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Abstract

The development of viral hepatitis B is closely related to the immune system. After patients are
diagnosed with chronic viral hepatitis B, HBV interacts with a variety of immune cells and immune
factors, and then affects the immune state and treatment effect of the body. This process can last
for decades, and finally leads to different clinical outcomes for patients. The effects of CD4*T cells
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and CD8*T cells on the immune status of HBV infected persons have been recognized by many re-
searchers, but clinicians still ignore its detection value. Therefore, it is particularly important to
detail the changes and effects in the course of CHB disease to promote its clinical application.
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1. 518

HBV HfEdkARH T 2, HET, B EZ4T 4 NG T HBY, DLEUL ROy — AN ™ ST AL A
W [1], AT FE VAN BN X LR B s S R R, B T 4 BNz ] HBV
G TR % O BLER 2 AT ASCHEYE Z R RIS . CDA™T 4iiiAl CD8'T 4Hfiil
FEGIFBE JEE h AL AE N B —ERIR, DUl RER TSI T 40 2L P Al B e K BSeE 1R 77 &
’REZ%.

2. 8 ZEIFF R R S R A RaA
2.1. 18 ZBIFF R A& FRHLE

JHFE R — P G R 28, el R RN SRES, IRUE A B R IR 81T, R
V2 5 RMEFE P G e i, o JEUR M TR (HCC) I R R AL 22 6 B B[ 2] . HBV RS M B Y T4
fl, FECEVEBERLMAT S . K2 2RI 1 A N AT DT P 2 gy, (2 5%~10% N2 K J&
NIEVERT S, ki SEATEL . HCC HET A A . AMTEiEIAN, HBV Bl ks 5
(140 5 R A A 7 1 S IS D e R AE RS o S — 7 T, SOREAH PRSI PR A B R A AL IR 7, W RE
Tk A [3]. B HBV Ja, KZHUEF UG T %t 2, WndaE RN . i HBV EHlVEER,
If3% HBsAg Al HBeAg FH 1%, HBV DNA 4[5 55 i (>10° #2 Ul/ml), 43 A #5& B (ALT)1E % sl T, AT
HASLHESHE, BFWKRICER, TR0 REM o BF N iER, ®
PN HBV DNA i N F%, ALT Fa A IR IE, I BT Fra A BI0E s £ R k2 dRiE
HEARE I, HBV DNA KA F|(PCR %), ALT /KFIEH, FF4IMIIRIERAEZEME . B AR AR
TSI TE HBsAQ #H7IRAS s X PR AS AT RFSR 2L, (H AR 00 B 38 B B HBY DNA & i), $E(HBV DNA
TR AN ALT Fhom, N FE R .

22. RIZHRNTEINGE

ARG HBV J&, 15 3244 )5 3118 B G5 B2 AR R G % B LA B B 25 10 B (04, AT RiT
HEEAMAME T AR (FRIRR T 400)F0 B ik A0 (fFx B 400). T 40A AR MR 2E %, AP I T
ANV FERT 2 5 IR B RN S AR, AR5 3 A% S D[R] IR TR ] 40 B e 73 [4] . AR N Ah A
M T 4RI 7 2R RAA I, FEALUF =35 CDA'Th 4fiffi. CD8'CTL 41 fll CD4™ A7 %
T 40fd. Hor, CD4A™HI CD8T 4t £E id W 14 G 2 25 Hh AR OB A FH[5], CDA™Th 4B 2H s tEeik T 48
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Ji 370 R 32 A& (TCRap) Al CD4 2 TG BIYE T 403(Th), 45 CD4*Thl 4Hffl. CD4'Th2 4iiffl. CD4'Th3 41
Jfl. CD4"Th17 1 CD4 Tfh 44T . CDA™ WI4E T 40 M52 Hi s filifUs & Se 3 {E 746>y CD4'ThO 41,
CD4'ThO #fiffi /2 CDA'Th A AL R M AT AZEAL, £ REFHEAS A AR F/EH T, CD4™Tho 4
MIRT A6 RN R Th 0H 08, Hh 283 5 arERig, BAA DM i AR R G G % 1 6]

CDS8'CTL 4 (4 a3k T 4ifi), 4t #ik TCRap 1 CD8 43 FHI T 4. &= E4E 245
PR AT G bR R 2 L RE Al R AN SRR RS & )5, rhEE W TR (FN-y). B 3-2 (IL-2).
JiH IR IR BE IR T (TNF-B)4% Thl BU4H A 78 1L-4. 5. 10 A1 1L-13 45 Th2 R4 PR 1 & 3% S Ve .
CD8" i dH 4 25 1% Tc 400, Ts 200, Ts 2HMHITE T 4000, 80wV YA 5T AR SO 14 S 2 A
R G AT R [7] . To 4 6 U 2 40 PR e 2 7 A = 0N (R A e, ot 200 R R BB 7 A ROk 5 2
L, XTERANPREEAT IR, G 2 T I T A A AR A ) 3 B BRI, (RS S ATL AR X 4T i A S
HATIE BRI = ZEHLHI[8]. CDA'T 4HJi e b fe i (2 3 CD8 4L [ )i, HBV B4 7R N 1¥) CDA™T 41 i f2
b6 CD8* 4 2 )30 % A A8k, FFREAT AR . CDS 4 i i i M 5 1 £x 4 CDA™T 4 N B4 B s i [9]
CDA4Y/CD8™ RS T 4t 5 e sl 23 S AL R 40 f R T AH LB SR -MHC 2 TR AR R 45 &5, nlil
PR IL-20 INF-y 2 MR T ER i fL 3R FORI RS AN sE M T, A 57 A 40 G 58 280 B4
MBERS. IEH SO, CDAY/CD8 4 fRHr— & I LL, ERFHLAA 4 HR e T R o

3.CD8'T AT HBV BB FNNER 5Tk

HBV F 5714 CD8'T 4 il L i i Jubuim 5 S S AR SC B A £, TR B0 1) CD8'T Al I 5 % B
K RE I, % JRE SN AT {2 AT 0 & A2 [10] 78K Z s AR 1 HBV IR YL b, il % £if R sm
ZINREN CD8'T 4l o, (H1 M 2 BT 98 (CHB) IRAFAE & HBV HE5 14 CD8™T 4 g /e Wi A £ i A i i
EAARSS[11]. Ak, A LI R, R CD8'T 41 A2 2H 23 o 8 i B 5 LUK FE3 B 1 E DTk [12],
X SR A SIS Tp A T RS, st BRSO SR I, CD8'T 42 7E S I e A | £ Bt
TR EETE R RN A, DN R GTE BR Y B CD8'T i #6385 BUW SRR sLEAE[13]. T H g2
R 96 FB 3 1 HBV R0t CD8'T 4H MU Al Il & L 2tk 2 R 2 BB, K CD8'T 4l n] G2 th T4
AN R B PEBR R NS, 2 CD8'T 40 M & A & xf T 4 R h R i) se e A B 4t EEPE[14]. T
JFE o470 JER A B ) 25 S A TT BE SR HBV 5 5 1t CD8™T 4 it 1) s PE AN 8 B AE[11]. RIUEXS 18 HBV &
BT, AP CD8'T 4 2 mtads, EENERMRIEIEM, 1218 A sz, 52
SEBWT N RERPIRES . fEERYYE I, CD8'T 4 A s> 5 T H 240 M (A RS AR ELEme, meZvTRe
SEEENARLE)E.

X — ARV 2 B T FTIESE o 4 B A [ 1518 H s A R T HBV B B R R 7 CD8'T
M AR, BB T IR A RIS, R A RS A TR, 2 R R R IR e
CD8'T 4Hiu/KF 2 #m T CHB ¥ ; #rik CDS'T 4ifiu/K T 5 1MiE ALT iGtE 2 M E B &Mt . H1E
H4hie: HBV R 2n CD8™T 4l LA Ry sUm HBV G B8 IRIG 8l HURRE S 384
CD8'T 4 &4z 18 Mt Y 4 (1) B [16] . FE/N AR AL, AR HBV Hp et T 4 SN 5 s 15 v T 4
H(Treg) XAl o<, XA BT HBV UMLK AE[LT]. BhAh, —LemFFe NG EEH T g7 iiasr
CHB Al HBV % S FE[18]. 25 LATIR, WEEdr e T 40 n] BRI M £ BT 48 I T3 R I3 b R 4% %
BEVEF . SR, 75— E B, bR T AR R AR T4, RS E CD8'T 4 4y A R
PEA AR 7 1L-10 [19], @ AAE A DABRGIH S5 Rk, i aEss 08, CD8'T A fufEtg it 27
JF 46 H R L — AN GG . A4k, HBV BBt R IHLHI M ANTE 2. (e8I O RAT 28, Thig
T HBV R 7P XN. CD8'T B HIFZEAE 2 HBV FR4Ey; Arll, HBV R ERN CD8'T 41 rl fg
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A HBY IIRITUR . R, —SBHAL[201460], TCAEIR HBY Bt EAMERHE 2N 4
#A1 HBY 1KY HCC M3 ) HBV 5523051 CD8'T MR AN, [KIIL, HBV 45 5HEAUN CDB'T 4
W15 HBV R 2 [ H S DA 58—

4. CD4A'T ¢HpafE HBV BB ANANER 52k

T CDS'T 4 u s Ehfe, AMI—HE9E CD8'T 4iffl; #R1fi, CDA'T 21 Al GEXTR 7515
FIREERZE, PUNEANRKERESN CD8'T 4HIA= 4. 4EHFThAEICIZ CD8'T ML E . WA
Al EFXTR R, CDA'T Al A A TR R B RIS RN D i, DL RS CDA40L-CDA40 #H
HAERRURERL IL-21, ik B 4iffur=tEduik. thabh, RS CDA'T 4 a] LLER B GL i hr, FEimid 5
72 A 4 L AT (IFNy AT TNFo) A1 28 FL 2R FAS A5 10 L 122 40 P 3 e s ek iR 5 7590 B A4 [21].

SRR 2 I FEAIE I, 1 SRV R HBV (166 /15 254 B BE Y 37 25 V) AH G - CDA'T 4l AE 4EFF41 HBV
TP PR GBI E I [22]. 340, TERRZ PRI ERHAIT (AVT)ZE HBV JRE 1, 725
ALT BERAE R . WFRIEF G, ARG ALT RAEFIZE T A e R e, 7R T 4iA %yl
Re2 5 777G ALT KAE[23]. XIEATEE[2415F 4N E I T kAP IV EE S HBV B3 i 15 ™ AR L
HREZ IR AT, 45%R: CHB 41, FFHEIL(LC)4L. Z PR EEA Sk J5 & 1 T (HBV-PLC)
1 CD3. CD4. CD4/CD8 ik /K-t 5 X M AH LU S BHIK, CD8 Fik/K-F5xt A L o, &y (KE
#41 CD3. CD4. CD4/CD8 ¥J{ik T HBV-DNA 40, EIML&&G HBV J5, CD3. CD4. CD4/CD8 K]
FIEK PR 4K, CD8 ' RL/K AT E: SN, &, KEE4 CD3. CD4. CD4/CD8 5
HBV-DNA i PE2H A L35 -

RGN E M s, BFE CDA'T Al CD8'T 4iff, XFFispidba st ki £ EE ., R wH
Pl R EHLHI T RE FEUR SR T 40 BRI T gl Fm aE b o848 . i oh, Wi Xl
RYF 28 93 £ (HCV) S8 G v 1R 25 8 IR AT 17 VAR 70, DA Dk JH 52 i e S8 B e o o — 2 10008 B s e
CD8'T S N, o ARGt L, I vl OB P 92 B B P SR AR I H AT A R IX — W A (R AE
T HBV .,

5. B4

HBV &Y 9% R4 5ot R UM o, il A8 B 1 e poR S ses IR AR, HE s
P i & 45 JRy A B T CHB YRIT IR 787 . BT CDA'T 4ifxt T 24 S ThAg ) CD8'T 41
IR E EREE, PFHEAAR, KIAERTT CHB FIsRES T, CD8 HI CDA™ il &R M AF A4 A [13].
H T EARAE AP  HBV it COA'T At 5T AR D, S EERATRIX K e 4l 1) T A BEIR N,
A3 ST B 7 — DR T BATIAE CHB A IR A FH SRR, HAETRYT SR P e 7 R FE EATIIE 70 72
W R KT I )

&E 3k
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