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Relationship between proportions of peripheral natural kill cells and dendritic cells and liver injury in patients
with chronic hepatitis B virus infection
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[Abstract] Objective - To investigate the correlation between proportion of natural killer (NK) cells and dendritic cells (DCs) and liver injury in patients
with chronic hepatitis B virus (HBV) infection. Methods - Peripheral blood samples were collected from 65 patients with chronic HBV infection and
10 healthy volunteers (HCs group). Flow cytometry was used to detect the proportion of peripheral NK cells and DCs. The patient were divided into
asymptomatic HBV carrier (AsCs) group, chronic hepatitis B in low or moderate grade (CHB-LM) group, and chronic severe hepatitis B (CSHB)group.
The relationship of the proportion of NK cells, the proportion of DCs, and the ratio of NK/DC with the degree of liver injury was analyzed. Results - The
proportion of peripheral NK cells was significantly lower in CHB-LM group (9.29%+1.20%) and CSHB group (3.60%+0.79%) than that in HCs
group (14.77%+2.90%) and AsCs group (14.05%+2.32%) (P=0.000). And the proportion of peripheral DCs was significantly higher in CHB-LM group
(4.10%+1.18%) than that in HCs (1.67%%0.31%), AsCs (2.05%0.46%) and CSHB groups (2.08%+0.41%) (P=0.000). The ratio of NK/DC was decreased
in CSHB and CHB-LM groups compared to that in HCs and AsCs groups (P=0.000). The correlation analysis indicated the proportion of NK cells was
negatively correlated with the levels of ALT, AST, TB and DB (»=—0.50, r=—0.49, r=—0.53, r=—0.51, P=0.000 for all) in patients with chronic HBV
infection. Conclusion * The proportion of peripheral NK cells and the ratio of NK/DC in patients with chronic hepatitis B were decreased. The decrease of
the frequency of NK cells and the ratio of NK/DC were associated with liver injury in patients with chronic HBV infection.
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Tab 1 Comparison of clinical characteristics among four groups
it HCs 41 (n=10) AsCs A (n=T7) CHB-LM £ (n=38) CSHB 4 (n=20) P
YER (35 /4) In 5/5 4/3 29/9 15/5 0.167
NS | B 32.0 (25 ~ 36) 31.0 (22 ~ 36) 35.0 (17 ~ 43) 44.0 (26 ~ 58) 0.146
ALT/ (U/L) 31.3+5.8 30.1+£8.9 132.0+£47.1 563.4.6+305.6 0.000
AST/ (U/L) 234+24 22.6+4.9 89.8+36.4 438.3+262.2 0.000
TB / (umol/L) 13.70£3.02 10.20£2.0 17.61£7.11 261.42+171.70 0.000
DB / (pmol/L) 5.18+1.17 551+2.21 7.07+3.00 140.46 +£99.05 0.000
HBV-DNA/ (log,, IU/mL) - 5.03+1.95 7.05+1.53 5.70+1.77 0.002
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Fig 1 Proportion of peripheral NK cells in each group
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Fig 2 Correlation between proportion of NK cells and clinical parameters
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Fig 4 Correlation between proportion of DCs and clinical parameters
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Fig 5 Ratio of NK/DC and correlation between the ratio and clinical parameters
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AR, NK AU /EP M C A 2R B8 50 JE i A,
HPJE NK AR T B s A G . AP i NK 4i i aT /g
FEANFR IS, b NK i bb GiEAR .,

{E% 1 HBV jg&4erh, DC 4iifig w] 7= Az IFN-y, LA AE
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