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Z Pk B IR % Cacute pancreatitis, AP) J2& JiE i 19 4 5E #4 %=
W5 . EAE B A 5| & £ 2% B Ih it = ¥ (Multiple Organ Failure,
MOF) , H EFET: . P4E K 5B & A A e AH 5C 1 1% 5 4>
THUEB IR . AN EENES T 283 E T
kB(NF-«B) , CDBIESS7E AP RUEHE R P in i A EE M A
RETIEAR 2 15 0 % A 58 AR OC i IR i 3K . T a4 5 [ 7
AP ) % A R T v by 8 G B M AR T AR Sk B Ie fE
BE& AP T AR B R A0 B A1 B TR AT LA B R A1 s B B R
A% 200 i« I 5 400 0, P9 B2 A L 55 ) NF-ieB 3% 4K BT 9% 1) e 8
1 NF-«BRMFIER kB HEKRFR

NF-«B J&—f ) Z A T UM 5B S s R H T,
HAE EZER WY 540 R IG K & AL AU FE & A0 6
HHFEE, NF«B JE T NF-«B/Rel F%. W# 5 ~ 5i : NF-
kB1(P50 K H ik P105) . NF-«B2 (P52 K H i & P100) P65
(RelA) \RelB il c-Rel'", iE# 1% 50 F » NF-«B Wi i 51 800 (3
ZE P50 A Rel AV JE 1l — A4 IF 5 0 il I 5 LeB (£ 45 TeBo
Hl TBB P9 B 25 6% B 1 P 1) = RARFE A T 40 M 3
140 S PR P9 B 3R I e R A M TeB R R AL R
11 22 S R 5% ik 0 TKK (1B 3850 4 2 K - 4K 1 32 3% 1K O
26S [ 2K [ B A A . TKK 32 B4 45 B4 0 B A7 < 4 4k 7 2
P TKK o, IKKB F198 485 30 840 TK Ky, TKK F 3% 1 4 Ht T H
FRAGIR S - 2 2 43 S IR 15 1k 5 H L § (mitogen-activated pro-
tein kinase, MAPK) . % H i i B(protein kinase B, AKT/PKB)
SEPRPEDT L Y LB WEFR 5 NF-«B 101 56 7 15 5 5 85 . 3518
VR AL BN N 53R R & 1 DNA J¥ 31 45 6 1 75 S48
LM% 5, FESLBE 15 R NF-«B 193§ 1L WA TE — £ A MK
TicB 1R Al il e i 1 i 422
2 NF-«B 5 2R3 4 % AR ¢

i X 2 P TR 58 1 K AL o AN S8 4 AE L LEAC AR
WL s WA Ay R AR 1 TR D ) ST R % T S PR T S A
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S BB ALE . NF-«B 15 20 1P TR E M JB R 58 rb 4y 3 25 3 21
A,
2.1 NF-«B 764 F MR R gy v 33k M AE M B AETA R
AP B 5 76 200 if 38 Ao A A A T A R R R T R 4
RAE I %54 AiF (Systemic Inflammatory Response Syndrome,
SIRS) , 1 J e MR B R 41 22 28 B 8 3 18 40 2 PR PR IR 38 45
{IE (Acute Respiratory Distress Syndrome, ARDS) } £ #% B I
BE % 15 2 & AiF (Multi-organ Dysfunction Syndrome., MODS) , i
SR AP R E RN T RN, A B K, 78 & A R
JUE AR TR R BRI SR R 4 S RN R AR 48 B R NF-«B ¥936 k. 15 £
YA PR R S A B R BB kB A7 AL NF-«B i 455 3% 4 55
PRI Ak o s 4 RE 1Y) 3 g
2.1.1 NF-«B 7€ 200 TR0 1 1 R 98 A5 70 3y 40 Jof i 28 41 v 3R 5k
FAEM 78 CCK EL R i Bk (CCK iy — B A L& B9 5
S AP /N BRURINKR BRUR R 19 RS BOE T NF-«B iy ast ™ 3t
Fak ik — A I JAE A T £k . NF-«B 1935 1k 2 BUH #E
7E CCK {4 J5 30 min i BLE — 4> i i O [H T TeBo H FE
i) Bl J5 7€ 90 min AL FEEIE R KF. A miEH e 3
h IS )5 45 4: % 6 h(HE T 1kBp Y 5Eik) . 7E Supershiflt 43 Hr
$R FE o P50, P65 I P52 1% 46", 1fif C-Rel I AT L. Bl
Jii s NF-«B BUE ¥ 22 %0 A JR ) mRNA FEE {KFY 55 S
JUE B 760 200 B D 4% RE B F i 988 31 BE Rl - o (tumor necrosis factor-
a. TNF-o) 3R . (£ BE-/MlE CCK Bk 55T AP BRI,
i NF-,cB 38035 » TNF-o 5 4l S -6 (TL-6) | B A% 4 il #a 1
A F-1(monocyte chemoattractant protein , MCP-1) | B I 2 fify
A GE % 4-2 (macrophage inflammation protein, MIP-2) 28 mR-
NA K E. I 5] & /] i 3 0 — Atk & & B (NOS) 1
R IR

TE 2 A S 3 47 T S AR IR AN 51 1 ANP o, NF-«B
5 DNA 45 &3t ™ . 2R S BHER AN ST 1 h 5 IR g
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Fe A P65 BRI A% RS 0 5 P-IEBEE A0 L I G PR -1
(intercellular adhension molecular-1,ICAM-1) 2% [t K+ 1) 1
VARG . 26 M PR 1088 Ak K 5 1 22 T8 A% it 20 i Y B
B, WHET IR K B 2 I A RS 2 2R s PR AR 1 2R
ik — 1S NF-«B 1G4k .

JIELJB 8 25 L5 5 IR R A AP AR R B it b A 1 R
p38MAPK AKT) I NF-«B 1 3% L7, #f 58 2 A o H G b 5
TNF-o 7K FTFFE M55, NF-«BFEARSG 1 h BIGE 2] ,24 h ik 5]
1R U

28 M T S 2 RS A BR 15 5 1 ANP, JBE IR NF-«B i) 3%
5 1 22 T K A IR 2 ) R (R G R T A L A R AR R AN TR Y
& NF-B 1% A0 [ 50 R EAT ZIR TS5 12 h e 1%
LIRS R R A8 A 6. I X AE M E 5 TNF-«o
A IL-18 #wUIM K,

h ik —2 % 0E NF-«B 72 AP H 095 F B 58 2 B & I
P NF-«B 9 Rel/P65 fitirg 8 2 14 28 )10 48 398 17 18 4F . & 30 0
NE-«B 7 b5« 5 BR P9 A P 40 A 75 4 36 3 406 9 B (my-
eloperoxidase, MPO) J% 14 16 h PN Bl I I8 , 3 Ff 38 hnoBs 37 22 4 435
48 h, PR 4 AR R A SR T A R . Y
iYL 1cBa il Rel/P65 I, NF-«B Fl 48 K 72 BE X B B T [,

VL EWERE ST & D AP Sl Py AL B NF-«B sl A7
5 AL T AL — 20 8 4 S RE T - ARG IR i Rk b 4
i R ) JR IR 4 ST L X S i AP YR .

2.1.2  NF-«B 78 2 M IR 50 M I I 58 R BRI A s B Hh R ik
AP SAERR 2R BB Ab e W] R M R A g% B . Bauman
T gE R B L A B = AR DL £ B R R 1R 57 15 S ANP B,
JH- 0t v B NF-B & A3 0. 4 38 JH R 40 35 3 19 K B AP £
AT 40 NF-«B 35 467 . #b4h . Ramudo 255" % 22 7 1 i
FRTET AP 7= A (9 IE 7K 6 1 5 R R /E T & B 4T ANP Sk
AN SNy A N IR N R R i R A A (EDN
SRS A3 AT DAL o 453 49 e T B 3 JEE ) B IES R AN R e 4% 44 4 i
2 L il P9 IR B BAAZ AT NF-eB 135 4k . TNF-o fl IL-18 %
KA 18 . PDTC R NAC 14k B 68 2 i Ml 28 23483 493 328 T 42
FRRAFTER . D50, % AP BRI b B Sh 4% B v L W 200 i R
Koo ffs o NF-«B A HF i [+ 3Rk B E 0 i 8 & oA 2
DLE B L R R U AE AP RORE i AR ) VA A TR A
FFAE PR M — 2 B A% B Y B 20 MR P9 R 40 NE-«B fiY
T AL 4R T 02K 22 85 B RORE HE R

2.2 NE-«BESMESREHERREBEPWREMEL R
RARGE R B AN AP i NF-«B 1935 1k . Satoh Z1 T 430 7 45
Bl AP 5B ABE B A& R G 14 d A1 I B A% 40 2 NF-«B i
T, A B 8% i) NF-«B 1l P50/P65 5 = 88k /K - 5 B 41
W1 BT — 2P 0o R B R F AR E AP GRS A i e
YA Ml A2 P9 R LS NF-«B 9 7 P — 25 3 &, T 35 AE 9 R
R HDJE B AZ A0 T S AR . O Reilly™ 4 % B2 L1
Bl TE AP &9 24 b g8 2 A0 o A% A i ) NF-wB 15 P & .
PILAT 58 3 TN T AE FIERAE [0 R 48 J8 3 2 8] NF-«B 35 72
WA ZERF HIBE NF-«B DNA &5 & s d NS ZHE T
NF-«B i b FH 8 /N P50/P65 LU/ R FAE 14 d J5 1%
G5 R R G I R AE

2.3 NF-«B 76 2 VSR E PR AR % P im AL AL & BF 90 & %
AP 1 NF-«B # U 19 1% A6 30 J& i o 58 — Wi il — 2 pF oY
N CCK 5 S i NF-«B i {6 2 1 i 40 i P 45 &5 7 7K % il 2
M # i C(protein kinase C,PKC) VG LSz 30 py 1), Hietaran-
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ta il b — FR G LR SE 1AM S B 1 2 5 I NF-«B 6 2k
M e BT, Satoh 5 H Ca” ATP ¥R 7] 35 2 N R WIEE
TG . RN FE AR TMB-8 F145 8 /85 1 57
B R 2 O R R R B AL R A Xy ) ) e
T4 TkBa YR AT NF-«B 1935 4k, Satoh 21 34 3 2of #
PKC-5.PKC-¢ il PKC-¢ (i H 3 B C (9 3 Fi M2 1) ik 31 417 i)
CCK 5 TNF-o ¥ NF-«B G LAY 45 5% . it oh, s it LA
fig (Iposphatidylinositide 3-kinse, PI3K) £ NF-«B % {k i 2
e R A L T 40 3R] LY-294002 85 (R i B 24 77 {8 NF-
kB IEPEZ B ME . X ARF5 9 8 1 PKC #l PISK 78 AP i) NF-
kB VG P A AR . BE R I M S Tl 0 0 4 0K
A BT AP MRIEFRE .
2.4 NF-«B il 500 %5 2ot SR IR R 9 380 26+ NF-«B
e AP SR AR EBR F (R RAEM . DR & 8 T B ANP 1
B R W NF-eB it 50 . A ) 500 23 S W 2. — 28 S ST A Ak
R —RPIR Y BT, W& W WY BA N-Z B A R
(N-acetylcysteine, NAC) . Mk & %8 — 5 4% & 3L B 2 38 (pyrroli-
dine dithiocarbamate, PDTC), #5¢ & B 1220 ,NAC %} CCK,
AR ER AN PR AE 5 L5 5 1 AP BORL T ) NF-«B i fb A
M AE L PDTC & 8 Uk 52 78 25 Fh 3 ) AP B8 b B A 1) 1)
NF-«B i 14 1) 15 F1 , PDTC i b 3 78 58 20 Fte B A1 i 114 98 S5 A Jo
FE AR -2 38 1 W B do 7 9 T i E K 8 0N T 6 0 K F-
P Wy i 57 0 B IR NF-«B iE ML A/E R . 2 B2 V9 i g
SR Y BT AE ANP i A B R I NF-«B f 3% 4k Al
TNF-o Al IL-6 23551 . 21 P I PG 308 ek i A Ml e 00 i
B4 - AR i 2R T 5 3 1 L 2 8 ANP gl 0 2 77 4. B
H AL -2 (cyclooxygenase-2 , COX-2) J& — Ff 75 & 5iF %5 9 P 395 18
BEEEMONE A % H KIE COX-2 J5, AP Ky Il 7€ ¥ il
K0 IR 41 40 ep TL-18 A 1L-6 /KPR 5,

EHATENE, BRKZHANNIE R ME NF-«B #
T ALXT ANP @225 G E T BA U5 & R FEMH T NF-«B
S5 ST INEL 1 0 0 4, [ AR IR AL R0 £, Ve ¥ B E 7T
Rokonozay™" i Sy, 300 B 42 5 410 10 70 A 2k A 56 4 T KR
{81 ] NF-«cB 41 i 70 S A BEL e T 42 & VB FT 5 (] e 3 41 okl 7 94
AR R BT BE X 2l U4 15 R AR HE AR T

BEAh, BAR T 2 AR 45 S M 2 o R A AR A LBl R
Wy O L T 92 56 AE B Ay H A 10 B R AR R R RE L T
Y. 1 H HET% 5 NF-«B 30 il 516 AP A5 285000 5256 3 4 4l
FH NF-B 1 ] 550 50 b #1107 B0 5 b BE G BEAE AP R AR U BH
NTF-B i {2 154 45 (0 52 08 . IS 28 5 e £ #52 NF-«B i £k 1
F R A T A — 2R RIS R R B
3 H A I 1 B 48 R R 23K R AR T 8 ok B ] NF-«B
T P RIS B L 2 R R A R S AR E . e,
W A 5 PR AR A2 0 R N SIS R R 20 BT 1 2 i B A A
FER e AR 2 S M B A A RIE XM S 48 AP B R W
HLHRIBF S it R OF i Al 5. AR MR M2, B 2 @ Hetk NF-
wB 0 700 A R SRR, L DA R A R TR /0N B DB A B T o
U7 B PLf% NF-«B 76 ANP i UI/E i .
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