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Abstract: Objective  To analyze the relationship among serum hepatitis B virus (HBV) envelope large protein (HBV-LP),
HBV-DNA and HBV marker(HBV-M) for investigating the clinical significance of HBV-LP to reflect the HBV in vivo replication
in the patients with HBV infection. Methods Total 540 cases of chronic HBV infection treated in the LLonggang District Hospital of
Traditional Chinese Medicine from April 2013 to September 2015 were selected. The real-time fluorescence quantitative PCR meth-
od was used to detect serum HBV-DNA, HBV-LP and HBV-M were detected by the enzyme linked immunosorbent assay(ELISA).
The correlation among HBV-LP,HBV-M and HBV-DNA were analyzed. Results The positive rate of HBV-LP in HBeAg-positive
patients was 96. 39% ,and which of HBV-DNA was 93. 33% , there was no statistically significant difference between them (P>
0.05) 3 The serum HBV-LP level
LP in HBeAg-negative patients was 63. 33% ,and which of HBV-DNA was 51. 11% , the difference between them was statistically

was positively related with the logarithmic value of HBV-DNA copies; the positive rate of HBV-

significant(P<C0. 05). Conclusion HBV-LP can effectively reflect the HBV in vivo replication in the patients with chronic hepatitis

B and its sensitivity is higher than that of HBeAg, HBV-LP can even more reflect the HBV in vivo replication status in patients
with HBeAg-negative chronic hepatitis B.
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L BRI 540 18 M L B R B S B HBV-LP 5 HBV & il
A VEDEAT 2347 B 25 SRR F .
1 #RE5HE
L1 — %R EH2013 44 H % 2015 9 HHEIIT e <
X v B BE IR 1S T 2 BT 6 AR 540 L o 55 340 i) &
200 il AR WS 20~70 % 1 (43. 844, 2) % Rk B F A
2005 4F i Ae B 2% 25 I 2 3 43 5 R L i % 43 S R G T E 1 R
F HBV RS MI2 R RS . HEBR 2 BT 4% LA AN B At 25 A
JFE 4 (B %0 I RE Ak W R B bl 20 M e s 5
1.2 Fik BESBERET RBULBARA 438 03 )5 7R 7
F—80 Crk#i R A7 & F . R A SCH 9856 % & PCR &l 8 %
By I3 HBV-DNA, %565 & PCR AU A % 1%, 50 & W 3 #
M WRHE A IR AL <<5X10% copy/mL 2y HBV-DNA B 14 ;
it 16K A 0% W% IR 36 (ELISA) I iE HBV-LP K 2 BT 4 55 8 45
AP (HBV-M) [ 2 B i 48 2 1 40 )i (HBsAg) . Z B i 48 % 1
ik (F1-HBS) . HBeAg., Z T T 4 e HL 1K (FL-HBe) il £ AL I
RAZOHARF-HBo 1. 4 A 3 AR 3 54 N % B A T
BARAR & AR A ZEEARARAR . A4
o A A 0 5 32k 25 44 MR U W 45 T A AT R
1.3 Siit2ab B SR SPSS17. 0 48 31 844 ik 47 4b B K 43
BT o THECE R LB B R RBOR 5" A5 1 i B kL LA
T R LEBCR AT ¢ K06, 18]I 4387 SR FH 4R A G 81 E 4347
DL P<C0.05 HEFHFHI ¥ L,
2 & S
2.1 HBeAg Il 1 #1 HBeAg FH % & % HBV-LP f1 HBV-
DNA PHPE S Z M 3R 540 B8 P £ B & B % 4 HBeAg
B 8 3% 180 fi] (33. 33%) Ml HBeAg [H ¥ & ¥ 360 fi
(66.67%) ;7 HBeAg FAPE R % 7, HBV-LP 5 HBV-DNA [f)
BRIk 245 51y 96, 39% 1 93. 33% , 2% S LG i+ 2% & L (P>
0.05);7E HBeAg BiPE 8% b, HBV-LP 5 HBV-DNA 1y [ 1
RAYHI N 63.33%.51. 11%, ZF A G %8 X (P<C0.05),
WL 1. 540 48k 2 BT 48 8 38 17 B A [ /9 HBV tr 9
#izd , HBV-DNA $l HBV-LP 7 HBeAg [ % 1 HBeAg [
PE R %R 8 HBsAg (+) HBeAg (+) $i-HBe (+),
HBsAg(+) #i-HBe (+) $i-HBc (+) L J HBsAg(+) #i-
HBc(+)ix 3 fizt f , HBV-DNA f1 HBV-LP 7 HBeAg [f]
PEBE PR L R EAR. Wk 2,

x1 HBeAg(—)#1 HBeAg(+)8%& HBV-LP #n

HBV-DNA P ZE Z BRI LB [n(%)]

2

X
5.49

HBeAg
3 1
PR

HBV-LP(+) HBV-DNA(+) P

n

180 114(63.33) 92(51. 1) <0. 05

360 347(96. 39) 336(93. 33) —0.20 >0.05

=2 AE HBV-M #z T HBV-LP #1 HBV-DNA

PRI B[ (0) ]

HBV-M n  HBV-DNA HBV-LP

HBsAg(+)HBeAg(+)$i-HBc(+) 360 336(93.33) 347(96.39)

HBsAg(+) $i-HBe(+)#$i-HBc(+) 56 32(57.14) 36(64.29)

HBsAg(+) $i-HBc(+) 87 45(51.72)  63(72.41)

gk 2 A E HBV-M #3 T HBV-LP #1 HBV-DNA
PR LB [n(%0)]
HBV-M n HBV-DNA HBV-LP
HBsAg(+)¥#i-HBe(+) 33 14(42.42) 14(42.42)
HBsAg(+) $i-HBs (+) Hi-HBe (+)
1 0¢0.00) 0¢0.00)

Hi-HBe(+)
Pr-HBe( ) Hi-HBe(+) 2 1(50.00) 1(50.00)
HBsAg(+H)Hi-HBe(+)Hi-HBe(+) 1 0(0.00) 0(0.00)

2.2 Iy HBV-LP 5 HBV-DNA (¢ & 7 428 ff| HBV-
DNA B i i 35 45 4< # » HBV-LP OD {i 5 HBV-DNA #% Il
B B0 5 R AP IE A 26 (Il I 5 A2 R Y =0. 258X — 0. 845,
B4 &% r=0. 984, P<C0. 01), ji % HBV-DNA % Il ¥ 1ty 4%
S HBV-LP OD {E 2 FF- s, W3k 3.

*x3 miEF HBV-LP 5 HBV-DNA Bk & (z L)
HBV-DNA % Il % n HBV-DNA %} £ {8 HBV-LP OD {4
102 32 2.431+0.124 0.238+0.067
10° 44 3.35640. 242 0.42040. 083
10t 61 4.674+0. 315 0.548+0.096
10° 75 5.487+0. 338 0.716+0.124
106 146 6.438=+0. 386 0.957=+0. 149
107 46 7.548+0.416 1.23540. 186
108 24 8.434+0. 442 1.38440. 258
3 it T

18k 2, T AT 46 2 3R [ % I 018 PR el 2 — L AT IR 2F %
AL B K A AR SE T HBV FH SRR 0 B H £k 35 U7,
HBV /5 g W 5 NS00 A v BT o R, 8 7 — i o, 2
SORE v LT R M HBY Ky vk B I R S
H IS I PR B S g o 2 T AT 4% BB % R 9 HBV &2 4% 0 /9 48
BB #5 HBV-DNA Fl HBeAg B F#™, i % % & o
PCR #;ill HBV-DNA fHJ& 1 F 1% 7 ik A S0 30 & 10 A B i &
K AR 2 55 )2 B 7 s oIk T R i 3 b 2 B . B 5%
F WG P Z R & B % 19 HBeAg % B3 AR 18 £ HBV & Hi 1
ik, F 5 B HPV i C 3k BCP K AL R )5 & % 3
HBeAg & B 5, &3 HBeAg BA# (R 5% 5 & i 5K 52 5 Wi 1)
oL, X B HBeAg HPEFFARER /R HBV Sl 4 1k, K it
FEB e S TR HBV & (% 55 1 7 2% 38 b5 2 B A
Wi R B 55 B Ak 2 — 20T

HBV-LP j& HBV [ 5 fF 40 g B 45 52 2 ik 45 A i) 2 2
F RS2 — . HBV-LP £ % iy HBsAg.fi S1 % [ (pre-S1)
FIRT S2 A (pre-S2) 41w, HF5 % ¥, HBV-LP 5 HBV
B 42 PR JE % DDA 26, 7 Sk g L 301, HBV-LP G i 5 40 i 32 14
ZE AT A S0 R afE A0 P 7R Y e ), HBV-LP 78 £ 3 A
(HBsAg) i & 1 ¢ HBsAg Hi S2 2 D) M FE T 4148 9 45
W SR AR . ATAR K B B A X HBV SR 5
TE 2 RAT 5 % 995 I e 5 955 15 52 0 45 5 T Y TR A F 5, HBV-
LP B 3% B BF 5T 50% . HBV-LP KA WE R Fh 45 # ,
SV B A C 3 C-RAF/ERK2 {55 9% 106l K i B%
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BT AT 2 o 400 B PR RO U B F i ks . ik R
& HBV-LP A fF40 1 8 vk B Xt HBV i 52 %1 B4 =0
WEVEFS . B CEE AT IT 45 R R, HBV g (8 35 1Y il
15 HBV-LP 0] DUA R0 S 58 25 7R P9 0% 98 5 &2 3611 00 ook
-5 HBV-DNA (145 01 %W & A1 56, af LLAE S B 9w 3 36 97 19
BB LN S 2 AR bR 2, JUH & X T HBeAg B4k HBV
YRR HBV-LP B T 209 I K12 Wi i 18 .

WG K B, 360 ] HBeAg FH M9 HBV B3t 8 5
HBV-LP 1 FHME# H % 5 HBV-DNA 1 FH 1 % 2% % B 4512
BE X (P>0.05), 1M {E 180 il HBeAg 1 HBV & i %
t  HBV-LP f#) FH P4 4 %R B & 5 F HBV-DNA [ FH %, X
Fii 22 ST REJ& 1 T HBV-LP Hl HBV-DNA 9K J7 & 7 ) e
. [F AR R A X F HBV-DNA, HBV-LP B fE Jx it HBeAg
B M 5 R 9 iy HBY Z HI AL, b Ah, i & BLAE 428 fil
HBV-DNA B % 1fiL 3 #7 4< 1 HBV-LP OD {§ 5 HBV-DNA
P2 DLHONBUE 2 R AT M IEAH G, B8 %5 HBV-DNA #8 DU 59 4%
i HBV-LP OD fE s & FF-# . 30 HBV-LP ff DLE R
HBV B4 2 W A7 KBS 5 % 18 bk, B 5 e 1 I IR 1
A E, SR CE MR R — K.

25 1Tk HBV SMBK 2 14 AR 0% 7T 250 B v & AT 46
BHE RPN HBV Z il 80, H R % & T HBeAg, X T HBeAg
F 1 1 1 P 2 R 4 5 TG 5 HBV-LP 5 AR 2 R AR 35 1 P s
M HIRE.
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