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Abstract:  [Objective] To investigate the relationship between serum HBV DNA loads and liver pathological changes in the
patients with chronic hepatitis B.  [Methods] The relationship among HBV DNA loads, live histological inflammation grades and
fibrosis stages of 158 cases was analyzed. [Results] The serum HBV DNA loads (lg copies/mL) in HBeAg-positive group with
inflammation grades G, (6 patients), G, (74 patients) and Gs_, (25 patients) were 5.6 = 1.1, 6.5 £ 2.0 and 7.0 £ 1.5, respectively.
There was no significant difference in the patients of three inflammation grades (P =0.250). The serum HBV DNA loads in HBeAg-
positive group with liver tissues fibrosis stages of Sy_; (23 patients), S, (56 patients), S;_4 (26 patients) were 6.6 = 1.8, 6.6 + 2.0,
6.6 + 1.6, respectively, the difference was not significant (P = 0.996). The serum HBV DNA loads in HBeAg-negative group with
inflammation grades G,_, (8 patients), G,(17 patients) and G;_, (28 patients) were 2.1 + 1.9, 4.7 £ 2.2 and 5.6 + 2.3 respectively.
The serum HBV DNA level in patients with G2 and G3 ~4 inflammation grades was significant higher than in patients with G, _,
inflammation grades (P =0.001). The serum HBV DNA loads in HBeAg-negative group with liver tissues fibrosis stages of Sy_; (10
patients), S, (25 patients), S;, (18 patients) were 2.7 = 3.2, 5.1 £ 1.8, 5.4 + 2.4 respectively. The serum HBV DNA level in

patients with fibrosis stages of S, and S;_, was significant higher than in patients with fibrosis stages of Sy, (P = 0.005). [ Conclusions ]
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The serum HBV DNA level does not correlate with the inflammation grades and fibrosis stages of liver tissues in HBeAg-positive

patients. The serum HBV DNA loads display a positive correlation with the inflammation grades and fibrosis stages of liver tissues in

HBeAg-negative patients.
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Fig.1 Liver tissue specimens

A; Hepatocyte swelling, intralobular focal necrosis (HE stain,x160) ; B: Expanded portal area(Reticular fibers silver stain, x100) ; C:Hepatocyte

swelling, acidophilic body (HE stain,x200) ; D Significant expanded portal area, fibrous septum form (Reticular fibers silver stain,x100)
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Table 1 Correlation between the expression of HBeAg,
HBYV DNA loads and age

Group n Age HBV DNA loads (lg copies/ml.)
HBeAg-positive 105 29.1+7.3 6.6+19
HBeAg-negative 53 34.8+7.6 48+25

P 0.000 0.000
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Table 2 Correlation between the HBV DNA loads and the inflammmation grades and fibrosis stages in liver tissue of HBeAg

positive patients

(lg copies/mL)

Inflammation grades n HBV DNA loads fibrosis stages n HBV DNA loads
Col 6 56+1.1 Sos 23 6.6+ 1.8
G, 74 6.5+2.0 S, 56 6.6 +2.0
Gsy 25 7.0+ 1.5 Sia 26 6.6 £ 1.6
P 0.250 0.996
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Table 3 Correlation between the HBV DNA loads and the inflammmation grades and fibrosis stages

in liver tissue of HBeAg negative patients

(lg copies/mlL.)

inflammation grades n HBV DNA loads fibrosis stages n HBV DNA loads
Go-i 8 21+19 So-i 10 2.7+32
G, 17 47 +2.2 S, 25 51+1.8
Gsy 28 56+23 Sy 18 54+24

The serum HBV DNA levels in patients with inflammation grades of G, and G;_, were significant higher than in patients with inflammation grades of

Gy (P =0.001) and there was no significant difference between that of G, and G;_,(P = 0.332) .The serum HBV DNA levels in patients with fibrosis

stages of S, and S,_, were significant higher than in patients fibrosis stages of Sy, (P = 0.005) and there was no significant difference between that of S,

and S, ,(P=0.745).
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