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diff=normal
Hb=14g/dl

FBS=108 mg/dl
Creatinine=2 mg/dl
Serum Protein=8.1g/dl
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Direct Bilirubin=0.3mg/dl
AST=671U/L

ALT=45 IU/L

Alk. Phosph=775IU/L
Serum Albumin=3.7g/dl
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WBC=8500/mm3 Total

Bilirubin=0.7mg/dl
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