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U045 mm/h, HOR 25 I8 & (PTH) 116.10 ng/L, PP A B
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B, IR ABEIRIT , A B 1) 58 & K/IME S 2R M2
W, B BRANE W BAE (=), I SR AE (), DU L
JULBK 7 1EH , 25 IfLH AL : WBC 4.95%10°/L, RBC 3.05x10"/L,
Hb 98 o/L, 2 1E 20 %3 1t ; PR #: PRO 2+, BLD 1+, JR
SR LB HE 0.83 5 1ML 2E 4K : Ser 294 wmol/L, UA 536 pumol/L,
Hey 1152 pmol/L, 4 4= & By, 248.37 ng/L., Alb 42.2 g/L,
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m/s ), U A 32 ] TR sl 289 28 o DR HILER Al - P BE T
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