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Abstract

Acute pancreatitis (AP) is one of the common clinical acute abdomen. Some patients will develop
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into severe acute pancreatitis (SAP) even after active medical treatment, accompanied by persistent
organ failure. Lung is one of the most common extrapancreatic organs involved in SAP. Among them,
acute respiratory distress syndrome (ARDS) is one of the most common and serious complications
of SAP, with a high mortality rate. However, the pathogenesis of AP and AP-related ARDS is still un-
clear, and further research is needed. Understanding the pathogenesis of the disease is helpful for
better management and treatment. This article reviews the research progress on the pathogenesis
of AP and related ARDS, in order to increase the understanding of the disease and provide ideas for
finding more effective prevention and treatment methods.
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1. 5|15

BVEBEIR % (Acute Pancreatitis, AP)&— 7 DL EUME RAE B4 LG 350 B 21 2978 A 3 780 11 PR 38 B O v
R G0 WHR, SR ImR B WA ARG IT M S e —. 5 RE RN, AP AW HEFE T 1].
2012 FFAEITIEARF 22 K hnite, B AP 790 NERIE SRR % (Mild Acute Pancreatitis, MAP). H1 % B
SR AR % (Moderately Severe Acute Pancreatitis, MSAP)F1 HE 2LV iR 78 (Severe Acute Pancreatitis, SAP)
[2]. H, MAP Z 2 HIRTER), MSAP RINy—d s B el Jf e, SAP MIRINHIT 48 /N
FREEPEER T SRR [2]. HESiih, SAP JET-H L 20%~40% [3].

WP R 2 AP B LR E R, B AR IR ENUAE, 7 ] R S E e SR AR
(Acute respiratory distress syndrome, ARDS), f& & Efin[4]. EHIE XFEH[5]: ARDS &—F0a] i 5-Fh il
BN SO R R TS R A SRS e SOREVER T, TR I AN b A G, TS BUiK
Jir s 32 BT SRt ANTK o I RARRAAE 2R 2 i P A B I P 7k 3 P M 50 524 2 5O Ui 2 B A A 1),
BRI Wl BE R 8 AR 1 B . BRI, ARDS 8% KRR RERIEE 2 27 RZ
], 1 ARIEFRATIE 60% [6].

AR B AR S S AW fE, AP IS AR ST KA R T, (H AP IRIR AR TSR &
AT, THEAHSEEmES, MG AR SN, ARDS BEMIN T AP BEFIHRLE, T LWL
A B TR BRI T A, HET, KT AP J& AP AH2C ARDS AJmALEIRIRF A2 B, (HiRE 49—
SEW . AICHL AP HI AP AHIC ARDS 1) AR BLE 7 T A Fedk R HEAT 2508, B ZE I InX 0 (IR

2. AP Bk w1 #]

DAAE R0 i 22 32 7k DLBR 2R 8 D oo (P R AR B BRI LR, (ES SR TR B, FEBR = JR 2 IS 1)
UL, TR TSR AEAE s $27R T REAAAE HAR I P AT AL S 20 AP JIR] ) SR A0i 477 o Ji B o il -7 2k
DR R o (T7—/—) /N B AR A R = JR 2 1 B s, ST AR B/ INBRAR B, IRV 4B O SR B8 /D 50%, (HAAR A %8
IiE LA R 40 i P9 AZ K T 1B (Nuclear factor-kappa B, NF-xB) 0% 3 A B B8/ [ 7], 1X— 45 F K BH NF-
KB BB KIS ATE R AP, HHBAYLEIAI AL, FAh, RRARIIRERTRS . P X R L 2
54545 B e 4 M
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2.1. REEMERGERILE

AFEOUT, JREE 2 & DTS Mk B I A BB A i i, R BITE B I A i s . 4
i 1 il o A AR A PN R I 2B R R R 1 Bl R AT BGR MK AR RE T, KR B SRR,
HIE 51K AP. 1E T7-/—/NR N HZVE ARG B Wik (CTSB—/—)/NATFEH AR B, iR/ AR N Bk = R
Wi S, PR AR O ] SRR, ELBRUESE 1R ER M G T S BURIE AR AR 5 [8] . ST R ER P g IRk
T RIALE G AERIE FT AR, T T R BRI A B

2.1.1. BESHESRE

AP B, BEVIR. LEESERE R MR P R 1T T i R N i I Ca i A7 R Ca?t, BB 4h Ca2 s
Orail f5i8JH . Piezol & TRPV MIEN ML Z, FEHR Ca IREEFFET &, B “HSHE” [9]. FrEHIE
FERFR AT 5| RS 2R by 44 38 7 14 % 4 FL(mitochondrial permeability transition pore, MPTP)J SR 28 b A4 gt v 37 25
&, MR EZRRAR DI REFREG[10]. MU Ca® (G FR 2N FEREI FE . 2RI 2 & B ATP (1 E 2T,
Kb MR Dh e i 2= 3 ATP G RlEnG, B 21 ATP RIKS) Ca? IFHSFIE R, MM4ERF 7 i
BN R Ca? /KF(11]. FFETHE I Ca MU T EUR S A B S/ THE ek Had Bos, @ n 38
PRSI IWOE IR A R G C AR UE AT A 2R IR A NF-«B IB0E(8]. b4, Ca’'fE
G IC A R R E AN, 25 T IERIRE R W, B B R RS S TR IR
BE[10] [12], T ERPEIAEE AT Dk B S5 (00 . FE T893 SR e AP AWALHI TP PER], 0 T 45l E Fl
MPTP IR R BT, XA RN H G AP WA RAIT#E A 13]-[15].

2.1.2. B§JR - AEgRILENL

TENRIR A, et B B IR DA R RORL T 2 B M, JF S5 i R A IE T8 5 T BRSO 1R 41 i 2 45
oo R 1 i SR A S o 20 2 R 7E RR PR 25 1R T 4 21 2355 18 B (Cathepsin B, CTSB)#ii& . CTSB s&—Ff
ARG, FOSTEERYE pH [ FIARIHR K. RNIEAEEHLIE ERE L (CTSL), n FEfRI F g 4 0 ik
HABE. CTSB M CTSL IR (1 2K i £ (i ko3 B0 1) i B B IR AR 2R . MO CTSB—~/—ri bR 345
B, UESET CTSB TESRUG M IR 58 VR Bl o G B mG , 0] 13 A 1 i B e i) S AR FH[16] [17]. BFAL
KDL, X E A5 T 00 R AR G S O AN U AR AE IR A, 3 R R AR TR B R AR IR AR X I
WA [ 18],  ANTAT N EE S8 hE SV o

2.1.3. REBMERS ERIEERGER B4R

PR AN R A A A O A R AR B SR B 1 R B, BRI A, AR ThRERENS . H R
SAE NS SRS . B 8RS S AR PR T RENLE: o, R PRI e, T
JEE A BRI A B R, BRI, JFE AR E A, SRR A Rt
CTSB Wi e A B IR e, 36 PR A e e A 4R 2% A& 1, S B CTSB 55 A A Wil 21 i it
o AR AL T[19]. RIS, BRVEANMLA A LR ORI B 5 52 iR ER E g I AL e LR, 451 4
22 R AR HI R K T Kazal 1 8. CTSL MEMESE[20]. ZIXELORIPHLS]SZHMEIN, (e it Rt o ik
AR SO B RS TR, AN R AR -

2.2.NF-xB Mg 5®ER N
2.2.1. NF-xB BO#E

JEE A 9 0E B A O ] R 98 RE A o A R 1 e AN MRE B, (BRI FCUESE, AP B RV A0t m]
DA 2 P R AEANAR R F, IX 2 RV AN RE ) S REAr I« LR R £ 1 R FES 5 I M & NF-«B i@ . AP
i, NF-xB #7805, 1A MR A SER F-a (TNF-a) A 25 (IL)-6 55 2 M RAEN R I RIBFB, R
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B PNEJRINE,  [F) B 55 4 G0 S5 AT e 1 JR i A S I 2L 2R, 33 e 4 2345 45 I R B 4 B 98 J B 27 A5 AiE (Systemic
Inflammatory Response Syndrome, SIRS) [21][22]. NF-xB ANGHE 0 48 MEANM R T« #atb IR 7 FURG B 43
FHIFRIE, R AT ARIEGE T TR R AER CREEH JORE[23]. 7E R SAP A, 257 IL-
6 I FIGERR T BB, JLBRR NF-xB {5 5 8B 05, RNl 4 2005 B2 0 7y BeAIC, MG ™ EAR
SRR E R, HARMWEERH DA RN AR, UL R PURE 4 A RS Dz oK BRI RN fiti 2H 21
$i45[24]. TNF-a #IH]FIGERMTGERG)E AP B3 ) b I IEEEATh, T SAE B 77 1)
WHIE, A I R 2% g% SN, TR Mt o AELATE S8 1 A B0 NF-B 0] JiR iR 28 W] g B R = 3L

PR3 -1 S ARAH DGR 3 ARAKS3)HIH] NF-«B W&k, MR KA RN . 7E Irak3—~/—/NRBF 7,
iE AP AR rp G SR AR 28 N T S BB R A ek, TIEEAE AP A, {2 5% S NI S BU™ H IR
SIRS [22]. XA M RIE R NI —E KN, B 221 SIRS B, 38 g i ™ B,
EALHE T NF-,B 7E B 26 T /R AT &5 3 — PR 7t [22].

222, REMAMREIMERBREPOER

SZAR B R 20 MR I NF-B G R RO M A ot W5 S 20 iR i A AL shAma
FRH, WA G, b R g0 R B, S R S B S S AR BRI G A 25 ] TR
SR AN, T WREAHAE, SRR AR X R [26]. — B AT A B, SR SR MR TR 4
JeL Rl AT A 6 oy AR S — RS, S 5 RRR % & SIRS.

FPE T 2 Pt 3 B i PE 4R (reactive oxygen species, ROS)AH A4 21 it ffd #1754l (X (neutrophil extra-
cellular traps, NETs) B BORB T AR/ 3 40E . R VR4l nl i@t NADPH A0 Mg 55 2E () ROS
SRACHEB R ABEAME27]. FREEEW. Ak ROS KILERIAL, rhYERI4IMIEH S —Fhp L .
% NETs. NETs s&H DNA. HEAMEZMPIEEH, WMHErEEANE). fEdAEMPO)SE, 4k
FIRCIREEF . NETs ni@il STAT3. MMP-9 2581215 5 AR R E 05 [28];  [FRS NETs fIf R4 5]
JRE T ZE, B AR I m et Ca? iR, e S 8URE Alg)E S B0E[29]. 4EE 2 NETs 4K
Gy, FURFRR VA0 B EEAE 2 %) R 40 S i, S ERAE TSR, R A S AETI[30]. Bt
4, NETSs IS REIE B3 P PRI A 524 28], fedE AR IR [30], AIMTINEE AP Jife.

EWnif 2 FrR Y. BARRMERR M1 RAEAHRMER R M2 B EREgH 8 o8 5 M1 L
M2 AR AR R0 2H 2RO B3 (1) A8 4k o SRBE (1) R0 4 i 2 B 503 43 4 5% 7745 3K (damage-associated molec-
ular patterns, DAMPs), {45 3L F% %% 25 14 B1 (high mobility group box-1, HMGB1). #K 7 £& [4 (heat shock
proteins, HSP). S100 & [+ %2 DNA (BLFE4H AL ALK AR IE) AT ATP &5, iXFh 0. YRAEan it
FERETI DAMPs SRIUE (5 515 3 A 5 O0E 1 S [ B 59 SR AR TG00, BRI AR 26 0 2 A - B —
FhICHE M RAE R N . DAMPs Bt Z R 55 AP: 5% M0 b 1R R 524K 45 4 T s s v,
HMGBI1. HSP FIXUi% DNA Jfid Toll #5214 (TLRs) % NF-«xB J@#; 25 NETs (& 53 %%
HARIEOE SR @S5 B WA, TSR AT AR31]. FoCiR K&, BRIt n] Kk
A SRR TR 0SBV PR ZE SR SR R 40 R Y DAMPs A1 H B 40 Y B R BOEAE R R, iR
M1 BURAG[18]. M1 B E G4 M 2 5 Wk R I ISR AR X3, [R5 K21 e MEAR IR, 4 TNF-a.
IL-6. IL-18 5, MR IR IR N [32]. BEAE BRI, ENRgHM o M2 BUE BRI, BE IL-10
M1 TGF-B ZE40M PR T2 208 [30]. T M1 AU M2 B EWEom A Ae B, DR b e JS 4 B T T
K7 AP 3t J& B T i B A% [30]

H AT SR 2 RS S S e A e T RS (BIFR T 400). & HIhRenl /0 A =N ARt
T ZHf(Tc 40/8/CDs"™ T ZHd). #EhYE T 400 (Th Z0/8/CD,* T 4HAE)FIR ST 14 T 40 (Tregs). 7RI,
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AP FHAM B, AL T AACRAZE CDs T i) E B3 NI, H 5500 ™ EAR R334 =i
[34]1H K. CD4" T 4HMIHHEE f5 v 20 A RIS, T A M0V, €448 Thl. Th2. Th17 &, HE3HEL
. AP kA2 % J@ 52 Th1/Th2 A Th17/Treg ~F-5 (5200 [30]. Thl F1 Th17 408 5 4 AN SORETE T 48
M, Thil 4 i 73 W T4 F -y (Interferon-y, IFN-p) (21 98 5 [ . . TFN-p 0% B M 75 33 m) M1 &
B4k, EREE CD4 T 4HM ) Thl A6 AT B IE 45 [35]. Th17 4R 50 IL-17. IL-17 & —F{E %
YUMIE 7, S AR IR, WA RO AP BTG . 1IL-17 AT E SRR EK IL-17A %2
g ty, BREEAE PRI Ak I FE ARG s AL, TL-17 SE AR HE TL-6 (7= AR AR, BaE 45005 ki
R R AL, BETINE AP () SREIP R SN ES B 47445301 [36]. 1A Th2 ZHAAT Tregs 185 W H1 %
. Th2 ZHAREY IL-4. IL-5. IL-10 F1 IL-13 540 R+, & REfE it Th1/Th2 ~Ff [ Th2 RE&SFAL T
I Thl GHMALHRIE . Tregs I 50 WhHt 2 AR 11 IL-10 A1 TGF-B, i3 B2 #) 2 E Je i . Th1/Th2
S, Th17 050 3G IS Tregs U Jk/b BRI e 2457 — AL T AP IR S0 S M o

2.3. YAHRARINRERERS

RUSCIRE], FHEA AT 51 MPTP FF X — 45 A& 2R A I B A7 318 2 RN 2R by A 530325 1 14 I 1 4 sh o8
PR, e SRR K . SRIE I RE AT . SRR R R R B N A (AR A B 3R o FI AR
FT ), WOSAMRRE TR ARARIS 2N =4 ROS I EZS I, SRR DIRERERFHT ROS A2 ik
W, BB 2R A 2B DAMPs, #7NZki{& DAMPs (mtDAMPs), 35 ATP.
MR oo LRAEER T A MZRIR DNA %5, mtDAMPs t45f it DAMPs (AN 2125 5 H 4
iR RAEREJE[37]. BhAh, ATP FEMRIE 2 SEKHT ATP FI4TMIAR T HLH 281, 2 R AR 3T B 8 A v
(UPR). 43 ik [ W6 v LAY Bk 52 403 0 40 i 2% DA+ 1E 85 AN DI RE o 1 Wi S2 0 BN eV B e 15 ok 2 T )
MR DhRER A RAA S IR T 2 NE O P, SEURE O 8EAR RAEGE . 2ok AT feFRas N 5
WIRL S, INE AP =B FREE[11][20]. BFFRARIL, %04 (trehalose) At i 5 H IR, 1R EMEM:, T%
DS J I 9 s B 2R A, ek J R A A 1038 ]

PR I S (ER stress, ERS)AZ 48 PN il X H B 1R 37 2 F1/B R 3T 2 B LT AR R o IRV i i 75 & i 4y
WK BTG, I EAFERABIN, 552 2 A 5 SR . 7E ERS FUHEM B, diie s
3] UPR LAKE W INEEAS[11]; {H24 ERS FREBus i, 4iiimid £ Mgt s shal i fe 5 58 12391 [40],
FEUBYMARG . #E] ERS 1897 H BE A AR IR 2 1 —Fa T F B 41].

2.4. WEHFER

B IR RRRT 2 (A8 1 B 2 23 b K b ) R BT AR (R B LR, A0 SAP RO ZH 235 B2 i 3R A ™ B R FEAH
R[42] 0 A BSUBR R A5 1 A0 T BE PR B AR BT A2 JR AR /N v, LAt o 50 ik 28 AR B, AT s e i 8 A
B, —BRZE EZESETE, BN SO AR N BRI . RBE[43]. AP I BRGNS 2 2
BEAE BN D9 BT B S MU B R 2R L R/ SRR L BN P B R L S AR A
AR TR, e SRR SE[44]. AP ERE, B JORESUP RN R HF4E, KR SO BRI I,
BT A R, SRS A B2 DhRE RS A sl 7124083, it — DRI BAa A R AG o S i B 43
173} ROS ML B/ ETR I AP (RS . BEERAERERE, WORMAREG W] R A JPRR oMo & (il fiE
PFHESS), 2KTM0 51 K 2 4 B DhRERES 2R S 1 -

3. AP ¥ ARDS B & BHLE
SAP I, JiF IR =58 98 RE AN i Jf B Th B 3538 )2 sl 3K SIRS, FE i . SORE A i A I KI5 i 4m

DOI: 10.12677/acm.2025.1541320 3476 Il PR 2 2 3t


https://doi.org/10.12677/acm.2025.1541320

HoNK

B R R MRS, A5 i A P R 4 R A v R AP, BRI - BN B, 1 K e A
g TER A, B2 FE ARDS [45].

3.1. BRRO{EA

JRE A MA WIS RRUE, BRICERR A G4, T3 N MR IERR, B E A 5 4o F0_E 57 40 e,
RIS Bk . RIS, BREE A v s HoAth A B, WA RS A2 (phospholipase A2, PLA2)FIZ FhkMA , il
KIENE Y5 (PS) /2 PLA2 [ E 22—, BAFRACNHI R S 2 i 7k 1 1E FH , BeRE L i B 48 ifn.
E AN . BEFIRI], PLA2 AT45i45 PS WGy, SI&MK N A& i EkE:  Hinis PLA2 /K-
S R EEAFEAR G, 76 AP B R LI VS M PLA2 MR THRi[46]

3.2. RERM

NF-xB 10 PO 5 R SO TR, S5 4R G 20 Vs Vi I i A IR AR A0 3 B, R TTTREJBORE 22 90 A
i, TEBCRMEEHR . s 400 78 2445 SAP A ARDS Z [AIfE) “HFge” o etk 20 M M 5442 4 P i 182 8 A5
T AL G IR TR B ALLY . NETs [R5k B = A FyURR 8 N 1 B 2B FE I TR I 41 B 107 B, S UK
TERHZEFIEIL[30]. NE #& NETs H & EfmFE . EHSMmINE SRR, sk mRaED, %
Wanp e dEde, i SR E 05, SnihyE Ban i & @iEdE, BIRN B INEE[47]. NETs & A] LS
IR BRI M1 R IR AL, (R 3 v B 2 A T (— e FE AR AR M AR A T T 1), (RIS T
o PR Tl e B A LSRR SAP AR5 [47]. a3 b s iz4n i, T8 B AL AT
B B, Gn A AT R R 4T B (Alveolar macrophages, AM)FI AT AT H ) J2E X 36 41 ffd (kupffer cell).
7E ARDS B H I B, AM 7E 255 A 3 R ARk M1 SRS, Wi e A T, i G e 4 e
il iERS . JEAE kupffer 40O FNF4HA#AS /2 SAP EA HMGBI1 [EERIF, Luan F[48) KM T
HMGBI1 FIZRIE A L] NF-«B (030E, ¢ F R R MEAMRE 7K, MM SAP KA ALL

MRIERRAN, U2 BT (BFE I E A # &G IL-17A 324K, Th17 4080 IL-17 SE0X L8
#1155 . Thl17/Treg LT Z R ARDS B3 /o ANE[49]. Th22 M I BRI IL-22. 1L-22 &Rtk A
T, X SAP BT ER, AR IR, I SAP E S L 8 E B [50]. BB, i
1L-22 /KF B, BliZH 545 A (511, TL-22 BT mT RS R LA ) 453403 e — e 57 B Lok

3.3. Rt

Jr R AR G A0 K EL T (R A S ot DA R P i A R AL RS T Y 2 o B, H i T
FEAERE S PERAAS . W1 ROAE S NS5 JT T R FE L EAE T . WA, SAP 11 Jl il B RE 0 = BE R 2 A 1K
AT R E AT SR BGOSR 1 4 2 2B B [52], PE BRI R S AP - B FEAH
HK[53], FHHGIN T EGAN MODS (XU . T8 B A E R T S R i T8 B e se B, Il R e 1, 40
BRI e B8 B FS [ 541 o M TE A0 o % o7 32 3 5 gy 2 Mok C M AL AT 3 Atk N il % 57 40 A 2
TR A R e R R GRS e N, INEE SIRS AfMHie . 4EIA B I8 Wi iR Ty AP K
MAFRIFRAESERE T — T AT S IHIR T SRS [55]. Wi E A FhG B 1t — DN B 1 il B o ) T e 2 3
Th17/Treg “F#%t T 4ERF A& hrfEDhRE £ X B, JoILR Tregs. WKL, Tregs ()il D e 11
Ji G e BRI T RE, Tregs HIFEM IR/ TANTERE AL, REA RLTAPT AP WA GPEIRFE I K A2 [56] -

3.4. SIRS/CARS 4

AP IR INTC MR S0E, HsE N 315k SIRS, b2 HBUAREEME BT 4 [ N 25 & 1iF (compensatory
anti-inflammatory response syndrome, CARS). CARS & — i FR il ik & 2 s 82 ) NI BT 98 IOV, = b
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Tregs/Th2 Al M2 B EREAHMI N F([57]. ERXFTE, HUAE%IE RGEE 2 FERIBUE 23], B0 &G
Gy RGN, (R B RALAH T oA TR T B, X AT e S Bk ARG AR RSN I E ACRE[32] . FLIER TR N,
SIRS 25T CARS &/, BEWITIAN, SIRS A1 CARS [HIFHIIL, A FrE MIA[57] [58]. SIRS/CARS
JATIFRILH SIRS F1 CARS WA, 4P [FII A7 E HAH ELINSR, 2 FECIRE SN A Hu i D Re
RN, FRONIRE PR N 254 1iE(Mixed antagonism response syndrome, MARS), X LA A5 58 5 {45473 ,
B B ATIRIR _FsR = 4% X 70 &N B s R bR o DRItL, ST G2 L2 15 5 0 B AU W] BE 2 V59T AP
A RTT

4. INESRE

AP R—FE WIHEA R G 2NE, —H I ARDS, HIRITBORMEAAE, T8 SAP BERUAH
HMEFRIER e A T EER N Z —. KT AP KK ARDS KL T F) 2, ¥ k2 Fan
DS Sl BRI, MARE —Bogit. HETlkR A AP AR ARDS (113677 75 B A BHIE
WARTT ISR 3 RIS 9, RN T ARBOR T AR AL, AT BT IR AR S BTN 5
B EA M BEANGIT ik, 1m AP B BTG .

E&InE

FRAE T N SR R 5 T & B a] FR sk R IFE AL HRTE X IR R E , w5 : 202305B077.
= FA

2R B RE ERAR AR RS A .
&E ik
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