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Patient ~ Normal range Patient Normal range
WBC 34 3-10 * 10° AST 65 <40 HBsAg +
Hb 12.4 11.9- 16 ALT 45 <40 HBeAg +
PLT 70 150- 400* 10° ALK 276 <306 HBcADb +
PT 19 <14 ALB 33 >3.5
INR 2.1 <12 GLU 44 <18 HBVDNA — =+
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Patient  Normal range Patient Normal range
WBC 9.6 3-10 * 10° AST 80 <40 HBsAg +
Hb 6.3 11.9- 16 ALT 47 <40 HBeAg -
PLT 124 150- 400* 10° ALK 330 <306 HBeAb -
PT 19 <14 ALB 2.3 >3.5 HBcAb +
INR 2.1 <1.2 GLU 4.0 <1.8 HBV DNA  +
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Patient ~ Normal range Patient Normal range
WBC 5 3-10 * 10° AST 68 <40 HBsAg +
Hb 14.4 12-17 ALT 44 <40 HBeAg +
PLT 25.4 150- 400* 10° ALK 198 <306 HBcADb +
PT 16.5 <14 ALB 3.4 >3.5
INR 17 <12 GLU 25 <18 HBVDNA — +
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Patient ~ Normal range Patient Normal range
WBC 43 3210 *10° AST 98 <40 HBsAg +
Hb 9.3 11.9-16 ALT 70 <40 HBeAg +
PLT 88 150- 400* 10° ALK 276 <306 HBcAb +
PT 16 <14 ALB 3 >3.5
J’_
INR 1.6 <1.2 GLU 2.5 <1.8 HBV DNA
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