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[Abstract] Objective

Analysis on rare serological markers of hepatitis B in 155 cases

To analyze the rare modes of serological markers of hepatitis B and to explore their pos-
sible causes. Methods HBYV markers in the serum samples from the patients were conducted by enzyme linked im-
munosorbent assay (ELISA) ,and then comprehensively analyzed referring to the results of polymerase chain reaction
(PCR HBV DNA ) test. Results

sAg and anti-HBs simultaneously positive HBV infection. anti-HBc negative HBV infection and HBsAg negative

155 cases of rare HBV-M modes were found, mainly including three groups: HB-

HBYV infection. Conclusion The different immune response of human body. the limitations of ELISA detection meth-

od itself and the virus mutation may all lead to the rare models of HBV-M detection results. It is recommended to use

a more sensitive chemiluminescence assay for quantification.
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SRR RETENT 2 (C B B M Y R AL 46 R R 44 2 Vi
T2 R 5 T 18 v b TAE 16 45 4% 0. 2 B R
4 B 0 S TLA: ) A, 2 3 B A A IR T R R 2
— o LI TE 25 4R A 4 CHBV-MD & I 72 34 W7 HBV J8 32 455
TR ALY DL R R 2 Wi IR Y o B ad B e R — A AR
AR HBV-M 1% 1 18 HL A7 SRR 19 i PR SRR B S 2
JRZ5 LA K 2 5 1 19 )32 B0 I R B % B ok i £ 1
HBV-M #5008 o & 2% 48 B 3 B R 5 A 7 O
R 2 2, A SOk TAE i B Y — 26 /0 I HBV-M X 1748
T 438 I B A D AR 2 1 B LA B Sk 2 D AR 2K AT 48
& FR R B S R ARGE T
1 #MRS5HFE
L1 R FRACH 2010 4F 1 H & 2010 4R 7 H ke TAB]
LR BE B I B3 » & I3 24 K I 20 DL =X 155 4,

1.2 Jik

1.2.1  HBV-M5 W8 4 K0 5 Ff i v 2 45 35 4 ok H
ELISA 343 A4 Rl &l 5 R R A Y H ARG RA .,
T Uk B A3 R A

1.2.2 HBV DNA &l SRAZOERE & PCR % XM & A
H L 3k 2 3 DR A g TR RO A PR D U B A R A

1.2.3 {¥%%  3&[H Stat Fax 4300 E k51X ; DA7600 5% 96 2 &
PCR B 343 #11% .
1.2.4 Z5HRFAR PL1.2.3.4.5 MR M = br &

HBsAg;

anti-HBs; anti-HBc;  enzymeq linked immu-

i 2 B4 0 75 25 T B (HBsAg) | Z B JIF 4 05 75 36 i 9t
K (Hi-HBs) . LB IF 4895 5 e P )5 (HBeAg) . Z B RIG Ff e
Btk (Bi-HBe) B Z B R 9% 5 ¢ Br ik (Bi-HBe) , IF LA FH 2 55
B 155 A iz 2 A 40 B 503 IV 2 b 2 0 4G T 25 21
HBsAg . ii-HBs B ¥, HBeAg FH 4, Hi-HBe B4, Hi-
HBc FHHE MZ AL AR T S <1357, A et
2 & ®

55 i/ WL HBV-M 25 AL i, 8 Fo 43 o 3 28 34T 43
Wig, 2 1 41 HBsAg 5 Hi-HBs [m] i B ) HBV J& e
T 4l:b-HBe B HBV B Yy; 1 41: HBsAg B 9 HBV
2.1 141 HBsAg 5#%i-HBs [anf B m HBV Y34 32
Bl 5 B AR 20,6060, L3 1,

%1 1[4 HBV-MEHIBE HBV DNA BT S X
HBV DNA[2(%) ]
AL n H 1) €90
[3RE3 B 44
12 3 1.9 3(100.0) 000.0)
125 5 3.2 5(100.0) 0¢0.0)
1235 14 9.0 4(28.6) 10(71. 4)
1245 10 6.5 8(80.0) 2(20.0)

2.2 14 #i-HBc [y HBV Y2y 77. 4%, L3 2,



+ 676 - BREFHSER2011E3AXSES 6 H

Lab Med Clin,March 2011, Vol. 8,No. 6

# 2 114 HBV-M kil R E HBV DNA BHFH LS R
HBV DNA[2#(%)]

A n e (06

[ BH 1
1 12 7.7 10(83. 3) 2(16.7)
13 86 55.5 17(19. 8) 69(80. 2)
14 22 14.2 18(81. 8) 4(18.2)

2.3 M4 HBsAg AR HBV Bye, thH L&D . 4
2.6% . W% 3,
#3 [l4A HBV-M Lkl R H HBV DNA HHME R
HBV DNA[2#(%)]

B A n L4 (%)

I 4 B
3 1 0.6 0C0) 1(100)
35 2 1.3 1(50) 1(50)
235 1 0.6 1(100) 0C0)
3 i ®

NRIEY HBV J5 . ML 25 45 W) 5 0 BT AR Il e &
Ge (e 4 s R G5 I 5% I . HT-HBe 14 2% 5{41-HBe Fl4-HBs [F]
WE ARt . (H B AR I 2 S B0 4R R 44 DA A R 22 5
B B2 I 2 AR L B D AR X TR I A 2 4 0
AL B B BRI TE IR B HPR S W E R, X
F L 155 #i) HBV-M > WU 2. B 0k 4 b7 B B % e
U

T 41: HBsAg 5¥i-HBs [F Bt fHM: 9 HBV B, gk
“127%1257912357412457, & 50 TR 20. 6 %0, 1 A I B
F#Ok# £ 1 1 B HBsAg 5 $1-HBs [8] B BH . X 7] 8 5
ELISA #6052 me R 22 4 22 5 7= A A B o i ) 4 A B 8 08
REHX . HHERES TR &7 50 SR IT w2l
Ko Hor 3 B 12780, 5 i 125785 HBYV DNA Kl ¥y
FAH#: (I F 1 000 copy/mL) , 4] “127 7] & & A [/ W & HBV
R Ry, B — v B R S S AR T R AR
M B JG BE SUR Y T B — R JE e R AR R - HBs A g P
B HBV, Bl v b [F] B H 38 HBsAg . Bi-HBs 347 1 J5)
T 20 - Adr B BT K BE P 5 R adw I HSHL IR DL K adw
U B E S IF Ad WAL R, <1257 W] B R HBV &
PRI Bi-HBs [ 7= A5 F WML 18] 8 2 s 5 B oA 8P 07 .
IR B 3E AT BR B B, e DNA #2 BI . 1512357 8 Af
fiE R HBV IM 1S53 m “ 12457 1+ 3 . H o HBV DNA #; U BH
HEFIE 71,4 % . U] HBeAg Y33k 5 HBV DNA & i fF7EH
Kotk X 5 VF £ SCHk IR IE A — 35 A 28. 6% 1235”7 DNA
Sk BA 1 L AT BE R P AR TT i B P DNA B5E 1 e REGEIER AR K
Az I A B T AR RIS . 10 4124578 A 8
B DNA K0 2k B M 30 7] 68 28 12457 [7) “ 1257 8% “ 2457257
48, 99 B A T 0 55 R R A 1] M 52 2 9 DNA I A R L
W] HBeAg i A AESE 40 E HBV KF i 58 ™ A
975 7 S I RAE G, I 7 45 4 HBV DNA By 25 52 98 47 I BR
F 1K o

Il 4H:Pi-HBe B HE R HBV &g, b4 e H“1”
“137 147, Hoh 137 3 A A SR 55. 5% . X AT RE S B R A

2] R RS i G N - HBe (907 ¥ 56 . 3B 4% 2T i
LI T H-HBe 4 B AR ifi H #9550 % ELISA Kl $i-HBc
BRI B, Xt 30 4 I e B Hi-HBe Tk s 20 A R
JE i A2 R R R AR B PR A S R R BT 1 AT RE L
T2 HBV B & B0 HBeAg F4i-HBe 3 5 7= A: o e i
AR M HBsAg v BE € 3k 21 ] fs i 5 1 0k A s 30 88 350 HB-
sAg BHME 88 = P HBV-DNA %8 & A fi 5 JF 41 i 42 £ 14
DNA i, 8 5 R & 1) HBV-DNA #5 K B8 & il 7= A4 8 10 9%
B AH A& 58 50 AT B SR B SR TR (il T S
H) . AT AT 77 4= HBsAg, {H R fEj= 4 HBeAg 1 HBcAg % %
4y 08k HBsAg #4740, 4t HBV #i C KR4 )5 . O ¥t
JR (HBcAg) 48 5, ABCH i 1 420 B R R R S8 A8 Re At 4
HBe 50 T 18 FAFE LM R L4 . 5t 2 HBcAg 5 5 M1
T 40 Hd . %F HBcAg B4 ik 5 40 A6 5 )™ . 12 ) B35 HB-
sAg BT A 10 4] DNA B 5 2 64 00 204 9 7 2
ERTE 10° copy/mL, B HA BT HBsAg FH M . 457 5 55 42 il
LY. 86 Bi“137#E=0 A 17 #i) HBV DNA &l B ¥ . 4
WA B8 R PO EEVR YT . DNA & & F BEAR T A 00 T BR 5 25
KAEAF R ERME . 22 f“147 A 4 5] DNA B, B
B e RS0k A KE MR W5 T B IR 58 4% kA 1 g L T R
FAG C A H A 5, 380 HBeAg & % 1ETE i HBeAg [9]4 19
M4l :HBsAg B9 HBV J& 3, A SC4it A i 3”7
“35742357, = AR A H A L L AR 4 — i HBV R 1fi 15 2% I
o AR A e R BT RE BT PR 2 ELISA & I J5 35k 2 JRy B P A 3 50 46
T R B AR S 45 748 S 2 A HBsAg R B M. 1] 40 34 43 2B
H HBsAg YR 3 i 7= A= 8 57 4 “ HOOK” 200 » B R T 2 1R
BRI 5 VR R 3 AT B Ak - o BT 11 300, 3 o Y P [RD A7 A HB-
sAg MPI-HBs, 25 e B IE 47 438 238 e 2 A9, 5 80
B HBsAg 1 & 50U B2 B I, HBsAg fHT-HBs #8545 GE B K2
L R S0 = AN REHEAT 2 AR 5 5 BRI BT LU HEBR A
WA FTRE . BEAE SCHR R E L T 30 HBsAg R B M 1 IR [ 3R
AT HBV SR 4B AG & A ¢ S XA 2848 7] 3 HB-
sAg ZERR ¥ AR T AR, X X AR M6l X & A M5
S RS HBV 3R F /A (R R A R B, &
B A SRR T R B R OR BB AG H TR BT 4 B
(HCV) 5 T RIF 4% 3 (HDV) & Y x HBV & il F1 ()
HBsAg W335 W% 45 B LA BN J7 125 i F $U i %t HBV R
v 5 R TR0 465 000 480 1 A9 S [ v 9 30 HBsAg BA BT . 1 4l
“2357 4820 DNA 2 BV, o 4 Sk W5 F — 7 4 L 25 B4 5 il
HA N ZF R =7 B X — 2 WA= 9 I3 5 Rl B8 &R
A L AR G TE S 2T S s BR R 11 (HBIG) e 2 BT 38 v A2 21 v Fo
HBsAg #% # WORL/E A . 7 38 #% . HBIG £ 4k 4 7] 5 HBV
S WS AMAR R G B R R S e L PRV BR HBV. it HB-
sAg SN . TR0 R A g U W B A A T
SRR DI A T T B S  XBIRYT .
1 PA b4 BT AT s HBV-MHE 3145 2k 52 2 1 T 18 AR
% ELISA ol B — @ R Bt Hg R £ R 2 WA 5
A BA A el fis BH o T B DR B R R R e e A WA
RGN R AR R R, R L e B M.
(B I PR AT g P .
CR#E5 678 T



« 678 MIE¥ 51K 2011463 A% 8%% 64 Lab Med Clin,March 2011, Vol. 8,No. 6
*1 HAEREE UNAG.UmALB.UNAG/Cr,UmALB/Cr llFE4 R
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