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HATHANNE B R AL o7 K. B 2P IR 4 (severe acute
pancreatitis, SAP) i B o1 L1 A 7K B B Ik 45 i R BR) 3 i A
4540 T LAt S 4 B T A R T P A A ) 2 B
ML 2 — o Kk 0 - 400 9 T 0T i B T R s i ™ 2 A AT R
JRZ £, PRI, T T RE A 4 B A B T A AL DR
R T U A I A8 4 B BT SR T
1 BERRXESIEFARBATEE
1.1 JHEIR R AH M 8 7K (pancreatitis. associated ascitic fluid,
PAAF)  UEAF e K 301 R 48 A 5GP T 7K e T Bt 4% JHF AIE 453 5 JHF
MR T R A B AR L AE 20 R IR R Cacute pencreati-
tis AP) I JE AU K AS A D — Fib 46 3 (AR AIE i B i HLEL A5 R
S8R 1 BO P T LA AP I HE — 2B R O s B S B
Ei7Re

Takeyama''" 38 iz 214 52 56 BF 55 & 90 Jige JI 4 4 G 4 LK
% S BN v 1 B Al B /N R A R T A Y A R
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1.4 FALFE TP 4 A % (oxygen free radical,
OFR) J2 4 480 1) 5= 26 A0 > 4 A1 — 2 i BT 1Y % 480 90 » B 46
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TEI A AR L An el a5t 4 ST A S5 RR JBO I L 4 i
(PMND IS ] R 7 25 OFR, 38 lHUA R iz #iids . e IES,
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1 G Z 2 R 2 B AR FE IR B (CDE) ¥  K L AP #24L, JF:
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