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Development and clinical detection of hepatitis B core—related antigen test kit
Ma Jiaxiu,Lu Huishuang,Zhang Jin,Li Yalan,Du Wei,An Yaxin,Cai Xuefei
(Key Laboratory of Molecular Biology of Infectious Diseases Designated by the Chinese Ministry of Education,
Chongqing Medical University )

[ Abstract] Objective : To develop a quantitative test kit for determining hepatitis B core—related antigen (HBerAg) , and to evaluate its
performance. Methods: A chemiluminescent immunoassay for HBerAg was established by studying the raw antibody, optimizing the
preparation process, and adjusting the reaction system, and after the kit was assembled, recombinant HBerAg and clinical serum were
used to evaluate its detection performance. IBM SPSS Statistics 20 software was used for data processing. Results : The standard curve
of the kit was y=143.37x+344.91 (R’=0.999 8) , with a detection sensitivity of 1.43 pg/mL and a reference interval of <25.595 pg/ml.
for healthy people. Serum samples were tested for 208 patients with chronic hepatitis B, and serum HBcrAg level was above this critical
value for all 18 serum samples with an HBV DNA level of 10°-~10" IU/mL; for the 26 serum samples with an HBV DNA level of 10°-
10% TU/mL, 24(92.31%) tested positive for serum HBcrAg; for the 164 serum samples with HBV DNA below the limit of detection , 73
(44.51%) tested positive for serum HBcrAg. Conclusion : This kit can determine the serum level of HBerAg in patients with chronic
hepatitis B and thus has an important application value in monitoring the treatment outcome of patients with chronic hepatitis B and
correctly judging the endpoint of treatment.
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PEAl T, A B A 2.9242 NS 2 R 9% 5
(hepatitis B virus, HBV) #5747 & , /1 [E K 294 8 600

EENLE: LK%, Email :2020111774@stu.cqmu.edu.cn,
R e CRATF K Aam]

BIEEE KT, Email : caixuefei@cqmu.edu.cn, E j\mo HBV :/tt‘ 'ffl\ l‘zﬂ % ﬂ: jjt DNA (COValt‘nt closed
HEETB: 2 RATHACHE L ALREFRET LT B (%5 circular DNA , cccDNA ) 2181 2, T 28 0k S 5 447

cste2019jsex—dxwtBX0019) .
= 21 S5F B M 5 o8 35 07 2 K| B NV Q‘
1 56 H4BR - hitps://kns.cnki.net/kems2/detail/50.1046.R.20230717.1547.032 html TR G R, RV T 52T AR BTG 7 28 1A

(2023-07-18) R S PR R SR A T A2 3 R



BERERKFZR 2023 £55 48 H5 7 #3 (Journal of Chongging Medical University 2023.Vol.48 No.7 )

— 799 —

Hi , FF A HBV cceDNA f 8 09 1L 3 2 A 7
A HBV DNA . & M3 HHT 5 (hepatitis B s antigen,
HBsAg) FI Z T e JiJi (hepatitis B e antigen, HBeAg)",
EAR TR 2, K 25 WiR 7 kDR B SR B A
g8 ARSI A SRR BT I T 2 18 bR 5 OIF N HBY
cceDNA FHOCHE 2k o IR AEIF ST & B, il i v 2 78
JiF 96 4% 00 A B0 I (hepatitis B core—related antigen,
HBerAg) /& HBV cceDNA I 7E R AR hR G219,

AL AT X HBerAg ORI 98 B 28 HF ) T
Kt BT AR, 036 I 1 %5 7 2 bR EF X HBerAg
N AR R SO, F R T A T A T Y
HBV 2B B % R (—Fh 25 B2 500 24
B 45 5 L 202210592981.8) o EILFERN |, A
5K b et 2 25 i) &, DA 2 HBerAg FH1E
PE A58 5835 MIE VR AR A AS PEAG A RCR
R e Btk — I K R R R R R AL AR RO
o 43 BT ) & S B LR 22K .

IR

1.1 ##

L1 IfPRIME  WedE 2021 4F 7 A #12023 4F 1 A SR E R}
TR IR I 5 B B 85 44 f BRI 37 1 218 310 14 £ BUJIT 4
ARG ARG AR E : ORI 2 L5420 @8
F L R B 2T L5 HBY DNA A B @FEA &
1 mL Pl . ZHFHI A HBY DNA A {5 & T R EE R R
2R S B BER AR I SR IR R . SR T
AT EPRERHRA 0 B2 B4 (20200630) .

112 FZEH HBV 2 4T HBerAg(anti-HBerAg) 47
R (HO6C H13C H19C Al H39C) Al 85 4 HBerAg £ [ i AR 58
B % A 5 OO AT, P T4 HBerAg 25 (10K H Gene
Bank, AY596102 1 HBV i 4% 0> 2 11 (hepatitis B precore,
preC) [ BT 814 5 8 193 A2 5L 1R (animo acid, AA) ; B
HR 1L & AL W (horseradish peroxidaes, HRP) A7 i i £ 5T B
1gG W F 3¢ [5] BBI AR A B2 24 w5 6 8 01 A AL 1 Bl A Al
W T 55 PRUR 56 70 A2 W 4 R A BR A D 5 2R 13 712 1 (bovine
serum albumin, BSA) | & Ml {2 47 . HRP ., 2% Y & Gt mk 96
(phenylmethyl sulfonyl fluoride, PMSF) , =~ (2-F Bt 2. 3% ) Jg £
1% £k (Tris— (2—carboxyethyl) —phosphine hydrochloride, TCEP)
5 T A A% AR 2 2L BE A (isopropyl B —D-thiogalactoside,
IPTG) WA TA T AW TAR (B ) IR A BRAA W) 5 T A8 M Ni o
HZHTHE 3,3',5,5'- DU JLBCRNIE (3,3, 5", 5'-Tetramethyl

benzidine, TMB) $i (Y . i 156 5 32 W B 0 38 (enzyme linked
immunosorbent assay , ELISA ) 2 11 Y 0 F 116 38 = R AE W)
ARA BRA w5 AT A% 0 F 5 PRAS G A A Rk H A R = 5 0y
BERR I A Sigma /A F], A2 ¥ R W H Thermo A 7] ; 47 HBV Fif S1
HMEAR 1 (Anti-preS1)PUIAR  itf % F1 3 0% 2R T b 52 R
AW AR A B2 ] 5 BERE 2 HTHE (Sephadex G50) T -1
B TR R A

113 FEAUA  FEAEREAE 5+ TAE 5 H1 X (Biacore
X100, % [ GE Healthcare) , 4= [ 3h fk 2% & 6 1L (SMART
5008, T KB} W 35 A= Wy BL 4 A BR A R A £ T AR A A
(synergy H1,35[H BioTek A ) .

12 ik

1.2.1 T4 HBerAg B (il % 34 HBV 9 preC 2 K )7 5]
(Gene Bank: AY596102) , &% i1 ik )5 AL st E B 4 9
FARA BRI 7 WIE I pET28a (+)/preC FORE , 4 5 kL 5%
FEA Rosetta KIAFFE , BIRRE % 2 600 nm JGCH JE(HLF] 0.5
LA A A EE N 0.5 mmol/L B IPTG, 37 ‘C4&A4 T i S
3% 3 h,8 000 r/min #5.0> 5 min, AR IR UTHE o £ 4 e
B 2 mol/L BR 2 H1 0.5 mol/L. NaCl i 2 5 2% W (phosphate
buffer saline, PBS) (pH 7.8) & , H BRI A LM 10 mmol/L
PMSF J& , K& 264 BEAT B 0% 7 (200 W, 1847 5 s, 15 1k
55,3510 min) , BB 2 12 000 1/min .20 min 4 “CH&AM FE
O 20, WA AR M Ni S RUZ AT Sl 2liAk
1T 12% SDS-PAGE HLTK , % Dh i 2 i e (45 7

122 HURPAEFIIME R Biacore X100 Z 1/ ¥ 3l
324 2 T 25 85 TR AR (surface plasmon resonance, SPR) ¥
I E BT HBerAg B se BT AA 5 4 HBerAg 26 F1 T, Sk
4 HBerAg Fii B % 10.2.5.2 pg/mL; T HBerAg B 58 B 40 14
43 B HEAT A5 LU B - HOOC Bt M4 ¥ J3 L i)y 0.049,0.098
0.196.0.391.0.782 . 1.563.3.125 ., 6.250 nmol/L; H13C, H19C
1 H39C 0 M vk J3E ¥ e i 4 0.782.1.563.3.125.6.25 . 12.5,
25.50 nmol/L. A FHAXERERINSEL, i B3 A ] 5 2 300 s B¢
600 s, -4 HE U0 TH 4 7% BRCE RE RIS AT R SCa0 25 S E i
Biacore X100 fit £ PPAl B (RRAS : 2.0.2) 045 I 315 Hh A 29
HOBCK, A, T 28R )5 8 A Graph—Pad Prism 5.0 #{4: 7]
Ak

1.2.3  ELISA WS EBUARRAL LPURERT  HR4E HBerAg &
FLFR (animo acid, AA) P31 31 29 B Ak (BO1~B29), B4R}
B AA BRA WA 0, BB IRIAR I T A KR
12 AA, AHAR AT BRI 7 S BTG F A5 6 AA KEJT IRZS & T 5%
RN ZE ALY B AR AR, AL 100 ng, 4 "Cid 7 ; TBST 24k 5
KN 5% BSAVEW , 2 B4 3 by TBST WeAR 54, &:FLm
A 100 pL anti-HBerAg i {& (0.2 pg/mL) , 37 CHFH 1 h;
TBST ¥k # 5 ¥, & LN A 100 wL HRP bric i 231 B 1gG
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(1:5 000 F#%),37 CWEHE 1 h; TBST ¥EMR 5 Wk, & FL A
100 wL TMB & (4 7% , 37 CHEHE 15 min; B FLIIA 50 pL
ELISA £ 14 1 U, BEAR G A2 450 nm A2b i K 1 6 %5
BEAE . BIMEXS BR L PBS VA T HBerAg LIRS 5 SO
BHURBC KT SN 4 Aokt 96 FLAR , 4591 100 ng, 4 “CAL
B 53 JH HRPARicHoia , BB BRANR - 80 wL XUZE /K ¥
fif 0.8 mg HRP, LA 8 L. = L2 495 W (0.1 mol/L) 37 K1V
5] ,2~8 ‘CII 15 ming B A 1S WL H 0 (1%) % 18 )
30 min; LIRS HRP #2 & L 1: 2 3153 7% HRP (9 IRE, JF
A ZEHARE D BE S A PR S HRP IR G WG A B RTAS,
TR R 28 W, 4 "CiE T . B T 2 HBerAg i R AL
1 pwe/mLAE R4 RE &, 4540 100 wL, 545 3 4512 T HRP
ABTRAE S R , AR RV 1o BIPEXS B DL PBS Y I
YERFESD
1.2.4 SRR MBSO EY E oyl 20011
JEE IR HE A= 0 2543 3] 5 anti—preS1 HO6C Fl H13C HUIAIR A,
B A A 30 min, BEJS A ZEHR B 10 mmol/L 1Y Tris—HCI
(pH8.0) # il ## & 15 min, A G IR G W A B4, 2~
8 °C.PBSE NI , FieJa A SR 1, -20 CIRTA& H .
BERT SR MR BEER S FH PBS-T(0.05% Tween—20, pH 7.4) 7% ¥
3 PR S RERR LGN 2 wg: 1 mg, BUEY RARiCHUIA S5
BRIESMRAT, W IR AS A 30 min; PBS-T % 3K, 1 mg B2 9k
BRI BEBR M 5 L 10 mmol/L /L4 25, SRR R 25 & 3 or
BB 15 min; PBS-TVR B 3 IBR L KRG A WEYER,
FH 2wl (& 2% TEWE , 1% BSA, 0.01% Triton X-100, 0.3%
Proclin300 Fl1 19 H i 1) PBS, pH 7.4) # B i ER 2 1 mg/mL
#H.
125 WYREERARICHIR MY BEER AR IC H19C Rl H39C ik
P IR A2 PRI 25 WL 10 mmol/L 7Y IETS # IR GIR 2
R 30 min; SR J5 N A Tris %5 (MR 224 10 mmol/L) 5 I
WEGIR A1 B M 15 min; 383 BERZ M (Sephadex G50) R 2
RESE RN BERR , BLAL IR AR 20 HL 1 500g #5001 min
FRENT AR, A 310 WL PBS %k 3 W R vk
W, 0 BTG 1.5 mL EP A5RE R AL IR AR DA 40 1 T9005 22
A1 500g 250 1.5 min WA IEW, A SR FUH g
SRR, —20 CREEIRTT
1.2.6 Al 5 REUE 2% pie N RILRNE T AR
2012 4F & A7 1 Il R £k 2% B £ 42 PR D 45 B - WS/T 408-
2012), 18 1 TBS B 1 5% BSA 22 i 7 i & T 2H HBerAg
Tl N 2 A HeEE (0.0.5.2.5.12.5.62.5.312.5 pg/mL) , FI| A
TR X R B Uk B AR BEAT ARSI , AR B AN 3 9K, JFoR
FHARHEAT T (Grubbs ) G50 B RFE , A IR B RS
HWEFME, 2RO S bR 2 o 5 3 AN B T4k, )
T BN RS REAR BN A . Grubbs 325 K6 50 75 BF 7 20

O 3 AT A 4 I /INEN R AIL HES e /IMEIC 5,
e KA x,,, FEVFFE 3 A0 22 8 04 7 8 Co) R 1 22
(s) ; OMBYEA I E Gt 1, 0y OB BEELI K, 5 A5 5
A5, 3 YCE B I SE X R Y Grubbs A6 36 I FE M 1.153 (8 3%
PEK T «=0.05) , &Gt H R T % A, IR N &
TH(E

i 5 7 5 41 HBerAg 76 BV 10 1K, I 1153 1 7 ¥4
o) FIRRHEZE (5) B EIUE w+2s (R ABRHERTZE D7 72 , £ 2445 5]
AR A HBerAg 7K - (4 7 A%
127 SHXEN %75 BN (ZHF 4 i i
FEATEA TR, $045 43 B R ] IBM SPSS Statistics 20 #F, 56
FHAEZ B0 50 BEE AR Kolmogorov—Smirnov 6 56 % 75 13l B
PRIV HEA HBerAg K P2 5 45 A 1R 2543 10 BEA T4 565, R
TEZS A MR FE S 430 1 A Wi N 27 DX s SR IE
A A IR 95 F 437 Kk
1.2.8 a7 G 0 48 M 20 78 M 4 A 3 s PH R A SR A 5
AR FIAY 208 191 28 11335 Fie BB AS [ HBV-DNA /K43 3
R D), NG R

F1 BUHZERFKEZEFREHBV-DNAKFSH

HBV-DNA(HBsAg fHTE) AL
10°~10* 1U/mL 18
10°~10 1U/mL 26
T A R 164

129 KM 4 A S ORI 100 wL I i
FEA 5 100 L H0 42 4 4% 1% Bk (anti—preS1 . HO6C Fl H13C,
1:1: 184 )37 CHEH 15 min, ¥k % (PBS-T, & 0.05%
Tween—20, pH 7.4) fill A 50 wL %4 f#% % (0.30% NP-40, 1.5%
SDS, 3.0 mol/L JRZ , 60 mmol/L Tris—HCD)F1 100 pLARICHI 4
(H19C-AE # H39C-AE) 37 ‘C#% & 20 min, 3£ % 3 i A
100 WL F % % (0.1 mol/L HNO,, 1% H,0,)37 ‘CHFE 2 min,
IRJE A 100 pL A (0.1 mol/L NaOH) A&

2.1 HBerAg E4%& & g 41b

1 T HBerAg #4185 1R 35— %E 1Y HBeAg 45 R, 15
AR T8 5 R A RAE AT U 2 AR T Z R AEDTTE (1A
L 1 KB SRR FLAL 1 H Sk A8 7R ) i B AR AR e B (NaCl
e RE 1 0.5 mol/LFHBEZE 0.1 mol/L) IR INZ MK BF 20 mmol/L 1
TCEP A LARS A b ik J5 437+ 18] — b, i HBerAg 418 (H 4
R AR — BRARIPIRAS (1B 1) o
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110kD
90 kD
70 kD

50 kD

HBerAg—H
35kD crAg— 3K

30 kD

25kD
20 kD

B HBorAg A

15 kD .

HE  MIEE AARUESY F it Marker; 1 48 HBcrAg LRI RLE;
2358 JF 254 Y HBerAg 1R
1 HBcrAgEAZEAMRIES4WL

22 FF Anti-HBerAg % %[44 4h 55 & 28 HBerAg 49 % #o

i3 Biacore X100 43 H AR & A [F] Anti-HBerAg #
TP AR S B 41 HBerAg HUZE R TT o 1 S0Ks F 41 HBerAg
ARE NTAAG B 7 L, 38 3 20836 8) J1 %, 3 8 A Anti-
HBerAg B BEHUAR R A B T 6 AN R HR B2 A, AL A% T
LA 3D 93 40 4 2601, 44 Anti-HBerAg M5 e o P

1501
— 0.048 828 125 nmol/L

- 0.097 656 25 nmol/L
2z T 0.195 313 nmol/L
§ — 0.390 125 nmol/L
£ 507 [ f— — 0.781 25 nmol/L
% — 1.562 5 nmol/L
= T T T T T 1 — 3.125 nmol/L.

200 400 600 800 1000 1200 __ 695 pmol/L
—504 Eﬂm/S
K,=8.907 x 10"
A. HO6C
1 0004
0.781 25 nmol/L.
. — 3.125 nmol/L
‘é 5004 —— 6.25 nmol/L
v —— 12.5 nmol/L.
g — — 25 nmol/L
é, - - = - F o 50 nmol/L
200 400 600 800 1000 1200
1) /s
-500-
K,=2.913 x 107
C. H19C

5 E 2 HBerAg 1356 F1 ) SR GBS IR 5 , A VAR J3E AR P A 1
YEJ, 2 258006 1Y K, 187351 4 HO6C 47144 0.089 nmol/L (4]
2A) \H13C HL 4K 2.98 nmol/L([& 2B) \H19C 444 0.29 nmol/L
(181 2C) \H39C Hp /4 0.33 nmol/L(&] 2D) .
23 HAREARSHT B AR AT IR
231 PUARRAHT L 29 4% 12 kAY ELISA #3 , i
FEREPURRYRAL (K 2) o Hrh HOOC HLiR M RALAL T 7 ~
18 #1149 ~ 60AA , HI3CHLA 1 R AL F 37 ~ 48AA, HI19C
H39CHUAR LN T 97 ~ 108AA
232 PURBECIFA ST AR R IR A5 R R Bk Ho6C
A3 (E13A) , S5HLR H13CELRT, 4] HBerAg B F PBS 1)
SEHKOE, 255 B G it B L (1=3.021, P=0.039); 5Hiik
H19C it %, F 4H HBerAg 5 T PBS FSE4 K, 2 5 B A 45
TF2 3 X (1=3.389, P=0.028) ; 5 B & H39C FL % , 5 2 HB-
crAg i T° PBS (T 447K 7, 25 5 B Geit 24 2 L (1=12.595,
P=0.000) ., HLiAHI3CHERZE (K 3B), 5HUH HO6C FLXT , T
41 HBerAg MR T PBS 1 P47k, 22 AN A Geit 23 L (1=
-0.108, P=0.920) ; 5Hi4& H19C fic %t , # 20 HBerAg 7 T PBS
B BIKF, 22 5 HAT Geih2# 52 3 (1=40.390, P=0.000) ; 547t
T H39C LX), Fi 2 HBerAg i T PBS 1Bk, 22 7 BA
G2 7 X (1=12.806, P=0.000) . i & H19C fii 3% (&
3C), SHiR HO6C it %t , T 20 HBerAg i T PBS B3 7K,
S HA S8 X (1=5.798, P=0.004) ; 5 Bk H13C B

X, L4 HBerAg i T PBS Y- F- 220K 2R BAT it 2 X

150+

0.781 25 nmol/L
—3.125
» 100 125 nmol/L
E — 6.25 nmol/LL
: —12.5 nmol/L.
é 1 — 25 nmol/L
{L ~— 50 nmol/L
=1 = - = .
200 400 600 800
~50. )/

K,=2.979 x 10~

B. H13C

0.781 25 nmol/L
— 3.125 nmol/LL
7 6.25 nmol/LL
T 12.5 nmol/L
25 nmol/L,
50 nmol/L

Response units

200 400 600 800 1000 1200
-100 I fa) /s
K,=3.290 x 10

D. H39C

2 SPRillZEAR[E Anti-HBcrAg 8 5 EHi k5 E 40 HBcrAg RIS F0
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%é 2 Anti_HBcrAg iﬁl}iﬁwm%{zgi 1 000 000

G AAJFH HO6C — HI3C  HI9C — H39C 1000 0004 =
Bl 01~12 - - - - 800 000 1

800 0004
B2 07~ 18 + - - - | anon]
B3 13~24 - - - - £ 6000007 PBS 5 & BEE

o HBerAg S HBerAg
B4 19 ~ 30 - - - - 400 000 400 000 4
B5 25~36 - - - -
B6 31~ 42 - - - - 2000001 2000001
B7 37~48 - + - - o o
BS 43~ 54 -~ -~ B B H13C HI19C H39C HO6C HI19CH39C
B 49 - 60 . _ _ B A. HO6C B.HI3C
BI10 55~ 66 - - - - .
B11 61~72 - - - - 2500 0004 r 600 000
B12 67~78 - - - - —
B13 73 ~ 84 - - - - @1 0000 400 000
_ _ _ _ _ RE} 1 PBS 3 PBS

B4 79~90 § & I HBerAg &y IllBr-rAg
BI15 85~96 - - - - 1000 000 "
Bl6 91 ~ 102 B B B B 200 000 A

500 0004
B17 97 ~ 108 - - + + 1
B18 103~ 114 - - - - 0l=F 0

HO6C HI13C H39C HO6C H13C H39C
B19 109~ 120 - - B B C. H19C D. H39C
B20 115~ 126 - - - -
baT: ,P<0.05;b:P<0.01;c:P<0.
81 121~ 132 - - - B 7E:a,P<0.05;b:P<0.01;c: P<0.001
3 ELISA::# M E 4 HBCrA

B22 127 ~ 138 - - - - H HRNEA 9
B23 133 ~ 144 - - - - . ) T
24 130 - 150 TR, 45 R W22 3, YEH] 0.30% NP-40 & BEAT50 45K,
125 145 - 156 B B B B T i A [7] SDS 25 4 (0.6% . 1.2% . 1.5% . 1.8% F13.0% ) (1 22 1
B26 151 ~ 162 - _ - _ WL, AR W 4, 1.5%SDS & 1 BRI RCR fedg-, BA L BHAPE 1ML i
B27 157 ~ 168 - - - - JOGAE M 2= 7.3 4% 5 55 S04 AR I 4G A G 1) NP-40 F1
B28 163 ~ 174 - - - - SDS F i, B il AN [F] R 2 2 i (1.5.3.0..6.0 mol/L) A Z4 7
B29 169 ~ 183 - - - -

(1=57.791, P=0.000) ; 5§ /& H39C B X , B 20 HBerAg i T

PBS (13- 7K,

FHA G

24 MALMRIEIZRISESTHHT

VL
=]
G

SR G X (1=67.463, P=0.000)
Piik H39C i 3k (B 3D) , HHifk HO6C L%t , F 4 HBerAg
i T PBS 17 By K F,
0.027) ; 54k H13C B %}, F 41 HBerAg i T PBS S 347k
N, 225 B G X (1=71.209, P=0.000) ; 5Hi#& H19C
Bext, #4 HBerAg 5 T° PBS (I F-BK -, 22 R A G4 5
X (+=10.027,P=0.001)

X (1=3.404, P=

PRZE 5 54 3.0 mol/L B KM &S R e A (38 5) , JIr LA #5247
WL T 0.30% NP-40.1.5% SDS.3.0 mol/L JR & .60 mmol/L
Tris—HCIHEAT G S2AF9E o RN AR P15 ¥ R 7 v 3843 o

£3  FEINP-40 & 2 SR A& T BE 14 I 75 70 BB 14 M S5 B9 & S8

EEEES
NP-40 7 5/% A BRI 2GR/ PR 3 RO
0.15 3.1
0.30 8.0
0.60 3.1
0.90 32

F4 [ESDS &= AR BN FA M M 7 A0 A I i 89 & SEE

AR R 2, BRI AR R RN 2B C T AEARER
A BT AT R 4 R G 10 B {g R LT ( 2B 50
4= A1 10 61K = PR IfL 7 (HBsAg/HBeAg/HBcAb FHE) A+
X7 Gt & I REAR 2479 (0.60% NP-40,1.5% SDS, 3.0 mol/L
JRZ , 60 mmol/L Tris—HC1) B i/ & b A7 4%, 55— 42
i i K 6] NP-40 % 422 (0.15% . 0.30% . 0.60% F1 0.90% ) ) %4

(EEEES
SDS 75 4/% AR CRRE 37 /T P I 37 R G {E)
0.6 1.2
1.2 24
15 7.3
1.8 1.0
3.0 1.1
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R5 FREIKESE MR MSEDEFAEMDFNLZE

BEHXR
JRE Bt/ (mol/L) AR (PR ML A2 AR/ BA PR I3 KOG (H)
1.5 7.2
3.0 73

6.0 1.1

25 AREWME LA R HE

PAFRUE 5 EE 20 HBerAg R 41 Ve J32 g i A i, AR 32500 B A
W ARG P A b, s IS B bnrEt 2 (K 4) , Jr
M y=143.37x+344.91,R?>=0.999 8, P17 10 VK5 i i
2 HBerAg B B , P13 LGB AR I 14 2 s, 43 512 434.6
H157.98 K5 x+2s BOAELAR AR e i 2875 A2, 19 30 AR 3850 & 0
HBerAg #5 I 4 R A R 1.43 pe/mL.

50 000

45 000 y=143.37x+34491 .. o
40 000 5 ATEG R e
s R=09998 .
30 000 e
25000 e
20000 - e
15000 F L
10 000 .
5000 et
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3 3t AR SR S 75 R N (2 R4 B ) il i A
A48 5 HBerAg /K V-1 1] IBM SPSS Statistics 20 #4743,
HREZR Kolmogorov—Smirnov K 5 i 7% 5040 AN IR IE 25431
Fe 5 R A A B0k 2N 2 7% X (R) A5 381 95 7 4357 1 (A
25.595 pg/mL, B} A2 7% X 8] < 25.595 pg/mL.
2.7 208411 M TAT K % i HBerAg K -F 4l

V4 F 2 HBerAg VE Iy bmfis i S A fi h 42, 58 a4l 75
4R I3 I35 45 1E 5 225 X MR A8 2 <25.595 pg/mL. 7£iX
SETAEIERE 1, R T PPAS AR S0 2B 3 s A 20K,
FHAS 350 &%) Wi 5 1) 208 {5 AN 7] HBV-DNA 7K - f) £ 74 1L
THHEATRE I, HBerAg Kl 7K F->25.595 pg/ml. Y 1ML 75 BN A
EBAPEREAS o X AR A HEAT 43 51114, T A HBYV DNA10® ~
10* TU/mL IfiL ¥ HBerAg i t 7K 5 ¥4 76 3 A~ i 58 DA |
92.31% HBV DNA10® ~ 10* TU/mL [fil. 7% HBerAg ¥ H FH 4
44.51% HBV DNA IR T4 R I1L7% HBerAg £ HH FAPE (£ 6) .
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HBV-DNA

(HBsAgFHHE) BEAKL  PHMERCIE PHPERR I R/%
10% ~ 10* TU/mL 18 18 100.00
10° ~ 10 TU/mL 26 24 92.31
AR TR i R 164 73 4451

3 3t it

HBerAg i 3 FiUELAG 149 A R & 512 751 1 AH
TR K, BT HBeAg \HBeAg 1 144~ 22 kD (] pre C
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% HBcrAg 5 iF P HBV cceDNA 5 i 3% 1F AH 56, &%
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HA BAE T h b Bk X st — K e e i mi, B
H U T s .
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HBerAg BH 4 (9 1ifi 5 {1 152 22 24 25.595 pe/mL, £
208 15112 P LTI 5% B 1LY , T HBV DNA10°~
10* TU/mL IfiL 7 HBerAg #6: Hi (B #0576 13X A~ 1ifs S AE LA
12392.31% # HBV DNA10°~10* IU/mL IfiL if HBcrAg
Kt B 53X 2R AR HBerAg K I 32t 1) £ %18 1k 2
R 98 B L5 HBerAg HA TR AP AR 3kt .
PR B B 2, EAS TN Y 164 51 HBV DNA I T4 Hi FR
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