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18 PE IR & ( chronic pancreatitis, CP) [% 55 K 45
%, HOABCH LI 2 RH T 5 BRI DA, 7 g B
N RN AN MR VR0 25 4 TR 52 o 4T 4
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active oxygen species, ROS) 714 & ( reactive nitrogen
species , RNS ) iy K it 28 B, LR AL RE T T 1%
TS E B S R . ROS 45 A By HE ]
RN A( - 0) A T( - 0,7) BHE
A% - OH™ ), LUKAR B th 550 7 g A A
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A FIRE . T ROS/RNS [y 5% Ml B 5 5 A4 )
¥ (I B JE2R IR ) & AR ROV, 5 A P i
(14 J8 43 2 A B o it 48 Ak SO, A= B AR P 8% ( malon-
aldehyde , MDA ) ¢ Jig it 33 S Ak 7= 4 (lipid peroxide,
LPO) , 2 117 5% Mol 240 1t B2 0% 3t 20 P e 2 1, O ek 2
MAELEH FDIRE. T3 4h, = 1 PE ) ROS/RNS & 7]
DL A0S RAEAS 5 G L, (e 2 Gy Ny 228 FR N o
AN T T 5 B B R A A R
ELSY, 3 8t 1) A /24 1 U B R e P S | b
IRHE R - (tumor necrosis factor-o, TNF-o) | BAAZ 2]
i 1k 2 F-1 ( monocyte chemoattractant protein-1,
MCP-1) fll 40 i /) £ 6 (interleukin-6,1L-6) ., 5 4p
ROS/RNS i 7] LA 40 A 07 38 B0 i 8t , 40 -
Jun N ¥ ( c-Jun N-terminal kinases,JNKs) . Z& 4
# i C(protein kinase C,PKC) .5 22 2R yE Ak 2R
F1 14 fif# ( mitogen-activated protein kinases, MAPKs) /I
#% K F-kB ( nuclear factor kappa B, NF-kB) 3 i
| ( inhibitor of nuclear factor kappa-B kinase [,
IKKB) "',
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2.1 ROS/RNS 4R &5
2.1.1 HEW S {LES ( xanthine oxidase, XOD)
XOD & —Fh & 400 8 R B 1 B, A7 78 T 25 Fh B Wik
Hh AL A P IS TP A U B My [ Ty 7T
n] RER ) % Ak . XOD 78 [T JIE | fili |, J i S5 1 2 rp 2y
Ak XOD — MRk F 4 o, H t A 1E
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A I 40 246 P R ok 40 B I8 245 4 o 363 . XOD
Fy B N2 4 it &0 i ( xanthine dehydrogenase , XDH) 4=
S, XDH 8 > e 22 B2 5k B A Ak, 7% 728 A i Py
XOD, JE i i 58wl kAR TS AR R R . AT TR R
XOD R LA™ A AL W B Hy 3, DT 5 O AR
Pio | WERE & —Ff XOD R S il 5], n] DLid i
) G 95 1 DA IR i 4 A IO, D 5 ke I R T A
7t
2.1.2 ApfasE P450( cytochrome P450,CYP450)
CYPAS0 {32 T 1T P Jo B , J2 B0 48l 5 I Ji B, )
SR AR m BE SR A, AL 2 RN AN
PEW TR SO o

CYP [{)—Fh W I CYP2EL fifi 2, 675 g e vp o0
B ER A, T 1 K B, AT DA 0 N Al
CYP2EL 7EACH—2E4%7r 72 AL & ¥ n 2 B8 AR
TR R S Ik 2 B Wy S e F e, 7 4R ROS A0 - O, 7
H,0, 5 - OH™, CYP2E1 7 & # AL AE AT i 72
Hh, I T B AR P M A M2 0 — A PR W R 3 ( mic-
otinamide adenine dinucleotide phosphate, NADH )/}
i Fiaz P V2 8 — 42 R s 182X ( nicotinamide adenine
dinucleotide phosphate, NADPH ) 1t H™ | 5 40 g /1)
0, 454, T O, N4 M ROS /EHTF
DNA RNA FI#E F 55 R 7> T 590, 51K 8460
PRI N Bt 48P B AR A s oy 200 ] 1 55k
T, R T4 0 M R AT R AR P A BT 45 48 FIZI RE
XML A
2.1.3 NADPH S £ B[ nitrogen oxide (s) ,NOX]

NOX & — i S ALYIBE , |12 AFTE T A7 Wik 40 Je

A WE A A, DL NADPH 1B K4 7 A 8 B 2+
(+0,7), + 0, AN J& 4 H,0, \ROS &
LA I R {75 a6 S P AR

NOX JZ&H 5 AR ELZH B 1) 2 i, 5 A0
F0 900 -2 PR3 - gp91phox | p22 phox;3 Fiifi
JiE 3 : p47 phox p67 phox FlI p40 phox, 74 /i i
S| 3 B S5 T 3 pd7 phox R DA A% R AL T T
F-17) p67 phox 4545 Ji5 1] I i A= B 47, 5 J5E TP s
BT IHEA FAIE R A1k . DL T 250k
ASE, RGN NOX kil B b,
2.2 mEBELRESE HAKRSD NBTELRS
ARSI R G, HoP B AL R BRI &
FEREMPTAILIIRE. BRI RG QAT ALY
I 4k, B} ( superoxide dismutase, SOD) . i & b &
(catalase, CAT) . 2 Bt H ik 13 & 1k #1 B ( glutathione
peroxidase , GSH-PX ) % i & 4k ¥ i ( peroxiredoxins,
Prxs) 212 SOD fEA W R AL, S E MR N
EER P AACE, SR A N E =Y R,

SOD " LU 4k O, ™ B Ak A F A i H,0,, 3 1
CAT .GSH-PX Prxs ffi H,0, #{b ik H,0'™ |

e H K> A E AR RE R, 3R R A 23 e T
JRAT L E 46 B B B 5L, AT GSH-Px /EHI T M
H,0, iz v, A B R4k, BT - OH ™ AE i,
RIS e H Bt 2 - OH | BALR A VS BRI, O
REf s — SR Tt S A B ph R L8 D, BELIBT A o2
R W A1 DL g VAR

3 |NHS CP

SR AE CP B % g HILIR o 2% 4 7 A T
ROSADO %" B FE4R 7R , AL 3 fin 2 BELIKT gt
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I, B IR TR L 5 4 Ty 7 g 3 A M
W5, 6 BRI 28 A o 48 1 Pl R0 T DA B 7
B RIR AT AR 2 = B4 (194,
5 LIV SRS L M A , TS B AR T A
VAR W L AN TS B TE CP A )
(O TCAEIR I 1, 35 0L AT 48 I R i A
R 0 K 2 TR 6 A REOIR A R A7 1) 2 3
W) S R A R I MR 40 M T4 AL, T IR
ik, B AR R v AN S RE s T

LB R CP G R 22—, HBOm AL AT g
SAEARIEAR K . LR AR ) 2 IS R
ZEFT LAVE & CYPASO kI %, S B A K
AR RSO g R PALMIERT 4 5%
FRTU 2 $0 25% 1 Z B2 45T Sprague-Dawley K FRHE
L5 b 43 R A R I 06 0, Az B Mt 3
2 L 48 e A K T BT SE FRATR, 1H 4R AL 0 48 e Ik
FI MDA /K50 B8, 5 4h, KA 2]
A P P T 2 P e B2 0 B 2 P R, 48
T T SR PO R P, AT S P g 240 Y ) 452
GUKOVSKAYA 4521 D) 7, it i 380 52 Gt 6 40 i, 46
M Z BRI 1, & B AR A AR AR B AR
NE TR 2B R 1L, Z B 0 SR A A T e s
Z T AR 30 TT 75 42 I M R 6 20+ NF- B
Ak A AT Ca® (55, o i il e o
f¥) Ca®* -ATP fiff, SEURIGAAE N Ca®* WRE, WA
T P A RAZS 7, A5 R A S 7 A 1A B I 38 P 7
25| R RN A R i B0 A , R B P B
O YR S i T VR L B 2 T A i R
[22-23] 5
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BAWFFE 4 RN, R IR AR 4 i ( pancreatic stellate
cells, PSC) /& & LA M A0 6 57 | 7 A= i I 1 4E 1 &=
LY, CP 25 1 B ] L) PSC YR AL o 5
R, QW N QW] LA B HEF & PSC i fk, S8 T
IR A RGN 2 B 220 W L 21 3 A 3l
PP RIEANN TR R 5] & PSC 546>,
IEALRY PSC SURTIE 3 B A 43 ik 1) 7 =Rl e Ak A
K AT B, (transforming growth factor B,, TGF-B,) .
TNF-o \IL-6 \IL-1 . [/ IR A K R ( platelet-de-
rived growth factor, PDGF) 25 R M40 Mo [X 1, & L
WAERZ M PSC WY TG Tk, 4N, & B AR ™ P £
*F 3 S22 Z4 R VG AL 2R 4 i ( mitogen-activated pro-
tein kinase, MAPK) {5 %% 5 i % ( ERK1/2 6 % .
JNK i . p38MAPK i % ) Y43 0 A 1, £ PSC
TR EFRERAIRAS IR IR 2T AL A SRR , T 470
AL N- st e B2 T LA il MAPK 3 4k, 9820
PSC %46, HU 47" fF5¢ & 3L, NOX 5 PSC 14
FEAHDC, PDGE R LIS fin NOX i v 4, H. 5 i) ] A1
AR , ZBEA] LU PDGF BFigs & 1 NOX i fk
K PSC {851 RE ) itE— 20 3w, T i) NADPH
B, PR 2T A TR RE DU I 8 ek, $7m LW i
KK PSC id EHEFH 5 NOX RGERITE AT Ko

ZEKI %704 [ %k CP R EL(WBN/Kob ) i Bl
O3 2 21, 23 ) W TR DA B DR (B AR S
PR —FP5E P 0], AT RLFES XOD, i Hi 2k %
W) % B IR K )RR 2H R B L o A a0 o A v R
Ji XOD G ¥ 2 2 T, GSH % i Fl SOD i 4 ]
WK, TS R R th T XOD R BRAR Y R
P 2T dE AL BRI BB R . S R R
XOD £k ROS A& i i) d 24 4% H -, 76 CP JHR R £
el rh K EEAE

ROS Bi 1 BLHER A AL O 7E F A m] LAAE Dy 4
MINAE S BI5E 2 {50, 1% fk MAPK NF-«B F1JH T-4H
S R AR T AR JAE BB RN
(oxidative inflammatory cascade , OIC) [l HiE &, OIC
e HI A AN AR W S AR AR R S | R Y L5
b TE ST Y — RS, Toll #3214 1k /2 1K
FEH MBS RAE RN Z B A . A H B AR
i SRR A5 i, A0 B Y e B 7 A RS 3 RE
SN EE  AIUARAE T8 AR ECR S, /T LM B
Wik 20 ML (R 1 525 W1 /K P B 1k B R S5
P, 5 RPN 4 FHT A 9 28 A 15 7 3R ek 1Y)
AR E I R SR A o TR S8 SIS R
AT A T BE R A I - 1 AR 2 2 R
{557 S F s . WIRFESE & (cholecystoki-
nin, CCK) 75 FI 3 15 4% JBt Jie Ji 6, 40 6, 5 400 L e 114

CCK ZARGE 5, #E— L IE AL IR I C A1 =B L
B, fil % Ca® F TG AAIIR R . Ca®* 751k
NOX 52 ROS A p{ 8 hnr, 7 1 4% A6 1B il , {
kB K AEBEER AL, i B H XS M2 BT NF-kB p65/p350 5
I8 FRAKBID R AE T, NF-«B 2 A0 A% 8 55 2
) SR S PSR SIS (S N <V 4 PS )
AR & 20 L 1o JER R %) 3T A% (R RET , ks A TR A A
MELFft 4T (intercellular adhesion molecule-1,ICAM-
1) 32 S8 AU ) T B i A7~ i MAPK NF-
kB %75 2 (-1 (activating protein-1, AP-1) f8) 4%,
AR T AP 2 1 JRE I D FR 0 WA ST R, 3ok 22 ) S A A
ISR 4 , foe o v R B A

X354 50 /I B R KT B = T Ak
¥y ( di-n-butyltindichloride , DBTC) 31851k F 2. 5 &2
il /N CP RERY, 45 3Rk B, 78 CP R 2 2 Ak it &
HBRIRZLZR 9 MDA 7K B2 ) & SOD i 4 W] i
REAR . TRIEH R AR 4 2 v [ s 200 b v i i, Jl 3 B
IV 201 L 5 1) — P 2R 9 F4/80 W 5, Bt A Ak
Y1 ( myeloperoxidase , MPO ) 13, B &g #4111, 2 7% CP
LT AEAL R P 5 05 200 e 7 Tk 2 i 3R 4, DT
T3 MPO JEE T, XA SR R AL RE T3, = A
BEZ 04 A AL, TR TR Y SOD 3 R [
% A REAROH FRALZU Y A B L, S 30 S
PRI HERR, B bl 2 5 20 M I ) AN PR RN g D7 R
KA, FEMDA KA i, #E— 0 5 R R Y
SR NN, FECEA S 53 2 R A ik

4 #hig

KN B L TS N A JBR A 1 A S N 2T Ak A
iR T AR . ROS/RNS 7 A ARAY B %38
1 AN A SRS , B i A, A B
S AL R B AL 2 AR AR S B i A Al SRR S, e
o 58 22 14 SR P20 IO A R SR A, AT ik — 2P i
JRBR B4 H o Hy e AT UL, SEAR U AE CP R
AL o5 A B AL, AT LR i ] CP e i 2T 4k
PR i, (B AEAR REE CP R i) EL R A AL A i
it — B IRABIIE . HIIA AL AE CP o £
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