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[ Abstract] Objective To analyze the changes of absolute values of peripheral blood lymphocyte subsets in the
patients with hepatitis B for evaluating their immune level. Methods 109 cases of hepatitis B in our hospital from
Jun. 2012 to Aug. 2014 were selected as the hepatic B group and contemporaneous 20 individuals of healthy physical
examination as the healthy control group. The procoagulation and heparin anticoagulation blood was collected in all
research subjects and clinically detected the immune indexes of hepatitis B virus(HBV) antigens and antibodies. The
real time PCR was adopted to detect HBV-DNA loads and the flow cytometry was adopted to detect the percentages
and absolute values of lymphocyte subsets. Results The absolute numbers of CD3" T cells,CD4" Th cells,CD8" Tc
cells and CD197 B cells were significantly lower than those in the health control group (P<C0. 05). The absolute num-
bers of CD3~ CD16" CD56 " NK cells had no statistically significant differences between the two groups(P>>0. 05).
The absolute values of CD3" T cells,CD4" Th cells,CD4 " Tc cells and CD19" B cells in the HBeAg negative patients
were lower than those in the HBeAg positive patients (P<C0. 05) ,but the absolute value of CD3~ CD16" CD56" NK
cells had no statistical difference(P>>0. 05). The absolute value of CD4" Th cells in the HBV-DNA positive patients
was lower than that in the HBV-DNA negative patients (P<C0. 01). The absolute values of other lymphocyte subsets
had no statistical differences between the two groups(P>0. 05). Conclusion The absolute number changes of pe-
ripheral blood lymphocytes in the hepatic B patients could prompt their immune function disorder.
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A K FHme £ 3457 . 28 [E Beckman Coulter FC500 i =X 41 g
0B AAEE 1 7(PCO 4RI CD45(CD45-PCT) | 57 4 i IR
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2.4 HBeAg 3Rk Mk & 4 J 1M 25 4k T 20 i S0 3 26 X 1 1Y
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Pidl CD3' T 4l .CD8" Tc 4 il .CD19™ B ik B4 41 s J2 CD3~
CD16" CD56 " NK 4l g X lb & 22 R B RS it 24 B L (P>
0.05 ., LK 2,

20007 NS
~ 3 CD3'T4AE
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W (P<C0.05) . T bk I 240 o SV 4 76 HBeAg B M £ 5 19 & 95 &
B R mEAE AT HBeAg B VE 2R A ik B2 40 7 7 B 1Y
Wk 5 G S B R L SRR TS xR R IR . R T
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