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AN AEBE I AV, e AP B2 B 367 75 A 212 1
FH o B by e BE A v ) L B R TR 2 — , HOIF R AE A 5
ZANY . ERCP A5 IR A (post-ERCP pancreatitis , PEP) &
ERCP AR e ¥ WLAYIF A AE . FKIE 2018 iR ERCP 8 RIE T},
PEP J HE R4 9.7% , % T FE AREINT 7, Ho ke e A 2= m]
K 14.7%" . 2021 43 ] ) — T [ B i o2 £ L 3 4ok
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(nonsteroidal antiinflammatory drugs, NSAIDs)7E PEP Bjj i
TEUES A e s o R L H A FIF [ (4 4 R 249 A SO0 B 4%
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[T AR 3> 2L B2 AR W A7 3 07 7K Ak (B AE ERCP AT
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A, R ik Ak AR A DU R F% 3 O PGE2 T A1 &
12 (prostacyclin 12, PGI2) & , 1 17 il i 4 i 20 i R Jik 412 4 4
JIE R 7, 301 TL-6 AT TNF-cu, 11 TNF-o 2 38005 NF-xB {551 %
HE B F .

WF 5% $E 7% , COX-2/PGE2 i [ 7T fE & CAP ) T Ui #F
5P B aTnAChR AT A FEAK COX-2 AR (& PGE &
fiti-1 K% PGE2 (505, 41 11.-6 . TL-1B \TNF- [1) mRNA 263k
KA, TG0 489 . NSAIDs B i COX-2/PGE2 i i &
LR AVE . Nawaz % (W1l IRIFFE 4275 L 165 4] ERCP &
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21 (PEP & 4% 22.9%) , # 7~ NSAIDs BE i Bl PEP 19 & 4= .
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FHS| e 36 37 TR A H L 38 2L A0 COX-2 1 Kk K g
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PAR)-2 {55 iE %

PAR J&—MURR A 7 RIS IS 5 B G 2 R R 2 44
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PAR-1.PAR-2 .PAR-3 PAR-4, H:ff PAR-2 =%/3 4 T B %
B A R AR AT, E S R R A
TR LR N S AR I A0 AR IS PAR-2, 93K
JEAE I SRR BB T , S I RAR 2 & A . )
—J7 T, PAR-2 BRI ) B, 5 1R R R0 2 405 L 1 R
K FIL-6 TNF-o BE, i — 2L N AR R . Peng %/ % BH

AT i i AT DA 5 PAR-2 1 S A PEJBEAR 42 . Kawaguchi
SRS K B ERCP A8 W I 8BRS 1R AR 513 s 2 A 40
B9 ST, JV0 ) 400 B 45 0 PAR-2, I /0 TL-6 .\ TNF-o 25 [A]
FRER, AT LA PEP 51 A9 , 1l FLnf AT PEP
&

VU i T8 B PR B AR 8 AE B P VR F B AL

NEBENEA BN, ST RmMa RS,
o 41 22 ZR 6 G 2 AT L 5 [ 20 R 81 A ik i — A=
Y, 2 5 LA B G PR T R RN . KR FT R &
PEERR A 09 K 5 B R A BB VIC R iE
ST FE AN (TR ) W B R 2 A8, W0 AR R (R
[ 1B T REAE PEP 201 48 0E B L v 4 F X Lkl H i A e
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VI S ot e S T M 1 DA BV 3 R R I RE R R
SRR 98 JORE IR A T EALE] . Fu D0 R,
SRR A8 /N BUB R I R/ 6 G AT i B i T B, 512 M
TH J3 B 1) BE R A A R IR A, S B TNF - IL- 1B IL-6 S5 R
it R T, IR T A R R AR . A T R
W, Bl PR R T B — R B T R G 2 B 5 5 T-6 25k
JEP T KPR AEAHIE " T IL-6 WA S 75 [ B 46 v 7T 3l i
25 L3 3% ] Trans 38 [ 5 25 02 S0Pk AR % 1) 98 9iE 2 g R
Plig 455 Mei 851 Sk S AR R AL/ N BLE IR 58
1% (chitosan oligosaccharides, Cos ) , 1 iz F& I 7 38 N B
KIGFE BB, FIRA f5 A BCaE , 000 192 i X% i 1 7 4
9 PR - 20 TNF - o IL- 18 Bz TL-6 25 72 A=, 3000 11 s i 48 46
Xiong 45 7F 20tk R 42 /1N Bt B2 AT, FH 500 mg/kg 14 155 51
T TRFRVEE 1R, W0 TR 4 b e AT R
P 40 A B A, AR TL- 18 FTNF-o B VR B T80 5 HL AT {3
Proh o I (e P T 030 7 UK TR AARURT B A AR B
HE, W R P BT 5 2 P A X S AL, B R R TR
AR T DLTE o 2 A 2 BRI R 9 1 T AR S R o e
BRAERE

WA iE T 5 PEP BB ST A Hi 3 , {0 P9 A #H 56 I1G IR
PR IE Y SR AL G0 P 6“3 " 1, 78 ERCP | J5 T 46
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VAR AR A B A o) e B 2 i T R TR R I F A G et
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1 d A IR R S WE g , 7T AR PEP (Y & A= 22, 7 el
IR I JAK/STATS {5 538 [ , w2 308 38 4 P K 00 o] 2R e
FIV
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ERCP 7E 3k H P R E A 50 44T, BREH AR B s 2 H b
K {H PEP A2 fe i UL 5™ 5 A9 O R0 L 2 [ g A2
FORTEMHAGT S PEP TS, — 7 1 [ AMEE T AT 5
HER 53 B B ERCP TR BRI R 57 KA Re 3G I, A6 R B 1k
L R AEAR SN YIREA LSBT A AR F AR
SrB BeARAEUI 2Rt nT i ok A T e s PEP WU AR A
HEAT RS HER AR BUPEAL s 53—y T, 7 B0 &2 8 JT i ) K
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