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AE HBV B BAERSEFELEEN HBc KFEREIKRKEX

G Wk T T R B FER, X Em
(1.7 EMRFEEE AP AFRAKZAZFLA, ) M 510515:2. A F 421 ER&ERA, 7 M 510318)

[(HE] BN FARHRZAFLXRBRFHABVAERR A XL KRS EM AR E F b iF A KR F42 S 74 (Gi-HBo &
TFTEERNTARLKRERANS BreglE RN, FiE AN 201553 A %2016 46 At eh% i HBV &2 &% 160 6 .4 % 8
REREZIDH AR ZHn=43) . LRI KR F e 3R (HBeAg) Fa b2 M LA X (CHB) 4 (n=37) \dE FE 4 4 48 (n=39) &
HBeAg M CHB 28 (n=41), B i 24 N HBeAg M (n=44) Z W HAF AL & F (n=46), W& & F — K H L, nl b ik &R X
S # % @ 4. R (HBsAg) \HBeAg.4-HBc,HBV DNA #, % % HBV A B A, 54 4i-HBc 5 l6 R38R 0940 A AL A T A R £ %
ERANLWHME, FR FRABALKAEHR HBc b & E4&% . HBeAg fai CHB 22 (4. 2240. 68) log;, ITU/mL, HBeAg M
CHB %1 (3. 8940. 88) logy, 1U/mL . 3k 7 3h 4% 4 40 (3. 07 0. 68)logye TU/mL & %, %% &t % 28 (2. 880. 82) logy, 1U/mL, HBeAg fa
Ve B TR AT AR AL % 25 4-HBe 451 A (3. 04220, 82) . (3. 1540. 86)log,, 1U/mL., HBeAg Fatt CHB 214i-HBc 5 ALT(r=0. 353,
P=0.032) % AST(r=0.421,P=0.009) £ 44 % ; HBeAg M CHB 44 -HBc 5 HBV DNA(r=0. 343,P=0.028) \ALT(r=
0.458,P=0.003) & AST(r=0.495,P=0.001) 2 E48 %, #-HBc R % % ¥ % & & % K 5 & HBeAg Fatt CHB # AUC %4
0.903, X 3 4k 7% 3h # 4 K A & HBeAg M # CHB # AUC 4 0.833, it FREEMK HBV R E£ A K £ k& T hitd-HBe K F
HERLZF, BH-HBe T A T2 4 HBV 24 8 R LK A6 K A% 8,45 B W15 3% T HBsAg &K -F,
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Anti-HBc levels in patients with different natural history of chronic HBV infection and cirrhosis and its clinical significance”
Cao Hongting' .Yao Shangyan® ,Luo Haibo® ,Liu Yunzhou® ,Li Jianye® ,Wu Yingsong'®
(1. Institute of Antibody Engineering ,School o f Laboratory Medicine and Biotechnology s Southern
Medical University , Guangzhou,Guangdong 510515,China; 2. Department of Clinical Laboratory ,
421 Hospital of PLA ,Guangzhou,Guangdong 510318 ,China)

[Abstract] Objective To investigate the serum anti-HBc level in patients with different natural history of chronic hepatitis B
virus (HBV) infection and cirrhosis,and its clinical value for distinguishing the natural history statue. Methods A total of 160 pa-
tients with chronic HBV infection from March 2015 to June 2016 were enrolled,and they were divided into immune tolerance group
(n=43), HBeAg-positive chronic hepatitis B (CHB) group (n=37), inactive carrier group (n=39) and HBeAg-negative CHB
group (n=41). A total of 44 patients with HBeAg-positive cirrhosis and 46 patients with HBeAg-negative cirrhosis were enrolled
too. The general conditions data were collected,and HBsAg, HBeAg,anti-HBc, HBV DNA load and HBV genotype were detected.
The associations between anti-HBc level and clinical parameters were analyzed,and the diagnostic value of anti-HBc for distinguis-
hing different natural histories was analyzed. Results The anti-HBc levels in different natural history from high to low were as fol-
lowing: HBeAg-positive CHB group (4. 22=+0. 68)log,, IU/mL, HBeAg-negative CHB group (3. 89=+0. 88)log,, IU/mL, inactive
carrier group (3.07=20. 68)log;, IU/mL and immune tolerance group (2. 88 0. 82)log;, IU/mL. The anti-HBc levels in HBeAg-
positive and HBeAg-negative cirrhosis patients were (3.04740.82) and (3. 15£0. 86) log,, IU/mL, respectively. In HBeAg-posi-
tive CHB group, the anti-HBc¢ was positively associated with ALT (»=0. 353, P=0. 032) and AST (»=0.421,P=0.009). In
HBeAg-negative CHB group, the anti-HBc was positively associated with HBV DNA (=0. 343,P=0.028) ,ALT (r=0.458,P=
0.003) and AST (r=0.495,P=0. 001). The AUC of anti-HBc used to distinguish immune tolerance from HBeAg-positive CHB
was 0. 903,and the AUC used to distinguish inactive carrier from HBeAg-negative CHB was 0. 833. Conclusion Anti-HBc levels in
different natural history of chronic HBV infection are significantly different,and anti-HBc could be used to distinguish the natural
history statue of chronic HBV infection with a higher diagnostic value than HBsAg.

[Key words] hepatitis B virus;hepatitis B, chronic; hepatitis B surface antigens;antibody to hepatitis B core antigen;diagnosis

AT 499 75 (hepatitis B virus, HBV) & 4e ] 5 2018 14 2 WL K EEE HBV @Z%LJE%MHHHM JiF 3% vt B -4
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B CHBCHE Sh D4 A B B AR IE A F R SRS R B
AR A AT AR LA N B R & AL B W (ALT) VR T & & R A
B (AST) 55 L LT = b5 B W [ & B 4 9 w5 32 T B0 5
(HBsAg) \HBeAg. L RIIT 4 55 #: 4% .0 ik (Bi-HBe) 55 ] Ko
B 2E P bR (HBV DNA #2) FRAF . 15 B 20 B 2 35 7 Ak 19 A 4%
RSN TG FIRYT Mk a4 EE. HATMH HBV i
JT ¥ /e HBeAg fHY: CHB & HBeAg [ CHB By 4 4iF
BB B L T A F S i 57 e AR 16 s 5 RS B E AUR HEAE AT
KM BT WG, — A AT PR SR . X g HBV &
e | A% S B BL i I E B T £ fF F HBV DNA, HBsAg B &
ALT, Horfr ALT 52 32 75 JH 48 i 98 0 1) SO 890 e 5 1
B RATEAE 2 R 8 55 S 57 Al g T8 B S8 YL 52 i)
WLt nl B ALT B9 0% 3, 5 802 Wik o B 0 R RS -
HBc 255 F HBV iy 8 & 7= A 1 &1 X 2 BT 5 9% 8 4% 0 Bt
JE (HBcAg) IR S DU 2 I K B A Fi2 B HBV &4 1
HEMEFEIRZ— . JLT A CHB B3 Xt 90 % Bk
Y HBV #2715 L3 Hi-HBe PN . B a5t e o0
TITPi-HBe 76 HBV SRR H B4R LB B & . B, A&
WFoE i 2 37 18 v HBV IR G AR [ 4% 8 5y BE Y B BAS, I
[FIEF 99 AT HBV A8 56 I 6 4k 8 &, 23 87 7 Hi-HBe 7AW B
SR 50 B B 1 2 3R KO B HH Tl R 2 B i A M

1 #REHZE

1.1 — %k BFR4IA 2015 4F 3 H % 2016 4F 6 H 7 il ik
F 421 BB R TC AT REAL 18 M HBY B i35 160 B, AR 4
FT Ak B 88 SRS 53 N T g% i 52 41 (n=43) . HBeAg BH 1 CHB 4
(=37 AL V&G #4541 (n=39) % HBeAg [ CHB 4 (n=
A1), [ B4 A HBV A G REL 8 90 B, AR 4% HBeAg 16 L
439 HBeAg BAME: JFRE AL 241 (n = 44) J2 HBeAg [ ¥ T T 4 41
(n=46), CHB fJi2WitrifE . L7 HBsAg BH k5 22 i 7] 48 12
6 ™H . ARIF B LARE N2 LS % ol 48w i e - (1) S i
% ,HBsAg,HBeAg.Ht HBc BT, B 3 A~ i #2E 2 3k ALT
i/ F 40 U/L, HBV DNA #; # K F10° TU/mL; (2) HBeAg
FA 1 CHBC #0558 78 B 01D, 1038 ALT>>200 U/ LB FI- & 2 4% 3 4k
fi, H HBsAg & HBeAg P s () IETE Sh#EAIk &, HBsAg FH
P H HBeAg BAPE. ALT<<40 U/L, HBV DNA {k T Il T [
(<C100 TU/mL) ; (4) HBeAg B CHBCHR 8IS ) , M7 ALT>
200 U/mL 5% F+ & 2 fi5 A £k {H. HBsAg FH £ H HBeAg [
P RFREAL A2 AR UG B RE T AL ZUIE K L 1R 2 AR A
N ALT J AST (9 1E % {H 1 BR (CULND & L2440 U/mL,
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HEBRARAE - (D JLTE s (D IR 5 () & I RS ME TR I B & s
PEF 5 (O & 91 HIV 30N B R 9% 7 (HCV) B e ; (5) -4t
P g 5 (6) 45 I H1 2L T 48 95 35 (HHAV) B % BT 4 9 3% (HEV)
Y

1.2 Jrk (DI HBsAg,HBeAg K Hit-HBe il - i F 1k
2R OGIE KN LT HBsAg, HBeAg, A 7 B R A A
) cobas e 411 B Ak 2% & 43 A7 A 38 R O B IR F] A 7™ 11
Be & A R . Hr-HBe AR T JH 35 B 28 9 4 AR I
By A B2 | A2 7= 9 HBcAb CLIA 350 £, AX#% 4 )& 1] 6 36 B
B AR A PR A Bl 42 B 3 B Uk 2 6 g 4 X Car-
is200, (2)HBV DNA 52 & # . HBV DNA 52 & #: il 8
TaqMan PCR J5 i, (X %% /35 E ABI 28 7 4 77 19 ABI7500 &I
PCR iAW 5 R4 YRR R A IR BR Dy 50
1U/mL, (D L7E ALTAST, @040 2 CTBIL) A5 I . {f A
R MG ALT A R 2 KA 8 4 7= Roche 6000 4= H
A AL S BT AL R D AES BB R 5 L vk Al AST \TBIL,
X #85 ALT M8IH . (4) HBV % KR g #6000 . 4 F i &2 R 2
YR A R A R 2R 77 A HBY 2 R 43 550 & 6T 1ML 1 AR btk
ATHEI , J5 2k Sy S 38 i PCR 2% (RT-PCR)

1.3 Siil2e4b ff ] SPSSI18. 0 K 4 43 #7 $ ¥ , GraphPad
Prism 5. 0 BB . ESAMIHTEFAL 72 Fom, FES
43 A R A A 505 DU 43 67 TR BE LM (Pos ~ Prs ) J380R 40 ]
VOB AR ST AR AS ¢ A B B 2 8RB0 s T EOR R D Bl B
SyEF N AL LR o K. AH OGP 43 #T R i Pearson
GE& 431 B8 3K Spearman(FE 1E 2543 4 ¥R A K404, &
il 321k F T AE 47 4E (ROC) Bl 28 PE A% 2 Wi O (8, i 26 1 FY
(AUC)>>0. 700 #R2W M EEE . UL P<<0.05 WESAS
TR,

2 & ES

2.1 HBE S B RA-HBe K RREME HBV & [ &
SR B REAL R — RS SRS IR = HE AR LR 1.2, ANE A
SR SRS B H HT- HBe 7K F 1 & Z AR IK 7 : HBeAg FH 4 CHB
41 .HBeAg Bt CHB 41 AR V% sh #5741 R e e it 52 41, 2 %A
Bt 2E R X (P<C0.05), WLIE 1A, HBeAg PR -4 1k 241 5 4 bi-
HBc 7K - (3. 04 £ 0. 82) log,, TU/mL 5 HBeAg [ 4 JiT 5% 1k 41
(3.15420. 86)logye TU/mL 3K, 22 R L 124 E L (P>0.05),
ULP 1B, BrA B B B L E 5t HBe 7K1 (3. 46£0.97)
logy, TU/mL 5 C B3 (3. 33+£0. 94) log,, IU/mLAH I, 2 % G
Giit ot L (P=0.417),

®1 TEBEALRTENE HBV ELE—RBERRIT-HBe K FLLE

5iH G BT 52 41 HBeAg [ CHB 41 Ak 1% Bl 4% 4l HBeAg B P
(n=43) (n=37) (n=39) CHB 4 (n=41)

A (TEs, %) 23. 0744, 09 32.9745. 36 38,4447, 48 44, 67410. 86 <0.01
T B /e on/n) 25/18 28/9 25/14 28/13 0. 409
HBsAg(T=+s,logiy IU/mL) 4.614+0.39 4.3620.39 3.6440. 36 3.60+0.34 <0.01
HBV DNA(Z=s.logi, ITU/mL) 7.4140.97 6.96+1.12 — 4.43+1.56 <<0. 01
HBV B [2( %) ] —

B 27(62.8) 27(73.0) — 26(63. 4)

C 16(37.2) 10(27.0) — 7(17. 1)

PN — — 39(100. 0) 8(19.5)
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gR1 FEARSRDEY HBV BRE—RHER A HBe kT b
S G BT 52 41 HBeAg [ CHB 41 Ak 1% Bl 4% 4 HBeAg A1 P
(n=43) (n=37) (n=39) CHB 4 (n=41)

ALT(z+5,U/L) 26.80=+6. 40 279. 60173, 60 28.00+7. 24 256. 40157, 20 <0.01
AST(z+s,U/L) 24,40%+6. 20 244,00+133. 60 24.43+7.25 249.20+156. 40 <0.01
TBIL[M(P3;,P7;) s ymol/L] 11.8(7.4,14. 1) 61.9(17.4,179.3) 10. 8(8.6,14.5) 58.8(17.1,101.9) <<0.01
PLT(x=+s,X10%/mL) 196. 36+56. 91 219.28+63. 59 178.40+52.53 207.79+27. 34 0.027
Hi-HBe(ZF+5.logiy 1TU/mL) 2.8840. 82 4.2240.68 3.0740.68 3.89+0.88 <0.01

* :HBV DNA # IR 3 BTo ik A7 B R 43 B s PLT « i, /M 14X

*2 HBV #HXFFEL EEH — M 1E R EI-HBe K F b

i H HBeAg ML L2 (n=44) HBeAg BIHEIFRE L2 (n=46) P
R (T, 2 45. 41410, 41 47.13%+9.02 0. 404
YER CB /& on/n) 33/11 37/9 0. 616
HBsAg(T=+s.logio IU/mL) 3.524+0.85 3.874+0.77 0. 049
HBV DNA(z=+s,logio TU/mL) 4.3141.22 3.047+0.79 <<0.01
HBV 3£ H B2 (%) ]

B 24(54.5) 16(34.8)

C 15(34. 1) 6(13.0)

- 5(11.4) 24(52.2)
ALT(z+5,U/L) 121.21+76.43 145.224103. 20 0. 540
AST(z+5,U/L) 119.62+76. 41 143.234+102. 39 0.518
TBIL[M(P35,P75) s ymol/L] 73.5(43.2,178. 1) 59.0(30.3,138.6) 0.684
PLT(Z+s,X10°/mL) 131.07+46. 35 120.44+43.18 0.267
Hi-HBe(T+ s, logiy TU/mL) 3.047+0. 82 3.1540.86 0.314

" :HBV DNA # i iR T 8000k A7 2 N 70 88 PLT .« /Mt

& o P<0. 001 0. 001
? .
< 4.0 '!;3'
g
o vy
o v
+ v
B0l

ot . . . v
A Gyl ZLE HBeAgPH4CHBLE AEEENEH4E  HBeAgRATHCHBLE

P=0.314
4.0 K
S .
=
2
'
F 2o o’
1= . b
e

0

B HBeAgPRIEATRE{LLE HBeAsPAMERTREILLE

AT HBV &Y [ 4% 4R A B A ] HBeAg R4 JFREAL .
B 1 A HBV Bk AR RERFEL
BHEP HBe kF

2.2 HHBAEMIE DT HBe /K 5 1 PRI8 AR 09 47 3¢ ¥ 43 B
i B FH-HBe 5 ALT (r=0. 421, P<C0. 01), AST (r=
0.424,P<C0. 01), TBIL (= 0. 145, P = 0. 022) ,PLT (r =
0.254,P<C0. 01) R IEAA K, 54§ . HBsAg, HBV DNA 44§
FRIEAA XM (P>>0.05), HBeAg Bt CHB 4 19 $i-HBe /K F
5 ALT(r=0.353,P=0.032) )¢ AST(r=0.421,P=0.009)
EIEAH S HBeAg [ ¥ CHB 41 B 3 1 $1-HBc /K F 5 HBV
DNA # 5 (r=0.343,P=0. 028) \ALT(r=0. 458, P=0. 003)
B AST(r=0.495,P=0. 001) R IE M 3. WL 3. SR 24
K AR 15 3h #5717 4 8 Pi-HBe /K ¥ 5 45 30045 b5 35 0 H 2% bk
(P>0.05); HBeAg FH AP 4L B HBeAg [ 4 JT- i 4k 4H & 2%
Ht-HBe 7K 5 2% 348 A5t JC A 6P (P>>0. 05) , IL 3% 3,

2.3 Hi-HBe X 3132 b A W] HBV J@ gL [ 4R S0k 24 19 3k e
ROC #4778 « 1M 38 $i-HBe X 312 W7 90 5% T 32 IR 75 &
HBeAg fHP: CHB i AUC 3 0. 903(95%CI:0. 839~0. 966) ,
1M HBsAg iy AUC 5 0. 673(95% CI:0.556~0.791), 4 $i-
HBe 1 # 7 {E (cut-off {H) & 3. 42 log,, TU/mL B}, 2 W1 R
TR 0. 838, 4 S RE S 0. 791, 2545 5 My 0. 629, FH 4 il I 4
0. 756, BAME AL K 0. 846, W& 2. I i H-HBe Fl F X 5
ZWrEE G 3 45 A IR A S HBeAg B PE CHB 15 AUC 25 0. 833
(95% CI. 0. 743 ~ 0. 923), i HBsAg Ay AUC Jy 0.535
(95%CI:0.408~0.662), 4F1-HBc B cut-off i}y 3. 70 logy,
TU/mL B2 W REEE R 0. 732,88 R FE R 0. 821, 36 5 h
0. 553, FHAE T M A 0. 811, B PETM & K 0. 744, W 3,
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% 3 FHEBET-HBe SIRRIERAHERES
HBsAg HBV DNA ALT AST TBIL PLT
415 " R (logio TU/mL)  (logio 1U/mL) (X ULN) (X ULN) (pmol/L) (X109 /mL)
r P r P r P r P r P r P r P
PR anprail 43 0.033 0.831 0.103 0.510 0.166 0.288 0.093 0.554 0.080 0.608 0.189 0.225 0.191 0.220
HBeAg [t: CHB 41 37 0.201 0.233  0.115 0.498  0.070 0.679  0.353 0.032  0.421 0.009  0.044 0,796  0.090 0.596
e IS sh i Al 39 0.049 0.767 0.284 0.079 0.066 0.690 0.141 0.392 0.146 0.376 0.132 0.421
HBeAg Bt CHB 41 41 0.190 0.235  0.136 0.395  0.343 0.028  0.458 0.003  0.495 0.001  0.074 0.645  0.066 0.682
HBeAg FH T8 1k 241 44 0.153 0.322 0.132 0.393 0.141 0.361 0.059 0.702 0.053 0.732 0.094 0.544 0.165 0.285
HBeAg [ #4 JT A% 1k 241 46 0.061 0.689 0.017 0.909 0.125 0.408 0.049 0.745 0.065 0.666 0.030 0.844 0.079 0.604
PLT: /M5
1.0 S LT B 9K s ok R 43 B 2% Hi-HBe 78 H i B ] il IR
"""""" A M R 58 4 B WL AR HBV L R [l B 8K s B B
0.8- HBV A 3¢ JITFRE Ak 28 35 S J6 478 25 Hh 1) 2 325 195 B0 19 TF 98 B30 47 8%
"""" Do DRSS PR O A T HBY AR 44
0.6- B Bt SRS A R S 10 58 S R AR LT T HBe & &K P78 X
. U FR I 2 S S HL I IR L.
2 ABFIE R R 18 P HBV e [ 8 SR 7S 19 5 % i
HBc /K VPA7 76 B 8 22 5% HBeAg FH 4 CHB & & Hi-HBc /K-
ool —he BCRS LU HBeAg B CHB. k3% S0 H54 Su s it 32 . 11
—sE% 16 HBeAg 15 B0 A4 T8 4k 8 % 47T HBe /K- JF T U] 1 25 5+ .
oL . , , ' ' [Flif, HBeAg FAM: CHB 8% 4i-HBc 5 ALT ,AST R IEHI 5,
¢ 0.2 O":_%,ar;e 0.8 1.0 HBeAg (i1 CHB & $1-HBc 5 ALT,AST & HBV DNA 7k
7 = - I e AN Vi 8 A J< ) 7y
HBeAg PR CHB 85 ROC g £ ’ )
2 BT HBe 7K P-4k F 8 AR i K SPH= , 9R T 2 185 1 %
1.0 P 52 AR ZS B AT W E A A 8 15 Bk 390 Ik T R 4 SR B0 (R IR
ALT JH#)  $i-HBe /KF- T i » 48 71 1 F  BLEF X HBV 9 4¢
087 ST P IO B O S L AR AR AT BT HBV R 9T 10 1 2B
B S BRI RS S TE TN B 4R R A R i T HB-
0.6 sAg K225 45 R s HBsAg B 2 4 e e HBV 19 & i
. 00 551 7 10 JFF IDE 46 i R A I JO M G T L T A A T A
& o] L3955 5 47 (U HBsAg & HBeAg) . bi-HBe k¥ 5 A 2 e
fi EEF X HBV (5 i 2R3 0 B 518 4 HBV B B 2
0.21 B F 46 15 3 #E A A G HEES L Yuan BB BF 5T 4B WK
HBeAg MM BATER CHB B Hi-HBe K-35 ALT 2 IE
o i . . : : HI% (r=0. 351, P<<0. 013 r=0. 185, P=0.008), i fil Li
o e 7 SELTRE T I K 9 T 95 VA4 BT T Hi-HBe 5 ME 4 5 4R A5
5 30 HBe B HBsAg T X 5115 8 45 76 h 6 f A1 e B 45 S 7% B0 HBe /K45 CHB % (4% HBeAg
A5 HBeAg BB CHB f ROC fh £ FIESEIHE) B) ALT B AST SIE AR 1 LI K R 2L AT
BERAE /3 H (G ~ G I B Hi-HBe K P B AL, 3 gk 45 2R
3 3 i

H AT R 18 HBV & s fif 22 R & i HBV DNA 4t
T KO AR L BE 48 0 52 550 e B AR X HBV (1 4 5
P G 28 107 27 i R ST BUOR TR VA 9T S KA HBeAg ILTE 2% %% 4
MR SR AR R IT AOR 225 . HBeAg B CHBCHUE 7 B IR
BT HURE XS HBV R 5 5 58 B0 285 005 Bt il A7 i
RO B TR T, T R E BE I RGBT RS B 9T B
(HBV DNA J HBeAg fig i BI5H ™0, [k, % # HBV
19K s B B K B T B0 U A S R 0 R R S 1 o A A
Wi B Tl PR 2 £ BT B2 IR 9T P ALEY . B T HBV SR 19 3K

SARBEEAR L, Y 3R R T Hi-HBe 5 I I 46 5 R 25 10 5 BE AR

BOARA e 18t HBV J etk 745 S vl 9 O 2002 30 A7 I 0%
R s AFZ 00 R AT B R S BN T B Sy
1 I35 2 A ARl B EAT 2 W . AR SR A3 AT T Bt HBe F T X
Sz WrigtE HBV RYLA R B R SRS 2 W B . Hi-HBe
ol F X S e T 2 RS 5 HBeAg FHPE CHBLAETE sl #5 4
RIS HBeAg BATE CHB (4 #E#f 2 3 . 3% 5 F HBsAg /K F-.
W Jia %08 B0 98 R B B PT-HBe FH T X2 W7 0 9% iif
ZRA K HBeAg FHIE CHB ) AUC A3k 0. 883, X 512 Wi 3k
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TES AT 5 HBeAg B M CHB i AUC A ik 0. 889, Song
U T RFEAE M HBY R Y DS 0B 5T R, e
k1 K HBeAg B CHB 1 8 35 1. v $i-HBe K7 2 i 3F 5
F e i 52 AR E sh 4y B BLHL-HBe K V12 B o 5 00E
R AUC 1T 3k 0. 887, Ff 5 B B 7 HURE 43 3] O 0. 852 %
0. 798, XEELERW 5 ABFANM . $E7R T Hi-HBe ] T8 /€ 18
Pk HBV &Y i S RS2 T HOE T Z I IR 12k B, 1tk
A, Fan 28500 1) 35 87 BF 5t B 7R, 3% £k - HBe 7 Bl L2
T 4% 2 KA T K (PEG IFND BAZF 28 PA 7 19 CHB &
#H HBeAg Ifil 7% % 5 % . HBeAg 1Y I8 2 5 bR ¢ % e 2 18
P HBV &Y B4R 2 e e i B B Ar i X W78 T Hi-HBe §
HBV fg i B RS MAEMEE LR,

gk LR I g Bi-HBe /K F- 7T A F 124 HBV &3 B 4
SR X B2 W 2 Wl = T HBsAg /K. {H2Hi-HBe
TR A BB T X 0132 WA [6] HBeAg 15 B0 /9 BT 8 4k 28 % .
[F) B o A 52 A7 AE — 28 B 2 Z AL Tl 20 b FR A B B T 5 I
A HBsAg.4i-HBc 5548 45 19 3l & 2 (L W 5% . Bl % % Hi-HBc
M5 DA T S 174 B 5 3 % A A Bl D F 9 I TR MM BB AR BB 2 11
HE 4 >k S H540-HBe Fl F48 306 IR12 W X697 i A .

2% 30k
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