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Abstract: Objective To investigate the correlation between hepatitis B virus (HBV) DNA load and liver
function indexes,lymphocyte subsets and cytokines in patients with chronic hepatitis B (CHB). Methods A
total of 231 CHB patients admitted to the hospital from January 2023 to March 2025 were selected and divided
into high load group(HBV DNAZ>10° IU/mL,n =44) ,low load group(10° IU/mL<CHBV DNA<(10° IU/mL,
n=76) and negative group(HBV DNA<C10* IU/mL,n=111) according to HBV DNA load. The differences of
liver function indexes,lymphocyte subsets and cytokines levels among the three groups were compared, and
the correlation between HBV DNA load and observed indexes was further analyzed. Results Compared with
the low load group and the negative group,the albumin (ALB) level, ALB/globulin (GLB) ratio (A/G) were
decreased (P <C0. 05) ,the GLLB,alanine aminotransferase (ALT) and aspartate aminotransferase (AST) levels
were increased (P<C0. 05), the percentage of CD8" T lymphocytes (CD8"),CD8" absolute count,CD19" B
lymphocytes (CD19") absolute count were increased (P <C0. 05), the percentage of CD4" T lymphocytes
(CD4"),CD4" absolute count,CD4" absolute count and CD8 " absolute count ratio (CD4" /CD8" ) were de-
creased (P<C0.05),and the levels of interleukin (I1.)-18,11.-6 ,11.-8 and 11.-10 in the high load group were sig-
nificantly increased (P <C0. 05). Correlation analysis showed that HBV DNA load was negatively correlated
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with ALB,A/G, CD4" absolute count, CD4" percentage, CD4" /CD8" (r = — 0. 479, — 0. 582, — 0. 230,
—0.479,—0.615,P<C0.05). It was positively correlated with GLB,ALT,AST,CD8" percentage,CD8" abso-
lute count,CD19" absolute count,I1L-18,1L-6,11.-8 and 11.-10(+ =0. 634,0. 527,0. 525,0. 467,0. 281,0. 180,
0.566,0.437,0.490,0. 460, P<C0. 05). Conclusion Elevated HBV DNA load is associated with impaired liver
function,imbalance of lymphocyte subsets and elevated cytokine levels, suggesting that viral replication aggra-

vates liver injury and drives immune inflammatory response. The above indicators can provide more effective

coping strategies for clinical treatment of HBV infection.
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