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[Abstract] In chronic HBV infection, hepatitis B surface antigen (HBsAg) and hepatitis B surface antibody
(anti-HBs) are typically regarded as mutually exclusive indicators. However, in clinical practice, with the promotion of
vaccination and the application of various antiviral drugs, as well as the rapid development of medical technology, the
coexistence of HBsAg and anti-HBs has been observed. It challenges traditional serological concepts. This paper aims
to explore the special serological phenomenon of double-positive HBsAg and anti-HBs, discussing its possible

mechanisms, clinical significance, diagnostic approaches, and treatment strategies, providing a reference for the precise

diagnosis and treatment of hepatitis B.
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1. HBV & [H 1y 5€ 42 Fl fik 2R

HBV 3 [H 58 245 J& G 8 HBsAg M #Ht-HBs 3447 iy o 2 )5
Mz —, 4 HBV @& R AT R IT 5 0 5 Btk = 8%k S X
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X P X C R X X, 33 28 Xt ke s 1 HBV A 20 1) 2 A g
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HBV 1) S8 S8 MHR 1920 FE R &5 40 ml Lt 4% HBsAg 19T
JE A L 8 SRR, DT T A S 95 5 AR R U5 L 40-HBs 11
ZEAREST, WS B HBsAg/AR-HBs 247, B & [H B v iy
G145 R FI C FEF A Y 11268/T 58745 & HBsAg/#i-HBs $:77

B ULA MHR 2 2@ 400 C KL R LG B R R HL A B
F 5L A% 0 3 31 T (basie core promoter, BCP)A1762T/G1764A
GEAEF preS B AR W 1 2w UL T B AL AL B C
JE R R G T HBsAg/Ht-HBs A7 R 5 T B &E K A g0
BEAM S IR X A 2 2875 W0 LA2P/R T/VATE/K/A [ T/1126N/1/
S/A 5 HBsAg/#i-HBs 3L 17 H — & A R F B 52 Fk MHR
R B 28 48 7 CHB R 3 1Y HBsAg/Hi-HBs A7 H b
R ARAR A,

S E M RAL . 4 AR ORI HBsAg 19 R ik |
SRR AN, S K AAAAET HBV MM E A L, Rt
—J7 T T R85 HBsAg 8 A R AL, Blos Hopp vk |
M5 i HBV fo s 63 5 55 — J7 1, 3o BE A 0 Ak vl i 23 8 36
LA e 0 ple s A ARG R R AR B i ) e K S Bt g
L HETT 51 HBsAg/i-HBs 3577 . S 4 11 M%7 MR ihi A 7E
SECARFE [T HE A SN HBsAg 14 A 125 5 e R S, &
1k B0 A R AR ) HBsAg B F i 2 R B AR 5 i 3
BT, T R 0 75 & i RIFEST-HBs A7 7E (15 50 T 4E
KA A HBsAg A7 7EM, I 5 20 HBsAg/Hi-HBs 3L47

HBV 27259 AR R F ORF, &7 16 T Br A s 2 5 7 Al
PR BARAE preS/S He IR TR 43 i I 9 (9 196 4 SR IX
HI L X (preC) BCP FI X ZE A 6 KA F 5 N 1 ORF 2
[ £ AEAS 5 8 &  HBV 138 5 St [X 4500 R S BRI AE , i
A B PE AT HBV & 1, 58 5 B0 HBV 9 G J5 4
KK AL HT-HBs 19 ATBE S, preC/BCP S A1 X Sk
V1 T 75 2 74 4 55 7 L R AL 1 B2 1 L R 4 IR B HE-HBs (1
FEFIUS, A5 % 5% R JH S 08 4 P2 23 B 15 R & B T 40 0 32 1k
(T cell receptor, TCR) 1 B 41} % 14 (B cell receptor, BCR) 3
I 21 1 9 28 R I G 2488 T S5 AT A SR 90 457 409, (5 5 HBs A g/
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HBsAg T e e H AT AS ) 1 oy B RAL 2  J, — Fof
TR P R e 25 7 A RS 5 4 (1 58 U, B S [ T B 11 TR 4
e Mg A A I AN [ Y R iR e B HBY BT BE 2
PO B R TE B S, 330 HBsAg FIPT-HBs It
FPUO A WS R, TE B2 IFN 3R Y7 11 CHB (35 1 HBsAg Al
Pi-HBs JLAF 10 & A 50 25.29%2, M HLIAR 4 T s 2 5
3T BR A  WE B B 4> CHB H & TE 3B 1 )5, S R
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I B S BN A 9T (R R JEAT B 75 BB 19 HBV 2 1 8
rp, o B B B 9 PT-HBe A1 BH P A9 42 b7 B -HBs , (H X
A i 2 TP AT SR A A T R 14 7 ) S B v g | i BE-HBs X
T AT AR VR 75 HBY FRUOE B9 RUE 0 5 42 )
S AR J S I PPN A K 1 HBsAg, die 2 ) B 5 BUI
H T RE AL A 2k T 5238 | LA B i B 9 2 TR RT 8 K % BT JUE
FET-FRPA, K I, HBsA g/t -HBs L7 B4 ) HBV -8 1 ol
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Wi 7 R R ERBE R 2 41, 1 A8 % TR K RT REAE HBY
T I R A S SR R, 52 R CHB #5417 4 7 AE H-HBs 11
AR, NI SE R IR R & U (oligoadenylate synthetase,
OAS) /25 8 dsRNA Y B P 52 14, & 2 F RNA F1 DNA
903 T I UL JEL A O 4 TR, R 4277 /E dsRNA,
B OAS M ATP 74 27,5 -ZE 1T R (2-5A) . 2-5A K1
Wi Wi % R W L(RNase L)TE 45 2-5A 45 & J5 B80T | Al 5 P At
93 FE RN A RNA 000 26 19504 BT B o 45 i 25 1) 22 il
Ao, H AT A5 2 W0, OAS3 £ 1A 1975 S5 T RERE R CHB &
YR, OAS 35T REZ ] OAS3 SEH Z A8 LM
S, AT S B0 IEN i 5 19 OAS/RNase L i AN RE 58 45
i, B R AR, X0 B HBsAg FIFi-HBs FL771Y J5
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% 6 i % ¥ (electrochemi luminescence immunoassay,
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R 9 A2 (AL A7 J 5, TSR B 412 I )Y 43 HT TCR #1 BCR 2
R B AR S S A T PP 1 T B SR Bk A

WFE & BAE CHB B4 iy L3 AST/ALT LU AE | I 7% 3R
H 15 HBsAg RIHi-HBs JLA7 5 A SCH, % F 5 HBsAg/I
Pi-HBs A7 %, Pi-HBs /K F 5 HBeAg 1 HBV DNA Jif )2
Wity HBV &2 il /K -7 OGM % 4¢-HBs 347 op Al 5, A 0L
A ORI # BU-HBs 8% RIS HBsAg K- I, 3R
Hi-HBs 1] RE A AR A1 7 sl Ik sp ATk B, X T IRHBsAg/
Pi-HBs A7 B, 454 R AR 5 HBsAg ik (HW,
[l 45 45 L3 H HBYV DNA 7K 58 S 75 A7 72 38 2 il =
I3 TR B FR R T S PR AT RE I S BN AR 7 9B HBsAg K
3k 3% 5% HBsAg/Hi-HBs & & WIE I8, i i) 25 & 3L PR
S TR TR G 0 7 TR e S5 AR ARG T T R Al afn 7 2
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AR AR e DLHE RS T35 25 0 — 3 P Y SR A 0 s e
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BT SR, B OB AT B Ak T 988 XU
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B M PTE R AL B, AT 7F HBsAg Si4t-HBs $47 , B
BEXTF HBsAg AI4T-HBs X BH P 95 2 & il 16 BR 1 8 &, B
AR A FL A1 L 6 £ A 3 M O 1 25 W AR TR T . E Y
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Ry By Re A Y, R A5 G I A A A A I 2 SR R4S 2 0T
FAIKEI 75 DNA B2 £ S P 834 77 F 63 15 HCC #
S AR IR K A, T HBsAgMEHT-HBs 277 1 4 42 0305 75 42 i
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HE T T AR AR 2, Xob A ) it 3 T 24 1 % 18 2 o AR A A0,

2 P IR YT

HBsAg FI4i-HBs A7 295 7 5 18 F e 9 2 Al 72
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