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BE 143.5cm. A& 55.4kg. BMI 26.9kg/m?

BP 121/67mmHg. HR 92/min. Sp0O2 96%(room).
RR 20/min. BT 36.4°C
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<m&E>

WBC 10000 /pL
Hb 11.4 g/dL
Plt 10.3 A/uL
<EFE>

Na 140 mEqg/L
K 4.5 mEqg/L
Cl 96 mEqg/L
Ca 3.6 _ mg/dL
IP 6.6 mg/dL
Mg 1.13 mg/dL
CRP 4.652 mg/dL

TP 6.4 g/dL
ALB 2.2 g/dL
T-Bil 0.5 mg/dL
AST 40 U/L
ALT 12 U/L
LD 727 U/L
ALP 57 U/L
y-GTP 7 U/L
CK 347 U/L
BUN 25.7 mg/dL
Cr 1.39 mg/dL
eGFR 27.4

YOEZY 85 ug/dL

<HEE >

PT-INR 1.18

APTT 39.9 sec
Fib 230.6 mg/dL
D-dimer 17.9 pg/mL
<FEARIMA A R 247>

pH 7.228

pCO2 /0.6 mmHg
pO2 19.0 mmHg
HCO3- 28.4 mmol/L
Lac 53.0 mg/dL
Glu 107.0 mg/dL

Ca 1.09 mEq/L
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f81IECa=8.5mg/dL
A A > {ECa=4.65mg/dL
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;& Ca(mg/dL)+0.8 X [4-Alb(g/dL)]
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Up to date : Relation between total and ionized serum calcium concentrations.
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