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The TCM syndrome classification of different immune status of chronic HBV infection
and T.B and NK cells subgroup correlation studies "
Zhang Bing' ,Yang Lisha*® , Tang Meiyuan® , Zhang Min' , Nie Lin'
(1. Department o f Gastroenterology ;2. Department of Traditional Chinese Medicine ;3. Department of Clinical Laboratory ,
Af filiated Hospital of Guilin Medical College .Guilin,Guangxi 541001, China)

Abstract: Objective To investigate the different immune status of TCM classification and the levels of T and B cells and the re-
lationship between the NK cells. Methods Three different immune state of patients with chronic HBV were divided into asthenia
syndrome(AS) group and sthenia syndrome(SS) group,and then we detected the peripheral blood lymphocyte subsets and NK
cells,and compared the above each index analysis. Results In three different immune status,all patients with AS and SS groups
CD4" T cell percentages are lower than normal control group (P<C0. 05),and in a state of immune tolerance, CD4" T cells of SS
group were lower than the AS group (P<C0. 05),in a state of immune clearance, CD8" T cell percentage were SS group>>control
group>the AS group (P<C0. 05). Three different immune status,the ratio of CD4" /CD8" SS group were significantly lower than
the AS group or control group,in a state of immune clearance the SS and the AS group B lymphocyte percentage were higher than
the control group,the percentage of NK cells was lower than the control group (P<C0. 05). Conclusion Chronic HBV infection
have immune dysfunction; HBV infected different immune status of TCM classification have relationship with T and B cell subsets
and NK cells,and the immune function test has certain clinical application value for the judgment of TCM syndrome type.
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1 REMZREE T.BHAMKR NK @EEE S (L)

20 73 n CD3"T 4 (%) B 41 (%) NK 41 g (%) CD4T T 4L %)  CD8" T 4ifia (%) CD4*/ CD8*

Sl 10 71.8+8.2 12.8+4.6 13.445.¢ 34,245,374 24.6+5. 4 1.26+0.3%2

AE4 10 71.54+7.8 12.344.5 13.744.8 36.446.1" 23.3+5.6 1.4840.4

XA 20 72.2+8.3 11.744.1 14.5+5.6 40.1+6. 8 23.8+5.8 1.610. 4

*P<C0. 05, 5 X AL LA~ . P<<0. 05, 5 B UE4L b .

*2 RREHRERS T.BHEME NK @E 5 (TLy)
2150 n CD3" T 40 %) B 41 (%) NK 4 il ( %) CD4" T #4MiC%) CD8" T 4ifits (%) CD4"/ CD8*
SIE4 10 71.249.7 15.645. 3" 10.4+5.5* 31.646.7" 30.1+6.8%4 1.05+0.4%2
RIE4 10 70.5+9.8 15,345, 1~ 9.73+5.8" 32.946.0" 18.24+6. 1% 1.8240. 4"
XHEZH 20 72.2+8.3 11.7+4.1 14.5+5.6 40.1+6. 8 23.8+5.8 1.61+0. 4

*P<0. 05, 5 XA LA~ . P<<0. 05, 5 B UE4L b .

*3 BRAEERS T.BHEME NK @ HF S (TLy)
25 51 n CD3"T 4l (%) B 4 (¥ NK 41 it (%) CDAY T4 (%)  CDS™ T 4ifig( %) CD4*/ CD8*
SEELH 10 70.4+8.6 13.345.0 13.545.7 36.246.3" 25.244.8 1.4340. 4"
RAE4 10 69.5+7.5 12.3+4.8 13.245.2 37.446.5% 24.3+5.4 1.5140.4
XHRZH 20 72.2+8.3 11.744.1 14,545, 40.1+6.8 23.8+5.8 1.61+0.4

* 2 P<C0. 05, 5% B H#%2 : P<<0. 05, 5 EE4L Lh i .
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