257 A
GeitAE L (P<C0.05), 534278 . M /K P11 HBeAg
5 HBV DNA fEFES VIR R . [Al B R 58 45 S IR I
th HBeAg B MR35 IF AT £ AV 55 P T 48 58 5 1A
Wt HBV & ifil. Jf H. 2§ HBeAg i B & (>
180. 00 S/COYAf, H: 5 HBV DNA /KA B A &5
) — bk, WL 5 HBYV DNA BS54 B F
e B A2 AR P R AR R RBDIR AT

AH FE LW AR S AT, HBY DNA K 1 GE % fz i

AU YT RS A P R DT Hop, i v
HBsAg /£ HBV UL 3 245859 . HAE i & 5 12

Wi & T B R ITF R S B BOs PR AS A (E . i
1 HBsAg J2 HBV g 2 WORL 19 2 14T 5 JL7E ALK
HR A1 B A R R I LA S R e i
HKSE AT R T 1000 U/mL . FE5T0: 3 1A 97 1 6]
HBV DNA 5 HBsAg /K24 BRI, JC ik 5 2 AR 3
HBsAg /K -k PE Al HBV DNA [ /KF. AR5 %
B, 3 il HBsAg FATER# P17 1E 2 Bl HBV DNA
FHPEZR IS . oA HR AL e 5 HBV S B 48 57 77

7 A5 B R AR A o (45 1% B g 10 He 928 TR o 35 3 55
TS5z 4E, dhm gl HBsAg FH M 69 e B 2 /)
JF 5 95 15 e & A=, b i 5 HBYV DNA KA 46 1 )
B E A, BEEMS A HBV DNA 5 i 3% HBsAg
B AR i A7 il . ARWFSE & B, HBsAg B %
N5 FHMELL P HBY DNA PSR i, 2 % T4
FRE L (P>0.05); HBsAg 41 5 BH 4 41 o i
HBV DNA JK ¥ b4, 2 % A G it 2% B X (P<
0.05), MFKMHrei R 5x, HBV DNA 5 HBsAg
53 A OC, ORI K E B HBV DNA X HBsAg
ATy dl, &5 R R . 45 4l HBsAg /K F ik, 2 5%
TG 2 X (P>0.05), Z5RFEH, B HBV DNA
5 HBsAg 7€ — & i M 56 1 » {5 AAS [/ /K 3 HBV
DNA W & 45 410 HBsAg /K2 R LG 1T
B (P>0.05), {H F A B 58 HBsAg i il £k ¥ 5 [H
BN(<C240 U/mL), ¥ AR BB 356 B 5 HBV DNA
A L A e AP i — 2 BT

ALT AE i PR w24k T 2 68 19 & 46 b, FLoK
SR TR AT AR dE R R R KO
BE BTV R TR R B KRR BT AT
FF e ok L JFF R Ak 355 2 30 L0 LA BE L JIF R L o0 T B0
Rt WL 4 %5 g™ . ARWFSE L ALT N [6] 7K F X
HBV DNA /K17 43 2 25 5% R . ALT KF- & F
40 U/L B, 45 4118] HBV DNA /K Hig, 22 55 F Gi it
R (P<C0.05), Z5 K], M HBV DNA K-
BER, CRYR R R B E ALT KPR 3278 8
BB G AT BB

25 LTk mK O HBeAg 5 HBV DNA f£4£
wY) & R, M H HBsAg £ I £& 1 35 [ 45 /) (<2240
U/mL), i A& BEW LA H 5 HBV DNA 14 # &4k, 7]
I3 HBYV DNA JKF 3 5 o 2 V6 5 1 R BB 3
ALT KV3 0 4 m B I vl BB ™

2%k

(1] W 5KER. W T £ B0 25 P T 48 L3 27 b5 2 4 A6 D) 45
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