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Analysis of Different Subsets of Lymphocytes in Different Clinical Types of Hepatitis B Patients.
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Abstract Objective To research and analysis the difference and clinical significance of lymphocyte subsets with different types of

clinical hepatitis B (HBV) in patients. Methods

Peripheral blood T lymphocyte subsets (CD3 ", CD4 * ,

CD4 "/ CD8") and NK cells

(CD16 “CD56 ") accounts for the lymphocyte percentage which in patients with the hepatitis B virus carriers, chronic hepatitis B, acute

hepatitis B, liver cirrhosis (LC) , hepatocellular carcinoma (HCC) are detected by flow — cytometry, and compared with the healthy con-

trol group. Results

in the hepatitis B virus carriers, acute hepatitis B patients are no significant difference (P >0.05); The CD3
and CD4 " /CD8 " ratio in patients with chronic hepatitis B, LC and HCC decreased significantly ( P <0.05) ,

Compared with the healthy control group, the CD3

", CD4" T lymphocyte percentage and CD4 */ CD8 " ratio which
*, CD4"T cell percentage

with the most significant

decline in HCC patients. Compared with the healthy control group, The CD8 * T cell count increase significantly which in the patients with

acute hepatitis B and chronic hepatitis B (P <0.05) ,but decrease significantly which in the patients with LC, HCC (P <0.05). Com-

pared with the healthy control group, the NK cell count was not significantly difference which in patients with Hepatitis B virus carriers, a-

cute hepatitis B patients vs control group (P> 0.05),
but decreased significantly in LC and HCC patients( P <0.05).

NK cell count increased significantly which in patients with chronic hepatitis B,

Conclusion The HBV infection in different clinical types which have

different immune regulation in lymphocyte subsets. This may guide the clinical treatment and evaluation of prognosis.
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