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®1. AREHRERR

ik ¥ 42
MR 11.8 x10°3/ul TP 6.6 g/di
FRIMIRE 5.13 x106/ul  |ALB 3.8 g/dl
Jiit=ES 3 15 g/dl BE UL Y 1.7 mg/dl
AYMYyh 46.6 % AST 28 U/
MCV 90.7 fl ALT 14 U/
MCH 29.3 pg LDH 234 U/
MCHC 32.3 g/di BUN 39.4 mg/dl
RDW 131 % V%% 1.72 mg/di
/IR 25.3 x10M/ul  |Na 139 mEqg/l
mie (1 RERME) 10 mm K 3.3 mEg/l
Cl 93 mEqg/l
eGFR 29.5 mi/min/A
Jiuik - 130 mg/dl
HbA1c 6.6 %
PSA 164.1 ng/ml
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