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Abstract

AIM: To characterize the T-lymphocyte subsets in periph-
eral blood of patients with acute and chronic hepatitis B,
and to explore their relations with the disease state.

METHODS: Peripheral blood were collected from patients
with acute (n = 17) and chronic (n = 29) hepatitis B and
healthy individuals (n = 20). After marked with the spe-
cific fluorescent antibodies, CD4+ and CD8+ lymphocytes
were detected using two or three-color flow cytometry
Meanwhile, serum ALT and hepatitis B virus (HBV) viral
loads, as well as the peripheral lymphocyte counts were
examined.

RESULTS: The percentage and the absolute number of
CD8*CD28" and CD8*CD38* T lymphocyte subsets were
significantly increased in acute HBV-infected patients than
those in chronic patients and healthy controls
[CD8*CD28'T: 59.6+16.4%, 66.8+15.1% vs 64.0+10.0%;

(0.2940.07)x10°, (0.38+0.14)x10° vs (0.22+0.10)x10%L;
P <0.05. CD8*CD38*T: 57.4+12.3%, 65.0%+12.8% vs
55.6+10.0%; (0.28+0.09)x10%/L, (0.37+0.15)x10%L vs
(0.394+0.10)x109%L; P <0.05]. The number of CD8*CD28* T
cells, but not CD8*CD38* T cells, was significantly higher
in chronic hepatitis B patients than that in the healthy
individuals (P <0.05). Furthermore, the CD4/CDS8 ratio in
acute, but not chronic, hepatitis B patients was remark-
ably higher than that in the healthy individuals (1.19+0.34
vs 1.50+0.54, P <0.05). None of the lymphocyte subset
exhibited significant relationship with HBeAg or serum
viral loads.

CONCLUSION: The activated CD8*CD28*and CD8*CD38*
T lymphocyte subsets may play important roles in the
clearance of the virus in HBV-infected patients.
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HBV S L R0 B A2 1), SRR RE R B T
WU 7T 2 S ) 4 5 T 7 SR e 796 75 O I 40 i
T EREFPREE AT LT R MR T 48 (CTL) J
IV, 3K L f W TE £ R B A JE) IR0 A T A
PLEY R, BT HBY A e B AL A — A B ik
S AR 23 B 1 P R % A PR A0 ) 0 S P O SR ) B
AR . B, S MBI R EE T
JE, REARTESR A MR 40 R s b A AN TE
BT oh CD4/CDS LU FRF, AL AR
A T G ST A T U L 40 43 Sk AL T 4
MONERE. THEET UMV BE . B0S T 40 B Je 1= T
MREAE, ARPEIEME, TATHERA . B
G T BRI BB RN 2Pk U R 3 A B IR T 9k 2 4
ML B AT T 50 #7.

1 HRIFSE

1.1 A BRI R - 2T H], 519
], 284, FIFER30.3 4+ 10.2%, ALT 72.96 +
14. 04 nkat/L, JHEREEKPAE 2. 09 X 107-1. 96 x
10" copies/L, HHtHBeAg PHE 21 4. XFFRZA T AN
St 174, 5126, L5, A 31.2 £10.9
%, ALT 853.82 + 464.2 nkat/L, HBVDNA ¥4
PE, PL-HBcIgMBHYE, ¥A¥T )5 HBsAg A BIME. 12
W 77 & 2000 25 7S Ji Ak e A1 A AR O s i (V5 %2)
T2 I 2 Wrbr . AN 3% B I HCV, HDV ATHIV 4T
IAFAYE, FEBRIARE TR, B3 R 2 SR,
MHRITHEEAN204, B124, L84, FHF
1£25.9 £ 4. 328 TN MR BRI LA A 1440 44,
Pk & 1-4 5 5AEH 2 9B TR, AT nAb
24 9 : PE-CD14/FITC-CD45 (14H) , PE-1gG2a/FITC-
IgG1(241), PE-CD4/FITC-CD3(34H), PE-CD8/FITC-
CD3(441) . A FH#AE Simultestv3. 134T 407, CD4 48
JOAT C D8 40 B A = Lo e AT R, Hop
CD4CD45R0, CD4CD28, CD4CD25, CD4HLADR, CDSCD28,
CD8CD38, CDS8HLADR ' CD3 3 PerCP#%icl, CD4 1 CD8
M FITC- #rid, HAthAE A PE #5id;: CD4CD45RA,
CD4CD95, CD8CDY5 Ht CD3 Jy PerCP #%ic, CD4 F1 CD8
M PEARID, HARMFITC brid, B Cellquest
AT 208 . BT HU4E 4 B BDA |]. FACScaliburii 2
40 M4 B 35 [ BD 2y &) . I BRI SR A H A A 7 1)

SF3000 f1.43r 254> H 3 M3 73 HT 4%, HBV-DNA & & farill
K N A 2 85 2E PR GeneAMPs y s tem96 004
A HBVMAS I A P ELTSA 5 33647, JFF Tl BERS 0 436 1
HEARMALT 7500 42 B B AL T A
1.2 sk BEEABE L wk HCEDTA &AM 3 oL,
—HB 4@ 4 B B S B AT B A R T AR 4y
55 T8 43 3 U 2 O TR L A B A A
[F] B SR 5 38 AR Pt i R AT HE Th g,  HBVDNA A HBVM
FOL I 1 ) I R 2 240 ST P 0 < At 0 5 A 5
A 50 UL Friti, SRIGEE T IMAMRPAE 10 pL,
PZIRA), FHIREDLEE 20 nin, A1 oL HIMLE,
W iRA, FEHEBEHKE 10 min, 1 200 r/min
B4 min F W, MMAPBST mL, 1 200 r/min
204 min FF_LIEW, IO PBS400 uL, RS L
MURI. 4758 ot o 0 10 40 B o 5RT bk E 4 B v 25 o
FeAHSR, 19tk 40 Ml o1 4%, CD4, CDS8 4fi i vh- 4k &
1 FF bk B 440 it 31 %52 531 55.CD4, CDS 4R S 17 43 EL () e AR,
CD4, CD84H M & WA T B A A% B A b 5
CD4 5% CD8 41 g vH 4k 1) e .

Bt a3 SRR SPSS10. 0 BHT S5
Wi, B2 1A4f ] ANOVA Ebie. fE18 YT B, T4
f % W BF 5 f 4 HBeAg SRR M LLBURH X* %, M
HBVDNA [#) 5% Z2 A5 FH AR DG 20 #r

2 BER

EHN, Bk ZHTRE M 2 HFR) CDS'CD28 T 41 i i) i
34 IR 59. 6 + 16. 4%, 66.8 + 15. 1% F164. 0 +
10. 0% ; 4%t 504 2 0. 29 + 0. 07, 0.38 +0. 14 A0
0.22 £0.10(x10°/L), 2YEH 58 LI &
AAHEL, CD8CD287T 4 M iy £ % £ A /i 43 Lb =
(P <0.05). MM LR B EHICDS CD28 TN iy 5 g B
N TR (P <0.05). IE® A, S¥CFaEN
JIF CD8CD38™T 4 M FI 1 43 b 43 i) 52 : 57. 4 + 12. 3%,
65. 0 4 12. 8% 1 55. 6 4 10. 0%; 444} F 4> HIJE - 0. 28 &
0.09, 0.37 4 0.15F10. 39 4 0. 10(x10°/L). &k 2
W5 IR A AR L, CD8'CD38T 41 il 1) 1 4
EE R g R T (P <0. 05) , Tk S HFafg B A
L ZERAEFE (R D). A, CD4/CD8 KIH{E, &
PR (1. 19 £ 0. 34) FIEH A (1. 50 £ 0. 54) #HEL R
(P <0.05), TS (1.29 £0.42) HEFA
MHLEAR T, (EREESIHEEN. 2k, 18
P Z KPR IE® A CD3'CD4'T, CD4'CD45RA'T,
CD4*CD45R0O'T, CD4*CD28'T, CD4 HLA-DR'T,
CD4'CD25'T, CD4'CD95'T, CD3'CD8'T, CD8'CD38'T,
CD8'HLA-DR'T, CD8'CD95"T 4 i ity 11 43 bb D & 3o # 7%
BB S 23 AR L. ZEIRATATHT I 27 1128
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Bt HESE(109L) Bt HEITEL(10°%/L) Bt HEITEL(10°%/L)
B4 5.46 + 1.70 5.04 + 0.83 549 + 1.16
AR 326 +55 1.8+ 03 358 + 9.1 1806 35.6 + 8.7 2005
CcD3* 66.2 + 9.8 1.2+03 71.8 £ 10.9 1305 69.6 + 6.7 1404
CD3*CD4* 389 + 6.3 0.6 +02 389 %55 0.7 £03 36.7 £ 6.2 0.7 £02
CD4*CD45RA* 408 + 7.5 0.3 £ 0.1 40.6 + 9.8 0.3 £ 0.1 39.7 + 10.8 0.3 £ 0.1
CD4*CD45RO* 59.2 + 8.2 0.4 £ 0.1 63.6 £ 12.6 05+ 0.2 60.4 £ 11.5 0.4 £ 0.1
CD4*CD28* 94.0 + 3.7 0.6 + 0.1 939 + 3.4 0.6 +02 92.2 + 3.4 0.7 £02
CD4*HLA-DR* 19.0 + 5.1 0.1£0.0 252 + 85 0.2 £ 0.1 26.2 £ 14.2 0.2 £ 0.1
CD4*CD25* 377 £ 94 0.2 £ 0.1 36.3 84 0.3 £ 0.1 314 48 0.2 £ 0.1
CD4*CD95* 53.1 + 10.1 0.43 + 0.1 545 + 10.0 04 %02 51.9 + 14.3 0.4 £ 0.1
CD3*CD8* 27.8 + 83 05+ 0.2 312+ 48 0.6 +02 29.7 £ 5.3 0.6 +02
CD8*CD28* 59.6 + 16.4 0.29 + 0.1 66.8 + 15.1% 0.4 0.1 54.0 + 10.0° 0.2 +0.1°
CD8"HLA-DR* 202 + 7.1 0.1 £ 0.1 23.1 £ 82 0.1 £ 0.1 242 £ 10.6 0.1 £ 0.1
CD8*CD38* 57.4 £ 12.3 0.3 + 0.1 65.0 + 12.8% 0.4 £ 0.2* 55.8 + 10.0 0.3 £ 0.1
CD8*CD95* 19.4 % 10.1 0.1 £ 0.1 22.1 £ 10.8 0.1 £ 0.1 212 +£72 0.1 £ 0.1
CD4*/CD8* 15+05 1.2 + 0.3° 1.3 +04

°P<0.05 vs IFE A, °P <0.05 vsIBIEZFF.

PR A, HBeAg FHIEE 20 4], BHYEHE 7 #1;
R 45 55 HBVDNA B HIK-FR K, HERET hEE
H17K 4 (1545), HBVDNA = 10°copies/L) F{EA
S (12 4], HBVDNA<10%copies/L). ¥4 % T 40 F
Bf, CD4/CD8 {5 HBeAg BH R IVE 2 IA1EAT X
ke, WA RIS U= . 5 HBVDNA 7K L
B, WA FEN. e EHAEE, F HBVDNA
A B R 5 & W RE R CD4/CD8 bR AT AH 2 L
B, BEAgirEEX.

3 1R

B G E T eI R 4: CD4 41
(CD3'CD4"), CD8 #fjiL (CD3'CD8Y), CD4 4i L4 Jiu V.
Bf (CD4'CD45RA") , CD4 i fZ I#¥ (CDA'CD45R0"), CD4
DhEE AL (CD4°CD28") , CD4 #i% W.Af (CD4'HLA-DR',
CD4°CD25%), CD4 8T VA (CD4CDI5"), CD8 Ljfies
BE(CD8'CD28"), CD8 WG WA (CDS8'HLA-DR",
CD8'CD38"), CD8 YHT-ILEf (CD8'CD95") . 7 F 4H i
B3 (CMV) ™1, B SR 255 a5 K (HSV-1) VR 52 0 25
(HTV) DOl et #0m LRI 238035, C 128040
BRPE T 40V RE. EAMEORLZREE, CD4 2l B4 M R AT
1A CD28" 73 F ¥ CD4 A CD8 41 V¥ ek I M4 5
RN YRR, 7R HIV RGN Bl a7 4, IX
ER & O R AN (S B 211 TE Ny 0N 1= TR (Y o]
Pk OB 40 & A HBVDNA, HBsAg, HBeAg %%

PURMETE, XD ARTEZ B AL R A — A PR
P RN WE, IRATA 14 AAFEK T 4140
BEYUAII Y T IE® AN, S0k 2 FFAEE 28 B H1
A JE I 9 B AT B R AR R B, R T 41 A
A7 A = ELER I AE CD8 41 fifd |1 1y 6 ME. B CD8'CD28'T 4
i AN S WA CDS'CD3S T 41 il b, St LB A
CD4/CD8 A —sE = XAk, Stk L 40 E i
CD8'CD28" 4f g LI EH B =, Mgtk L5 1EH
N, #XHIEARE TR, REZXHTHEEE
ARG b2 S RSN SR IE B, CD28 2 T
MM EF BRI LN RS, S5IL-2 50~
AP O ANFIE CD28 43 T [ CD4 1 CD8 41 filg 252
PURRISS, TR E W EOE, AL T EWLNE
KA, EFHERAMME T, R R RS R B
CD8'CD28" [ T il e %, C&A NEWBOE
181k L B3 1K) CD28 2 4 Sk TSR A/ bk B2 40 it 1
A A SO B S R IR T Ok B — AN
CD8'CD38"T il i 5595 7 B I ) G 88 [ VA 2%, 7E HIV
Y, ATLLEE | CD8'CD38 T A i Tt R e,
R, Stk SRR 1 20 28 35 40 A I P 3k 5 41 i 1)
T T Re S C PR ER IR A O, TERRAT T R 2k
LA, CD3CD8'T MA B E T, T CD4 %
HHEBRSA, BTl X ZPEHT 4 B CD4/CDS
THESIER AME, FHEM N, $#275CD4/CD8 4
M5 CHRERERE —ERXER. Bkt et al™ X
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THBV RS S i JL A0 J) 1 Tk B2 40 i S B A 5 B 5 IF
WILEAHL, 12O L E 2R CD8+ Tk E 4
B Sk, Hod cD8'CD28'T, CD8'CD38™ 4 B i 7+
&, BREJLCDSCDIS' T B H B, ATLLEA
AL EE HBV K e g A0 8 i e e 5 — 2 R 22

E A Sing et al X T4 T G i B B B A (7] fy
BB 2 28 3 () 4 JB) AL P 4 A T 9h 2L 440 i T e 3
TTTIRYY, RILASFEIM B £ AT 3 I CD45RA,
CD45R0, CD38, HLA-DR8{# CD57 # A A54k, 1M apCD4
MM RER T HEIZEEEA S ERH AMEE
CHEARLG, T HLA ST B B s A St B b, IR RS
JH-H, CD8™ 4f it fiv i () /F FH 2= Hlw s M &, A
0] BETE PLOE 2 15 BEIE BR v B 10 I AR ok 31 O B K AE
A BATAFA8 I CD8” 1 T 240 Jifd 4 sk AT I o
& BI CD8'CD28'T 4 fifd, CD4,/CD8 e i) < 8 A FHAIF
SETIX— 4. Shimada et al™® 4§ FHHLA-A2-HBc18-27
tetramerfiff 5% T8 1L T B E K 4F B MLHBc18-27-%F
S PEIICDS T4 A A B - i FH AR 20 f X S0 4 it 1)
a2 18-1. 28%, FHERIE CCR AN HLADR #5375, 1M
A A i rh X EL A0 i PR E AU 0. 02%. i SR BB
HEANMT WG, 455 DhReftoT, AT iR 2
P SR AR ML R 7 0T BB R = L.

B, HET MpAE, mCcD8°CD28 T
CD8'CD38'T 4l Jid, Wi 7 ZHFR NS 5 & T Re v e
S, iy, SR IX S48 i o] BE 2 7E
STV S — B RER R
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