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Abstract

Acute pancreatitis (AP), especially acute
necrotizing pancreatitis, is a common clinical
disorder presenting as an acute abdomen. As AP
is often complicated with systemic inflammatory
response syndrome and multiple organ failure,
the overall mortality rate in AP patients is high.
At present, the research on the pathogenesis of
AP has attracted wide attention though it has
not been fully clarified yet. Of many theories to
explain the pathogenesis of AP, “the theory of
self-digestion of the pancreas” is the dominant
hypothesis. In recent years, concerns have also
been raised over "the theory of inflammatory
mediators", "the theory of intestinal bacterial

translocation", "the theory of apoptosis" and "the
theory of calcium overload of pancreatic acinar
cells". In addition, extensive research on the
relationship between hyperlipidemia, especially
high triglycerides (TG), and AP has also been
conducted. In this article, we will review the
recent advances in the pathogenesis of AP.
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SRR K (acute pancreatitis, AP)# —Fh s
JREE I B Mg, KR BRI
X (acute necrotlzmg pancreatitis, ANP)# T
& & K g B9 4744k (systemic inflammatory
response syndrome, SIRS)#= % % ‘B o 4 % 38
(multiple organ failure, MOF)-$ & J& 1 = &,
TRG. AARNAHRAZERAL—A
NG, EXEFHP, IR F i
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PR, St TR B v, A K K it
FERR I AR VA7 A S SR, DAk, AN
WAWFFLAPKI AL, INIRS 5 RN
R RSN RIER, AW R IR T AR
FIARA R

1 BRIREEBLF

TEH R WA R A B AT 2R T 2 — Rl AT 2k
YNGR I Gy — o DA A4 R % XA A
T PERI M. 7R O0 T, S R a4 K
280 oI PR B I, I JSURORL 55 40 i 5T A B
BEIR, oI R 1) JRR A N 5 AT D ek 1 B A
5T, K /D5 A R A P B O TR, IX
S JHE R TRE 1 R A 1) A B B AR B L OE
WIHOLN, PR AR E, 1E i
VR WS h A A D P T AR, R R AT
TH A AT AR Ji DAL 32 ok it A0 B Wi I B e R AR
APIHIUAFR 2. B8 I 05 K (trypsinogen
activation peptides, TAP)/& Ji 5 it Jit 22 = A vt
(1) — BURIR, 70 E 1 J5U B0 ) i A8 A TE A
(10 J £ 11 e R b g DR RS IR ok, I B
TR THCHE N L i R0 M0 A B SRt AP RS
PEA I 40 MO DR 7 RO TAP T vy, R oA ) af 37 41
i DA AT A PAR Ak ] 1 2 Jse W g £ 1 1l it i
RERE, St MG OIS I 7 AR &), JER
13 B R S R B ar B oY, S Sk
il 7% (severe acute pancreatitis, SAP) .1 &
FEAET 25 2 88 B D) RE v 27 A IE (multiple
organ dysfunction syndromes, MODS)5 ¢, 3=
B R SRR AT B T A R B AR A A B
T 04 B 58 P A A5 3 1 0k A 2 1) 2 S B
JREE I SAP P 4 T S2 B I U DAL, B S Ak
(1) Jg £ 11 A IR IR B B, O g RS BRI 2 2 1)
HILRIIRAE, 5 bRl e, o o 28 & ik (Bl
MLAEAGER, FERIR LA 1) P R BB, 3 B30 5 1)
T IZE PR v A, DASSUK 5 0 I 7 b 49 AN I
s, FEURE RIHIERERE. 28H
FR I A it P IS KR A, BRIk, SR 0> o 4
(180 R 1 8 gl AT LR T 9 % 4 T S A
22 Z4 R AL B A (mitogen-activated protein
kinase, MAPK )5 AL 2 Fh 4 A5 5 1% 2 1 &
BRI, P p38MAPKIER T I ) 12 I K
J A —, p38MA PRI 4 [ S vl e ik (1A
#-1B(interleukin-1p, IL-1B) IL-6. JJRIERFE A
“F-o(tumor necrosis factor-o., TNF-00)2F 2 P2 4
PR] 7~ 1R A IR T, 2 WA Ay 2 48 E e WV 1)
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HLL IR, 5SAPRR A K B PIAH K. Karrasch
et al®ip38MAPK B3 l(CNI1493)% FH FAP
(e, i HLF R R I A RN, TR
FE L I p38MA PR 7 LA I A 1S
5t JRE AT A AP FE AR A SCBEAE T, ks
JI g (1 88 OB FE O nT R HIA P It JE, O
RA T RS TEOR S (o8 2572 VR 9T AP R
[T uN

2 SEMHENBREVER

APTEIRI DG fo], 5 2 45 B 2 a4 5
RAE IR, 35 RN TR B A A o8, 4
A m] DL “HRMLFEAE i 98 0E A i
(1) “URATRERIBE Y., A5 AP ST IR
AR TR R B A A 5 RAE RN ZRA A (sy stemic
inflammatory response syndrome, SIRS)H1 2% &
I 3£ (multiple organ failure, MOF).

2.1 TNF-ct’A B % & TNF/ZAP &7 T w140
JL DR I A A% A R, A S B R R 4
(K198 . WFFER T Y TNFIR S =10° wmL
I, TNF¥ = T2 o, nfEH 1%
i S REAN M, VA1 B KT, (i A 40 X1 -1 1)
FEA, BIEIEBRIBOR “ERATRNY ", A
BAGURGE—DnE. Bal A s R I, AP
B () B AR AR B IR DI BEAN 4, TNF-aL
TL-1. TL-6n] 4 i 8 o4 i 40 e, Aok L ot A
R HE VA VR BRI, b0 U SR 0 R s i A
A 2 VE AN B GE FIN O 41 [ FH R R, H
P07 B AR, AT B 5 5 | LS AP LA R e R Ak T
2, TNF-ct/2 4 i 5 7 M 13 s 7, "% S
IL-6. IL-845 {2 2 A1 1¥) =2k, & — M B 4
5 I VA, AE AP R R ke A T 2
YEH]. TNF-ctif)/™= 4 52 4 g AP IR 5, AL K]
2 AVEAE R AR A F — BT LA R A
SIS, Noh er al'"RILS AP R AL Stk Ik
J* & (mild acute pancreatitis, MAP) & 3 FE K H (1)
AT 22 57, fESAPEE FTNF-ot DL
iR 5 . De-Madaria et al'""/x B TNF(-238G/A)
HAPEH I T I RE LI L. 7EIL-6(-174C/C)
55 R B R R A OC. (B RA F g R mtY
TNF(-308G/A)H: K 2 351 5 AP i 7y I S
15 IR JETE 5%, TNF(-308G/A)A [l 3= K 1 ik
(I TNF-ctifil i /K - /ESAPFIM A PHUA L4 th 8
BEMEZEN. SVENJE R R R R R RS
TNF-pEHR Z AT K, HTNF-a. BHERFZ A
PR X TNF-ou, RIS T A7 A 52 W0 W M 52

AT B A 5
4 R AP K SR AL
B B 5 AR 3% AL
A FH, KW
AT KR A\
M & AP YR T b
2. A, REE
N FF AP A
YA ALE), IR A
5RF &#mEd
P EAEE,
R AR R G Z A
& IT AR AR
&3,

Wi £ E
Wittel et alt9#F 5%
2w, BRI
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W, et R EIRT
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FoE M, 45 Ca¥ I
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AAET BEER
R & 42 R A
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Howg AR X Bt R
3 % 89 R AR
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KA R F I
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By BB A
BREFHL. &
R o g2 535 AEIR
JE A E Tt £
JEA TR FBLeY
#H, RHET KER
EL e APt 2 ¥ 84
TR SRR R
FlAEM.

e, PR I3 TNF-B I A 5 52 31 2 Ffr PR 22 1)
SN, UITNF-o, B 3L, M TNEZ AR KT
E7e

2.2 AE T RV ROR T Z RAEA LSS
APIIRA L R, T JEhE 4 i DA -1 Fia b e -1
(chemokines) X Jaj s ZH ZURTZC A0 T 2 1R 0 A0 e
FEFERN. R TR MBS EA, R
PE 9 RE S5 3 BRAR DL Rk . #afk 8- e] 43
VSN R Y APS R RFAS R G N Nt i K A P R
R P R MM IE AR R E
TE R M i i 45 77 T B 2 AR AR H L T S AR
Z R AR AN S S TR B, 5 AN
(97 10 B 28 ek R DRIk, o N A g
OB 715 &, ATRe I TAPH RLH 2
W RIS (K T, A S E = c-C ALk
[Al 752 {£-5(C-C chemokine receptor 5, CCR-5)
FHCT APAAL I 17K 1R 1S I A5 kB R
(1) J IR 2 RE VA, X R A CCR-51) R IE AT LA
WTAPRI I E LR, TL-8JE AA—Fpom 21U b
PERLAR 0 A0 RN 7, Panek er /il i [H]
AW 5E AP A MG HIL-6. TL-8FITNF-a/K T,
BRI R 3FP PR R Bt 524 hRIB ST, H
SAPHH B F TMAPE R, il 1ENVFESAPH)
FIAIM SRR &Y. Zhang er al" W57 BN B
122 EL I A7 R0 /D 375 HH R TL-6 A1 TN F-a,
FLATROVE F AT i 5 G0 o JB J 406 A I R gk >
BIEMEA O AL S (- 1(mononuclear
chemotaxis protein 1, MCP-1)/&CCHY L
() — b, S0F FRLAZ A A R e e AR . R
U, SRS T 68 APEHMCP-1. MIP-
lafIMIP-16F 224k, A BUAT IR =) & I A AE A
(B 128 A0 I 4% Dy e AN 4= (1) B, LTS R K o
MCP-1% =W T, 1 HMCP-1/KF 5 ) 43
DI REAN 4 (1) 7 HE W 35 AT K

2.3 o N BUEACE T ORI A I PR 5 i
NG AL IR T (platelet activating factor, PAF).
B RIS T R P B g v R A
FEAE R PAFAE by AP 5 B ) s sl
FAE BT, LN R ARG A B i, 15 R
Srukifn . SRBEIEINT, AR TPE RAE S V.
AT AR AL R Y. PAFAS S APRIBL
AIRERM (DAL, (R4 MR 5
SRR TG R, 3 350BR MR 1) ALt E VAN A, eIt
TR IARRERS, dRimskii . Bia IRAE; ()MIFEL
Al 40 i DR 5~ B SRE A 5T, I B Rl M X)) kA
2P, INEALRBIR; ) FBURIR Pl Ca™

KV TE s, S0 an i, ek I o e M AL (4)
403 1 T e i, 3350 B o o, 5 R s T
MW FEFRIMAE; (5))8 S AL RE kL 4 i 5
J3 A0 e Ta) PR A B AR AR e b 4 i R 2
A0 N IE N AL (6)- 5w A 4 i 3 1 A2 44
gidr, Wos LA DI RE, BBGHE ALY, e
HE A0 G BRI SR AR (7) AT 284 S I AR )
VEFH, B INJBERG 4> 6. APIFPAF S I ML (1)1 32
P, RS, SBCRBEEPR, MARAL, 51
AR PR SE, EPATE . B I A 80 T B Ok
b, FEUE T SOV B v i TR A L A
PERG N, WARE th, T UM E PR, Sk R
F %551k (acute respiratory distress syndrome,
ARDS); i L& B I, 51 MK, it A
Hs sy, S SUBBEE R T T PA 5
IR, BN 2y A7 TG F B i Sk — 2P Al
WPAF ™ E, N IE A e, SERmEoe R I
ML NCTEAL R 32 AR Bt (platelet-activating
factor receptor antagonists, PAF-RA)RJ il /b J&38
P AN 5 GRE KN, PRy VA HIPAF-R AR ¥k
BPAFA T R0 R AP TS, (BT
FIPAF-RAfEH (RIS 1R] %, H & A B RS A R
SIS A5 ] AT A R T

RAEAT JFAEAP I ) Sk & T S8 -+ 4y
FEIER], JLILETNF-cty IL-8. IL-6FIPAF
B JAES FURIRETR, 51 JE BRI TBR Y, #
BH T 12 2 A1 5T (0B T A H A 3 1) 9 RN AT
M IEEFNIEIT APHTE F .

3 IHEBESUFR

Ji TE A0 R RS (S AN T 2D (934 2 2 T N
A ARG RERER AR L S N 7
. T A R S A AP G IR 2 B, i
T 5 B (R A A A0 o LK RS IE R DL R
Ja3E 5 50043 s BEAN TR, T3 2 i 8 B i 1)
BELR, Al AT LA SRR RS A B SN LR, gk
ISR L e S B R I - P RV A A A T T
IR B 451 0 R B L. O B A 3E, TR
Joa e T P e - PR 152403, 4 1 Eh 20 2 A
SRR TR im0 (B, R ALSUK I, bR
W D RE DRSS . T T M T A 0T o A 1 A 2 iR A
RIGAHAE, WIREA L M@ (D2 MG
BHABA L ()2 ARG R 4, 73]
ML (3) 20 1 L I 52 1 1) o ol 5 L b N T
JEE; ()N iE AN B IHTE L A AT IR, A
TR TE SAEA B A, R S i (poly
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ADP-ribose polymerase, PARP) . f5455 51 F 22 Ath
(b SRR A SUR WA SRS I PN S NIt SR
R IWRE P A ] 75— AR & B (nitric oxide
synthase, NOS). 5 I\ 4 1/ & oy fr 2
Jr Z Ik B 5 T Ok AR i AT BB, SRR AR A
DAL G A T RORE, AT o e A i A
EY Gz i 1PN R ¥ TEZ NS SR Vi PN R A= N
T B PERL AR I, 51k 2 WS40, B
SHMODS. 1 TMODS, JUH LM ThiE AN 4
HVES T ReRRfG 2 S AP RLAE T (1) = SR A, i Jk
VONIE 2 XEmvilits -y )Y R i raeas- A T
JARR BT F TRt S S SR AR0 L i P Ak 2 g9
TEFRAC RS PR 38 R B EH, JT/D S AP

4 MRATE

SEIGE SR I, 7ES AP 4 J A7 78 B 12 (1 IR K,
T TECAN L ) 2R R AE A T, 5 | S o B AOE
N, A/ IR AR M T, TR R SRR 2 v R
A KRR Al Mg . Pk, 78 & A B4 i mT
DL ok 75 5 M i 4 0 T 1) T 0, I AROE I
N JRDIRBE, TVGITSAP. I3 MRk B
JIRE e 7 400 Y XoF 453497 PR S LA PP 9 9 7 FE R
B A . X S8 T ] gk — 2
U T AT B 2 RT AP BRIt JI e 40 JH 1) A7 R s B, i
Y40 e O T 7 A TR BB IR AR R AR 1
IE V] e 25 FEARA P ™ FRE . BRI i 1)
T RS i ™ R R A S, ZESAP/
B Tl N 4 T A 2 B I T IR LR, SAP
I 25 A I 55 T R AH B OC R A AT SE 20 1)
TIFST. A7 SRR S Hb KA W] (4 i Z M5tk £
gh, HALH AT gl i PR T AR R
FEA TS SR E A YH T, Odinokova ef a/™
T L ST 6 A B R R 4% v Al € 2R C IR RS TR 4
Ry BTS2 N E 11 R O & A RSB i B U
PE4 i (reactive oxygen species, ROS)FICa™ 54k
L AR 5 HL A7 P 5 22 T PR IR A G, A E A Ak
T2 7 A2 T BT SR A 1255 P (1) R K T D R
JiR 98— ISR . R SR Bax MIBel-2, 7 fE-5
A PR T AT DR, LA B v LA A5 I

AL T 5 B A I, R AP R T AN
FERAER VG S BT (1 R .

5 RERREAITBES N
IATVAR B3 I 3 ST A PR K5 1145 7K P 11 26
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R, AFRFLRAPK BRI 5 Ca® 40 A 5
AR, T A0 P T B A A RSCh BT T
. Criddle er al™MiF 92 APIFI BRI 7
A 08 T Ca> AR A T I, Ca il 47
i FESR L, MO P RRER i Ca® T sl B BU™
R &5 R -LORI AR RF S 1R Ak, IX ] e AL
Vil 0 A e e A YR A o T ) Bk A
WIE AL, (T340 RN ATPWAE, JTHliRe
HARFE M Ca> FE ARG, M 5 i Ca i 1
i, HOCa® 1 AN L4k A AEIRBE. KT, i
20 R F B AN AN, Ca® i A7l HP B IO 8
A, T SRR AL, 4t M IR AT R A AR sk
/b BT DL AN 5T P ] 1 R TR v 4 L P
PR D S A 7 L T BT A AP R AR (1) G
WHAE. Fischer et al™ FWittel et al™ (K57 %
N, ENRVT RS S AP K B AL IR P
KT PR ISE b A 4 % 1, fECa™ T s, ki
SERIRA . RIS N, Xue er a* @it
S R IS A T T UL R R AR AL Ca” -
ATPase(SERCA2) mRNA 21k, 1/ 41 i P 45
A, ATk PR R A 2 A%, DRI A 545
P B2 5 T s ge tERIR 28 ) A2, N4
JHL 7P Ay v 4 A R AR A T SR A T LR E .
Criddle et a/*"RINCa™ EFEL LK< ki
PRI fit, A BE R 1O AN LB C > SR HENE, 1T
FLAT L B BS AL . T AL, BTCa 1 +E
SEPETF A A R RAR D fE, XK AT i T AP
YBIT . X SR ST s R R e A0 i R A AN Y
KGR APIRIGEERRS, T HAE(EHEA PR kS
HEAER.

6 =ASME

KEINPER . I RBFIER W] & g MAE 2 AP
I Rl 2 —, R ] o P TP 55 A PR 7 R S
1 KB APAT 51— o H il =i (triglycerides,
TG)JI 1, Graesdal et al** /eSS R IR
R G RN B ML T G/ 0 SR AL (1)
JIR G, A B N, I LT . B R i
. ARKEESREE KT S, XEEER
A FH T 16 107 20 P 1 85 2 sk vk MR g, A B M 41
ZUNT G it (2) BN JBE B 28 43 WA AFDG] ks> B
IR S AP, IR & M M (lipoprotein lipase,
LPL)JE PEUOH TR & 3%, DML PLIIGTE 1 B,
SR ETG, (7] I 51 B4 IR L ik e Wl % A %,
Xof 15 % £ JI £ 1 (high-density lipoprotein, HDL)
S 1007 PR JIEL ] AN e R AL 2 AHD L% O, fFHDL

mi:A2E

ALEETHR
INSEL R PR
H 9 TR A
TR E R, &
FrF LA R 69 R
BN, AR e
#] 16 R & T AP
AT R, B
S Lo
R — R I E
L, Rl A A
JG A B0 Oy ey 3%
BT #T R
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W2 A

Mk & R BE
MR (TAP): A&
G By JR RIR R 3%
o — B AEAK, JEMR
EalBREESE
T EAE
KOG EEE AR P T
VAR Rk, S
R85 &N
ML o i 4 BR
B

K B¢, Deng et al™ 50 RILAIEIE BTG
I JEE T A g i 28 995 B4 55 B W N EE. Segersviérd
et al®7E BAPHI R BUBE RS T R L, 158 K RUAH
b, HAEREIE R B 5 B A 218 s 5 1 IR
I3 PR 98 RN 24 IR 2 ik 7 i (alanine amino-
transferase, ALT)7ZK =B 2 T =7, FLIEHER B A5 4
B A AR B ) TNF-00 mRNA, IL-10. Yoon
et al BRI S M R IAEAT w5 IR UAE R A PIfL
T PR R B IR BT IR R KT, R
PAHLEI AR SE 4 T . m IR v LU S 34 e
ISR 00 4 I F T % i % L) P L) A 2
RPN W A SRR, 514N e Py S
() S 38 I, 4k R A AN IR AR, A SR
PRCO s v Mg R £ R R P R B v i e,
T NHFE U 45 % (cholecystokinin, CCK)JI¥ A,
AN Ca™ [ BT T IR 4, ATi5] & AP.
Zhang et al®WESTHR H, K BRUPEIR BRI 40 i 15 7%
WP I RE iR, 45 SRk TR i i v 400 i ) 4%
155 R P8 5 IR H T8 £ 1 D Do) R0 9 B8 B L. A
2., FRIUEA SAPHIBI VIR R H e R T,
RES WA RAEN 7 K& Ca> I AL K,

T v g K BB R BIT 5T AT AT Bh 18 1 A B RN
7 &8

gl
AR AP PR 2 05 21 45 Pl & 110 ek 4 1k B
7, AR A A AR B G K IF A7, Sia
B 2 A 5 R A Pl R s W AN T SR,
Konstantinou et a/™ ' T 1| AP4 3 B4l 125
oS BRE B IR, Fl T Sk K i P 2 i A JIE A
U 0T AT S K AP, APANR AT LN
B, R N B R KIS R, SORE I AR B R
PN B 2 LT S5 ] DA LA 7 A ek f i e A7,
BRAMIN 725 T AP Z& 1K) B B R,
5 DR 2 TR BE AR BT AR BB, I A e Bk
P ) R AR e, AR T H AT AT S0 X AP
HL A A5 B A AR L B8 DGR, BT UK 200 1) T
B FE ST AT AR RIS A W 7 . Rtk
SEBPIAPKIRY, Y e A R R AP A AL RN
TBIT SRS R

8 ZENE
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