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Relationship of Histology and the Laboratory Markers in Subjects with Chronic HBV Infection. Wang Wei, Yang Fang, Zhang Mingx-
iang, Wei Ni. Department of Hepatology, Shenyang Sixth People's Hospital, Liaoning 110006 ,China

Abstract Objective To explore the correlation between histology and the laboratory markers in patients infected with chronic hepa-
titis B virus. Methods Liver biopsy and related clinical test were investigated for a total of 259 patients with chronic HBV infection. To
study the consistence of pathology and clinical diagnosis, patients were divided into different groups according to pathological diagnosis:
HBYV carriers, CHB degree,and histology degree( whether =G, or =8S,) , and their clinical data such as sociology index, biochemical in-
dicator, virology, serum fibrosis index and imaging data were compared. Results The general diagnose accordance rate was poor ( Kappa
=0.273, P <0.01), especially in that of HBV carriers groups(36/144,25% ), but high in that of CHB degree groups(66.7% -
86.2% ). The percentage of cases who drank was more in CHB degree groups than that in HBV carriers groups, respectively, so was the
number of cases with higher ALT or TBil level (P <0.001, 0.023). HA, PCIIl, and the level of y globulin of cases increased (P value
were 0.036,0.002,0.032 respectively) , on the opposite of the level of HBVDNA (P =0.010). The middle age of <G, group and =G,
group was 23 and 27, respectively (P <0.001). The number of cases who drank, was female or had family history was more in =G,
group than that in <G, group(P <0.001,0.006,0.026), so was the number of cases with higher ALT or TBIL level or lower level of
WBC(P <0.001,0.005,0.023). HA,PCII and the level of y globulin and number of cases with enlarged spleen area increased in =G,
group than that in < G, group, on the opposite of HBVDNA level and HBeAg level. The ROC curve analysis showed that the diagnostic
cut off of spleen area and PC [ was 25. 15¢m® and 102. 45ng/ml, with the sensitivity of 70. 7% and 69. 8% , and the specificity of
67.9% and 71.5% ,respectively. Conclusion The general diagnose accordance rate of patients with chronic HBV infection was poor,
especially for that of carriers. Patients with enlarged spleen area ( =25.15c¢m”) or higher level of PCII ( =102.45ug/L) should be paid
more attention in diseases evaluations and results of liver biopsy, in case of timely treatment.

Key words Chronic hepatitis B ; Histology ; Clinic ; Diagnosis
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