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 E:HH THS BHELBERE HBV B EF AR LEKREN AL T.B@mieEH i NK @6 {4 . ME X RAR
B, AE SHAFRLBERN T LR FRA LR R AR B 80 #1204 HBV B4, 44 20 4], AR X 0 je U n)
AR ek E e B A e NK 0 . 2 AR A 5% A, £R ToRFLxTHER P, o Arkae NK a8 .CDA' T &
CD4" /CD8™" el 3 BB 413 ¥ (P<C0.05) ,B 4 i \CD8" T i LR * B 403w (P<0.05), & o W AE ¥, 5 &t % 4 Ae 295 R
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Study on relationship between different immune states and the levels of peripheral blood T cell subsets,
B cell subsets and NK cells in patients with chronic hepatitis B virus infection in North Guangxi”
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Abstract: Objective To investigate the relationship between different immune states and the levels of peripheral blood T cell
subsets, B cell subsets and NK cells in patients with chronic hepatitis B virus infection in North Guangxi. Methods 80 patients: 20
immune tolerance cases, 20 immune clearance cases, 20 immunodeficiency (inactive) cases and 20 normal control cases, were
selected. The levels of peripheral blood lymphocyte subsets and NK cells were detected by the flow cytometry. Results In the im-
mune clearance group,the numbers of NK cells and CD4" T lymphocytes,and CD4" /CD8" ratio were lower than those in normal
control group(P<C0. 05). And the numbers of B lymphocytes and CD8" T lymphocytes were higher than those in normal control
group (P<Z0.05). In the immune tolerance and immunodeficiency (inactive) group,the number of CD4" T lymphocytes and CD4 " /
CDS8™ ratio were lower than those in normal control group (P<C0. 05). And the number of CD8" T lymphocytes was higher than
that in normal control group (P<C0. 05). In the immune tolerance and immunodeficiency (inactive) groups,the number of CD4" T
lymphocytes was lower than that in normal control group (P<C0. 05). There were statistically significant difference between differ-
ent groups(P<C0. 05). Conclusion There are lymphocyte subsets imbalance and immune dysfunction in patients with chronic HBV
infection. The detection of peripheral blood lymphocyte subsets and NK cells have clinical valuable for understanding the immune
status of patients,assessing the patients’ condition, guiding treatment and developing vaccine.
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1 F4H T.BHMKR NK HE 5 (TEs,7n—20)

215 CD3* T 470 B4l %) NK 4 (%) CDAT T 4% CDS™ T 4ifa( %) CD4+ /CD8*
Gy 52 21 71.548.1 12.8+4.1 13.344. 74 34,645,274 27.745.9%4 1.30+0.4*4
G BRA 70.849.6 15.943.8% 9,744, 2" 30. 845, 4% 32.646.3" 1.12+0.3%
G 4] 69.749.5 13.243.3 13.0+3. 94 35,444,174 28,346,072 1,340,374
X AL 72.248.3 11.744.1 14.545.6 40.1+6.8 23.845.8 1.610.4

*P<<0. 05, 5 X BRAIAI EL 52 . P<T0. 05, 5 e G bR4lEL .

&2 #/A T.BMEK NK RN (T+s5,2=20)

415 CD3* T 4 ffy (L) B4 (ul) NK £ fifd (L) CDA™ T 4 g (L) CD8* T 4 ffy (L)
G LT 52 41 14624120 2324103 28141692 76642014 5834160
B BT B A 14274315 266485 2104118* 5834207 * 598+138"
G EAR L4l 14844292 2194129 26341244 71141874 576170
Xif iR 2] 15774421 228479 3204165 9624198 558196

*P<<0.05, 5t BRAIAH EL ;2 . P<<0. 05, S Gy i bRl Lk .

1 #RE5FE

L1 — gkl IR 2011 4F 6 A % 2012 4F 6 F BRI 2 5t
Rt Jeg B2 g B A A T A% e 9 5 B 18 M HBV JB& e 2 80 1], 4F i
18~65 % , A % 35 %, Horh 55 46 i, & 34 i, 34y 7 4
No FE(8 M 2 RIT 5 B TR 78 T (2010 45 [0 sk U 4 Ay e 28 T
Z R BRAL AN 4 AR S D 4 K IR 4L, A4 20
il o HEBR A IS B 52 L AR R AZ A (O S Bl T4 R 4%
oG 2y Y s s R R L E W RIS W o e A, KA E
B 0 B I ) 8 I 5 L A PR AR R

1.2 Kk

1.2.1 AFShBesi  m AEROSET 4 A 3l 4E AL AU 5E .
1.2.2 HBV MiFric % (R Rl SR FT i [ 43 B
GIEF NI AL T R A AR A R A R ANY-
TEST 2000 B [a] 43 HE 4 .

1.2.3 HBV-DNA E &R R AL R R E E - RE
B 55 2 L (FQ-PCR) J7 125, A #% 24 22 B MJ Research 24 H] M
Opticon Monitor SZH}%¢ 3% & & PCR Y.

1.2.4  f#MsHT SRJT4A B3 mk s i AL

1.2.5 51 JA] i bk O 200 Jf 2 AR A 7 i SR T IO €8 58 S A a0 TR
KA AR (low cytometry, FCM) , 3 ML Wk R AN A L. 52 50zt
SR« O € 90 EEL 440 L P AR 9 0K, 0. 01 mol/L B R 2% wi il
(PBS) ,EDTA #i# 1L, £ 2ALL : % 3£ E Beckman Coulter
23 A B EPICS-XL 7t 41 M A%

1.3 gGiitighb s SR A SPSS17. 0 4¢3t 3k #E 47 48 i 2% 4
Br 2R FH SR 2R Ty 22 43 e i 3 PR R TR K UE R 0. 05 (XL
M), P<<0.05 K ZEFA Git 2 E X

2 % S

2.1 4 T.BAIM & NK A4tk 441 CD3" T 410 5
TR A 22 7 B S i 22 3 L (P>>0.05) 5454 CD4A™ T 4 iy
M CD4™ /CD8™ HfH 5 %F R 4L b 8 B fIK, 4 41 CD8™ T 41 g
5% BRALAH ¥ F s 25 A SRR R S (P<C0. 05) 5 B s v
% 20 5 %0 B AR LG . B 41 I o= o NK20 i AR L 22 5 0 Se it
TS (P<C0. 05); o 5 T 32 41 A f g3 R 441 CD4™ T 41 il

—

CD4™ /CD8™ Ju NK 4 g 34 & F fe e i B4l . CDS™ T 4u ik T
RIEWERA  ZRESRITFRE X (P<0.05 ., W&,
2.2 %4 T.B4iffs bz NK 4 jfi 26 %)% 4540 CD3' T 41 g &5
M IRA A F G208 L (P>0.05);441 CDA™ T 41
555 BRZHAH L X B AR L 22 5 A e i 1 L (P<C0. 05) ; S y& i
B4l CD8™ T 4 g Lk K B 40 fft 55 %F B 41 AH Eb T+ a5, NK 4 fifg [
5. 2% 5B Goil 2 2% L (P<C0. 05) ; 503 Tid 52 41 F0 0 8 R 4 41
CDA™ T 4l il % NK 4 & T b bl 2 R A G5 ¥8 X
(P<<0.05), W% 2,
3 it e

Yo RE T A2 30 2 8 F UL A48 M HBV fd BESE A 3 g o 2
137 HBsAg. HBeAg BH 44, HBV-DNA & % K T 10° copy/
mL, {5 I 75 P4 4 R 24 3L 54 A% i CAL'T) /K - 1E 4 T 4 4124 0 W
5 H I AR BOE BT AE BB R IR AT RS
G AT A AL i R L SRR N IR R SE R UL M P S R AR
Iy HBV-DNA>10" copy/mL. f:4 ALT H2 i [a] 8 1
e S AL 2 % op B 5™ T RE IR BT L I A A Ak ] P R TR L S A
2B T R O SR A AL RN JFF 20 . Sl T B SORRAR CIED 42 1 0
I N HBeAg [ . Hi-HBe fH#:, HBV-DNA #5421 F 10°
copy/mL B I A i (PCR #) VALT KV IE % . IF A 2k
SN BALAT 55 BE S 0E 3% 2 HBV IR e 351 15 47 98 15 thl 10 45 31
TCHB 43 e 1A A8 K A TR A A I 240 f 9 1 XU RS KR I I8 2

H Ak P9 2 3538 30 1A Sy HBVY 95 35 78 8 9 R 3 8 15 )i
0 A T S 3 S S A A2 BB A G S ] T T A0 Y 45
o Forb, 20 f S N HBV I 5 5| I 20 A 45 3 09 &
BHLH

T 48 M2 HL AR BT % e F 3 Sz o o ke 32 S 4 I A 9 88 3 1k
. Hop,CD3" AR T 4. T 40 M by 3 /Y & o
REM AN [E AT LA 432 CDA™ 5 CD8" W4~ A, CDA ™ 4l i £ %y
W) T 400 CTh) o B 7E o 5 2 A e 3 B RO SV A0 8 40
WA S AT 0 T AR A 22 (TL-2) Ly T 2 (IFN-7) 25 ;CDS ™
B E R A M T 40 8 Ceytotoxic lymphoceyte CTL),
CTL J& iy 72 G015 B 25 1 e 40 M 1) B SO 4l i . 7E I
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BUA 4% T 40 Jf SE B AR B B VR S0 L 2. CD4™ /CD8™ 1
I 2 WL AR G328 1 1 B B4 bR 2 — , L LU (B A8 1 n] B RN ML
RN I T BEAR ST . AR R &4l CD3T T 41 i & 4 Lk
246 S B0 B0 5 % B LM [ 22 7 B T2 R L X T BE S R
HHEY HBV i rp £ 22 CDAT M CD8' T4l H#ES 5
HX. %54 CDA™ T 4 4> b5 4% 4. CD4™ /CD8 ™ Lt {A
55 %6F HRALAR Eb B A, CD8™ T 41 I - 157+ LA f 328 33t ok 4L 1 i 32
W RE R EE X SRR IS BT 1 o
FAERMM . LR R A2 HBYV &, CD4™ T 40
0 388 7 B IR AR R D B AR N R P AR A O L RS g
TR I 2 R R . CD8™ T i M A= 1 384 i — )5 I A % 7
i CD8™ T 2 M rbr iy T 400 44 48 M 10 1) CD4™ T 48 i . 4% ifj 5|
J& CDA™ T 21 M35 s 8 1 T B o3 — Jr i 7H & iy CD8™ T 41
M CTL #4540, CD4" /CD8" 1 L {5 F W , 32 7% fa gis
AE TR . T Z AR A A B REZE R LG E
S, AT B G T A R E 98 0 0 2 BE AR M A e,

B 42 AR 32 AR e B AN, AR B ST R & 4L B 41
i B R B S R TR B 4L S X R 4R L B T
T 22 A Gt R S 0 SR AT R VRV ST B 9T 4
L. HBV S ARG R %8 R 5008 80U B 48 L 5% 16 g
SN L 7= A 5 4 B 45 A I DA B R R S R TR e i A
HBV )55 B A: B F v e — @ VB F . F 9 1 W3 40 0 R £ 7
PE N 285 T AL O ELAR PR FH A B T SR 4 Ry L 0 R X R
YER R — 5 R R A 5 0 5 — D 9 4 L DL B R 4 1k
SR

NK 40 i & AL AR R 2K G 1) 32 B2 0 3, A0 J2 3R A5 1 40 i
G P 20 U8 T A . NK 40— J5 1 o] il 5 CTL 3% 42 H 3%
095 R IR (S A0 53—y T T SE G SR TS AR R AR A
WA T BR B 520 B TG A0 4 L oAb L 38 AT 4 9 K Y A
R TN R TR e AE A0 ML TR T R LR T agT L R
7 P o358 T R 4 1 NK 40 it 260 % B50RN F7 4 L 7 45 40 7P A fE
K, S5 HAL 3 ML ERA G 8 S 4R S LRG|
S B AR, S T A2 2H S T 4 G Bt B X T 2
BT, 45 RE7 18 HBV &Y % NK 4075 A%, —
J5 TG 22 W N I 3 5009 155 7™ 2 R AT AN A — B I R 3
5 —J7 i HBV &Y 5 b NK 40 (49 3 /> 7] fE 5 HBV
TG E e A ST,

T AU HBY J5 . AR5 i B 40 1 S0 3 ) 09 57 45 bk
FTE - 22 B Ry S0 L I i O 40 f S0 BF 1 2 b L 46 % s Eh RE AR
DA S W R A A/ TR I S B 200 L 58 o B ARG T A Pk AR 2
B4 955 IR B B
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