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The correlation study of the peripheral blood T-lymphocyte subsets variation and HBV
DNA in Lanzhou patients with chronic hepatitis B*
Li Caidong sWu Bin ,Chen Xilian , Tian Peng fei , Duan Zhengjun
(Research Institute of Liver Disease s Lanzhou Municipal Second People’s Hospital s Lanzhou,Gansu 730046 ,China)
Abstract; Objective To investigate the influence of hepatitis B virus(HBV) replication level on the T lymphocyte immune
function and its possible mechanism by analyzing the change rule of peripheral blood T lymphocyte subsets in the different HBV
63 cases of CHB(CHB

group group) , 112 cases of ASC(ASC group) and 84 individuals of physical examination(control group) in our hospital from July to

load patients with chronic hepatitis B (CHB) and asymptomatic hepatitis B virus carriers(ASC). Methods

December 2012 were selected and detected the various T lymphocyte subsets by flow cytometry and the HBV DNA level by the real
The levels of peripheral blood CD3" ,CD4" lymphocyte cells and
CD47 /CD87 T in the CHB group and ASC group were significantly lower than those in the control group, the difference was statis-

time fluorescence quantitative polymerase chain reaction. Results

tically significant (P<C0. 05) ; whereas the CD8" T level was obviously higher than that in the control group with statistical differ-

ence (P<C0. 05). Conclusion Different degrees of immune dysregulation and immune dysfunction exist among the patients with

chronic HBV infection in Lanzhou area.
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L1 —fBegerl dEABE 2012 4 7T~12 F 1k R ATR & R
1i£ HBV &g # 175 i, Hdh CHB % 63 il (CHB 41),
ASC B 112 I (ASC 4D, T B H B R 26797 - HE bR H Atk

* JEGWUH MR R R RIIE (2012-1-12) . fEEF A
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FACSuite $ 4 7 46 % Br A 508 3547 5 Y6 S 8O- BRI #
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min, W RS0 8 P L 200 L B A S —JEE 1.5 mL B0
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1.3 GEil24bs B SPSS17.0 SRt H ik 4 F 17 2k M Al ¢
SN TR R T s Fom . RS FEARSE A « K50, 24
A 22500 AR A 4310 SR HL SR F B 56,
R #% . P<<0.05 RRERELI%E L.
2 & £
2.1 HBVERE Tk E MW g R S50 RAL
AL 22 M X CHB 41 f1 ASC 4e4h A ift CD3' .CD4™" J CD4 ™/
CD8* /K- E WML, 2 F A G il 2 8 X (P<C0.05); CD8™ /K
0 T R 2 R G R L (P<C0. 05) 5 BB R T &R .
CD4* il CDA™ /CD8" 7K - 2 BLZ ¥ T B 1 i 3, CDS ™ i 2 31
BT e, Wk 1,

F1 ZANEAN THEARTHERMNER (75, %)

CD3* CcDy CD8* coat/
215 n . . = <
TiRE4NM T T ikEgiH CDs*
ASCZH 112 72.14745.79* 39.4748.74* 30.748.44% 1.340.63
CHB4]l 63 74.0746.89% 38.438.35* 31.42+9.02% 1.3140.67
X R 84 78.53+9.02 42.69-£7.57 27.9146.15  1.5440.61

FhE (P<<0. 01); KM F 2k w4l CD3" K B Rk (P<
0.0, S5 eEskm 4 M, S fEdma CDA™ [ CD4"/
CD8* 7K i 2 R& Ik (P<C0. 05),CD8" /K B E F} & (P<<
0.05), SrvRTEEm A M L, F R w4 CDS' /K1 i 3
FHE (P<C0.05), HAEFILGI2¥FE L (P>0.05), L% 3,
%2 ASC#3¥E HBV DNA(+)FREZHEA T i#
BaEmRNER (s, %)

CD3" Dy Ccpgt CDat/
2151 . . ;
TkEgmfe  THkEgum T ke CD8*
EARE4] 13 70.654+4.50%  35.2245.60* 32.5245.79% 1.07+0.31"
Fggdgd] 15 73.44+4.15  36.2846.15  31.134+7.06  1.2940.52
fRER AL 38 70.954+7.57  36.8649.94  31.17-£10.18  1.31+0.66
XPHRZL 84 78.539.02  42.69+7.57  27.914+6.15  1.544-0.61

*P<0.05, 5 AL 4K 7 P<T0. 05, 54 FRAT b4,

2.4 HBV&GH T kDAl HBV DNA & 5 AR 56 P 4
#r CHB 41 CD3" /k % 5 HBV DNA # & 2 F M % (r=
0.221,P<C0.05); ASC 41 CD3" ,CD4" ,CD8" ,CD4" /CD8™"
5 HBV DNA # & ¥ JC M & . CHB 41 CD4", CD8"
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MERMER (L5, %)

*P<70. 05, 55X B4 A 7 - P<C0. 05, 54 JR 4L L8, - D3 D4 D8 CD4™/
2.2 ASC % HBV DNA(-E) [ 41 T ik 40 Mo 4 il TkEAuM  T#kEgu T ke CcDs*t
B HFIRY] A ASC B % HBV DNA 75 #; 541 CD3 " . FAREAL 18 72.9849.41% 35.83+8.72* 35.82+7.92*  0.8740.58"
CD4" .CD4" /CDSY K EHHE B EE . ERASIT¥EX PR 19 70.8048.59  40.527.76  29.1348.25  1.45+0.76
(P<<0.05); S MR4H [L 45, CD8" BH AL, B R A% 5 MRS 26 72.4540.03 41,228,938  30.05+9.51  1.41+0.63
X(P<0.05). W5k 2. WA 84 78.5340.02 42604757 27914615 1.54-0.61
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. CD3" T ik & 4 g (20) CD4* T ik EL 40 il (20) CD8* T ik EL 40 il (20) CD4* /CD8*
A ! r P r P r P r P
ASC 241 63 0.120 0.146 0.083 0.509 —0.015 0.905 —.051 0. 686
CHB 41 63 0.221 0. 048 —0.207 0.104 0.193 0.129 —0.175 0.170
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