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Urinalysis Electrolytes and Enzymes
pH 6 Na 140 mEq/!
Sugar (=) K 3.6 mEq/!
Protein (=) Cl 108 mEq/!
Sediment np Ca 4.6 mEq/!
Feces P 3.3 mg/dl
Occ. bl (=) Mg 2.1mg/dl
Blood BUN 15 mg/dl
RBC 504 X 10*/cmm UA 5.5mg/dl
Hb 14.7 g/dl Cr 1.0 mg/dl
Ht 44.6 % TP 6.5g/dl
WBC 3600 /cmm Alb 67.4%
Band 8% a 2.1%
Seg 50 % @, 7.3%
Eosino 2% Vil 7.7%
Baso 2% % 15.5%
Lymph 24 % ZTT 7.1
Mono 14 % TTT 0.6
Plts 26.4%10*/cmm T.Bil 0.64 mg/dl
Fbg 157 mg/dl D 0.09
Serum I 0.55
ESR 4mm (1h) ALP 128 1U/1
13mm (2h) y-GTP 1510/!
CRP <0.3 mg/dl GOT 141U0/!
ASLO <120 TU GPT 1210/1
ASK % 320 CPK 361U/!
IgG 1311 mg/dl LDH 2061U/1
IgA 246 mg/dl LAP 491U0/1
IgM 61 mg/dl ALD 3.210/1
C3c 50 mg/dl AMY 20210/1
C4 15 mg/dl Renal Function
PSP 37%(15 min)
GFR 131 ml/min

F2. MZRERERSE EEBER

Hormone Lipids and Apoproteins
T3 93.7 ng/dl CHOL TG PL
T4 8.1 ug/dl Whole serum 313 120 261 mg/dl
TSH <2 xU/ml VLDL 16 47 10
GH <1.25 ng/ml IDL 10 11 9
Cortisol 10.8 pg/dl LDL 210 34 103
ACTH <20 pg/ml HDL 46 5 126
PRA 2.95ng/ml/h | FFA 0.39 mEq/!/
PAC 110.9pg/ml | Apo Al 163 mg/dl  (95~183)
U-170HCS4.1~10.7 mg/D All 46 (20~40)
U-17KS 4.9~ 5.5mg/D B 205 (45~125)
75g0OGTT : normal pattern ClI 5.4 1.1~5.0)
Rapid ACTH test : CIII 13.0 (4.0~14.0)

normal response E 5.2 (2.2~6.4)
LCAT 87.9U (67.3~108.2)
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