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Abstract

Chronic pancreatitis (CP) is a common pancreatic disorder with a complex etiology, clinically char-
acterized by recurrent upper abdominal pain and pancreatic exocrine insufficiency. Macrophages,

EIIEE .

SCES|F: ARZEN, VR, B ST BN A0S R R 5 e B ia T W T IR D). IR PRES 23R, 2026, 16(4):
256-262. DOI: 10.12677/acm.2026.1641247


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2026.1641247
https://doi.org/10.12677/acm.2026.1641247
https://www.hanspub.org/

TRZEM %

as critical mediators in the pathogenesis of CP, play essential roles throughout the disease course,
from early inflammatory responses to advanced pathological remodeling. During the established stage
of CP, interactions between macrophages and T lymphocytes contribute to immune dysregulation.
In addition, proinflammatory cytokines secreted by macrophages are considered potential drivers of
acinar-to-ductal metaplasia (ADM). This review summarizes current macrophage-targeted immuno-
therapeutic strategies for CP, aiming to elucidate the pivotal role of macrophages in disease progres-
sion and to evaluate their potential as therapeutic targets. These insights may contribute to optimiz-
ing macrophage-targeted interventions and improving therapeutic efficacy in the management of
chronic pancreatitis.
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1. 7

TE R IR IR 2R I PR b — A WAL R Gems P  BUBRAR AL A 4 b S AR B e A AR AN W P45
Pi[1]. CP BYEAR AL R 5 4= [ W . BB B ARVA T E B LT AR T WO AE SCRAAT N E, (HiXet
Bt LR SRR DR, B TCIR A R P I R AR 2T AL RE (2] [3]. M AR e SR A B AL T ok, T AEL
S AR BAE T A E R G, JFIR N A FIZhRER AL, I/ SR R AV 22 208 W e,
ELREANARAE S B T2 JORE SN DL K IR A ok e i e v i #4896 < A T [4] [5]. AEAR IR BR R % (CP) ik e
AR, BRI H a2 BI0GE . 2K RARBRIE A T 5 3 R E A S 4, b BN iR
T o TSI T PR R o e i B R A B (PSCs) G4, HE TR R AR AT HEAL I TE L. A1, B
ML FT RES S R R B i 5 PSCs Z [MIIIAHELAEFI[6] [7]. EWELH A2 TT R S B ie T I PRI 1
W E BN R A SCR RGNS S5 O 1 ERR A S e T TBL B0 T1RTT BN i % S ms A
TR AR 2 67 RS HENE 53 %k

2. R E M BRI K R 54

51 iR 2 (Prostaglandin, PG) Az B2 480 J I R A= ik Fit v (1) 28 B AT, Hrh R S A B 7R 100 72
HORFE SRR o DF 0RO, TEAS PR AR 98 S8 38 B Bl WA Y I R4 23 rh , P44 -2 (Cycloox-
ygenase-2, COX-2) i) 3R ik 7K 1 35 B 2. F+ =1 [8] [9]. #F #RER (sulindac) /& — Fl 75 5k 2 FR R Ak S AR P 6 24
(NSAID). ZZTEMR 4 ] 28 i) W PEAQ TR A0 S B A B S P AR = —— R AR R AR AL 4« 2 M T e
BEAHI IS HE-1 (COX-1) M G -2 (COX-2) It 1tk AT/ BT A R 3 IR AR e, R . Bk &
fE AR FI[10]. BIFFER B, &7 ARIR I8 I PR L A6 20 (MPO) BH 1 1 R0 41 LR Mac-3 BH 14 5 W 4 i 7
JEENRAL AN PR EERE S, MR A IR N [11]. BEAh, %254 538 30 R R A0 IR F-o (TNF-a) K Ft%
Yk 2R 1 -1 (MCP-1) 28 [R5 3 KT, 3o HomT Rl ik i 42 28 0 [H 7 308 R A5 % CP T HUER . %
T AT R BRI R PR B R S PLAF AR A AL 2= TR A IR DG 7 il o A V48 25 A B AV A 1) v 400 e 2%
SR FE -, ISIEAR NS R YEE VR NIRIE, TEARIMIE] ML 8R4 K 2 R R sk gk, AT A
3 PRSI v 4 i P S S B [1.2]
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WA R, ' AEE A (rofecoxib)idid R COX-1 & COX-2 FERf 7 mkis, dhmjkis 2 AN
M 4 ) SRR T, SO LB R A FH T e 5 T S A Tl I i TR 42 5 DDA DR [13] 0 S ER AR A I A 55 T
PEBE— 52 BIRIE FH XU, AT A HHER) 72 B T il 2, (AR [R] COX I8 % i T TSR B ATl A B
TEAERR T A -

WETE T RARFEER RS, KIETERAED SRR .. PRy, KRG 2 eSS
PR, JUHAEST A S W 42 B A 3 B T R I 6 2 AR [14]

WA, B i R 41 (PSCs) 73 WA 1 75 7K “F- MCP-1 A 48 5 i SR 5 [ 401 i (BMIDMs) i AL 3 7%
AE ). ZEBIFTHGE, CP/NRBEMRAL N MCP-1 M B4 iibrE4) FAI80 ik B AL, xS
i 4% PSCs 73 WATE # 28 PEAH B SE AR o Z I AR W] e OB T TAKL. TGF-BLITGF-AR1 i J& NF-xB 155
e GBI [15].

S HEFE (Isoliquiritigenin, ILG) /& —Fl A H BLAR i 73 BS 45 B RAR BB RAG B, IR ZAAAE T HH
R, WFFERM, HEGHEL. PR, PulEEER . ORI R E ORI 55 2 Fh A4 3082 [16]-[18]
Wang SE7E/NR R ILG M E R AR, AR T 4 3575 5 1 08 1 R e 28 3 g 1) 5l
ZERFW, LG mll I HH] NF-xB 15 50 4 15 35 FHL W RAW 264.7 ELWEZH ) M1 UM Ak . AR, ZE4RN
S, ILG e I 0 ] R e 2 R 2 P (P SCs) it A B i/ F it 5 g 240 B i), ) ik e i It 48 3 e 7 R 2T 24
WFEEE . Ak, ILG kil T A AME 5 R B 1/2 (ERKL/2) K c-Jun N 3l 1/2 (INKL/2) B3 v
FAAFAG i@, #— 540 PSCs Mgk, FRBFASR ILG HAEERIGYT M AT 5, (HILIGREE
BT 7 3t — P IRIE[19]

A F LWL (Histone Deacetylases, HDACS) & — 28 REME M5 4 A L AEH & A ABHIR S &
FIl, TEQLE 5 B R AR RS Rl AR b R EEAE . HDAC $SIFIESS M L BA 2R, +
BALFE NG DR RN TIIRR) « FRISIR IS FAIKIE (U0 apicidin) BA K 2K H B L 25 (0 MS-275)46[20]-[22] -

HDAC §if P 7 0 225 2 Pl I (0 & AR Rk SR % DDA DG, TR, HDAC #1751 8 B e 4 ) v
I7 U I R T ). JEAESR, B A SCHLHIBE SRR, HDAC 0l 7RI TE 98 i PR e i S AS V41 44k
PIRIRTT B E L 1B .02 87 32 B 56 [23]-[25] -

EFEE HDAC HHI55] MS-275 7612 1 R AR 28 (CP) F) A RIS 1 31 350 B 30 35 ek FER AR ZEL 2 P 11 400 i
(BFEEVRAN) 54, I r] B3] E g i iR o SR T, X ZWIERIR IR 5 B Al i L
TR T RIE K (AFIENIE, MS-275 XA A A B g0 i r= A8 22 PR s2 i . 75 RAW264.7 4f
B AR IL-6 KIA, T EFRAR B LR U 2 E R A [26]. IR SR IR B AR ML A £
IR AL

3. T ERMRFENTY

7 4T i 45 9% 513 Rl T~ (Granulocyte Colony-Stimulating Factor, G-CSF)/& 1 & i Rl T8 N R 15 5774
(i AT R T, R EORIE T A% BN i RS0 . Homad 5 40 i i 2R 10 3 58 5 o b 4k Rk 4 i A=
RS, HHTS 2 R T MR AR ST T B SR A 0 ) A 3 1L T BB I R T TR 27]-[30] » BRI E
i BT I 4 52 A ) AR Ak FE R 3 AR - G-CSF 388 3k 38 T [ 41 it 450 v o i R 4T 4 7 2
ML AN, B ESRIRAM AT B8 S S b se i fE . tkah, AR, B8R RRT
I N E AL R TS o r AR A A AR, LR R A 5 B RER IS A M (M IT R Y 5 . 7RFA T G-CSF K7+
1o LA B JE R 1 /KPR B DA 9C[31] [32] Lin S5 7E U 28 Kb 35 5 SI2 it B 7 A 11D /I BUDE e ki 26 A 2
25T G-CSF -1, WL VA TT o R 2 23 P9 B K U B W 41 il (BMD M) (13RI 7K T % 441 o B = 35 BH (2
T EAR BN MTE B R R I R B R AR, BERTREMERE LT 4R R, AT RES S R R,
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EWFFINTY, (et L e iR D Re v BN IRV AE, 505 G-CSF 3l 7 i & 70 AL 40 . 5 J IR A 52 vh
H YL 2 A B A AR B DI R [33] .

4. T E R FiR (LR Z5 Y

/INEERR (berberine) /& —F R AR S RS AE M, 2 B I /INBERL 2 B ) AR SR ZE R IR GRS, anig
B, LRSI R LN EEY S . TR, X MY RIR ITE P R A ) B e S AR
TEIEH[34] [35].

W, B E — B S AL 2 R (AMPK) B0 AT 8IS 4% MU/M2 B E R R AOIRES T
IRAR JEIE SN e £ YA RS o FEAR S TGF-p1 HIBL RAW264.7 ELRELNMIFAY K 4K cerulein 75 5 1814
JERIR 2 (CPYRA rhr, /NEERRIE I AMPK RS PENLEIHIH] TGF-p/Smad 15 5 i % & M2 24 B k20 futi AL,
I s . 55 OEL AT g i S TR 4 it (PS Cs) i A6 S 4 BB AR T (ECM) LR, AT A3 CP 1 A8 JiE R I S 4T AL R FE
[36]. SRTM, /NEEGRLE S IR AN LR T A itk — 28 RGW 5T S WRAIE .

150 # JE (dasatinib) & — 88 AKX TR 22 40 A B SRR A1 77U (TKIs), B ik Sl v . 1%
Zyn] [FiT/E A T BCR-ABL. c-Kit. PDGFR & SRC K& 2 s 2 RN, JERee4s & HIiE b 53R
M. R E, 1KV 88 3 B TR 5 e it 2] BAN i 52 (1) & S P 14 1 15 (CMIL) 58 2 DL R 2 ik
Yt AR BH M (Ph) 2t bk B 40 B 1 IIL975 (AL L) B85 [37] [38]. Zeng 2570 KB, ik vb % Je ml i it i 5k e
it P51 -3 (GSK-3P)/ 1% 2 R T i (TKS)/B-catenin 5 5l B, il It IR 40 ML (PSCs) (M 4 5l 53 4K, AT
4% cerulein 755 1/ SRS VIR 98 (CPY Wit , FFRILH P& KA HEAAE T o 7EiE— PRI IA VD B Je Xt
PSCs 5 B4 M AH BLAR H &2 ma A 5 b KB, & IL-4 R IL-13 BN PSCs sk 45 9= B2 ] H i
RAW264.7 Ziiffi i 5 M2 BIR AL AH SCFHE R (0 CD206. CD301. Arginase-1. TGF-8. PDGF-f X IL-4Ra)f]
ik, A H0H] ML B FR EY)(TNF-a. iINOS. CD68 K IL-18). Tisvb# JeAbHal it Fikastk, 17
N REE TT B RAE S AR A TT 1) . S S B IR A B B LA 2 A A R AR, TR Vb e mT I [
far M1 A M2 REIRAL, JF T AT RE S 5 IR IR 4E M (PSCs) -5 B 40 B AH TLAE FH PR AH D48 i R 7
F AR T 13RI [39] . 7 L RTIA, 1k Vb B JE nTad e VR 45 4 i 5 R R R R A L (PSCs) 2[RI R AH LA
N T 0 1) Je i 2 24 A0 1) K A

5. ImRELHE S RIS

SRR KNEIFRY], 0 R ERRA IR . S8R MR MOIRES nT e e AR b s 18 Mk it
RTINS AN EFAEALBERE, (EAR SR YT SRS IR 7E A e i S S FH A7 T s 22 75 T 0k e o

5.1. HNEEWEZIR

AEAE R AR ¢ A8 TR PR 2 S A A S PR T A A 5O S I S R S, X T e S B S T b A
[ BTBUR AL, AT 259 1) 5 A2 XIS A R0s & . tbsh, EWERE 2 RA Lz 040, SRS
2577 AR Z AR b, XE DR TR R R S s B B AR 25 WK B2, IR AE — e AR L R IR I 1 HR T RBOR
[40].

5.2. £ %REIMNEIEEZ M0

Vi 22 42 5 MG 20 B T B 70 24 4 = 3 e 3] 98 AR 5B I (U0 NF-«B 5%, JAK/STAT 25) RIEEH . 2R
M, IXULE 518 E [F I 2 50K E R R OB, KB & H T it S B0 S ThaE T R 548 sk
PeR K. Rk, TEFFR B VRN EE R yG 7 SRmS IS, 75 B ] SO0E S5 8 5 4 REALAA G V-1 2 IR ERAS &
S5 [40] [41] 6
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5.3. EREZERTTEBEHRAATT AT E

B B B BRI T, AR A RO BRI W SR I R . Bk, BT
TiAT e DA 4R R AR 7 24 L 2] e BUCER MRS S B BRI , IOV IRRIA YT Rk 7 AN € TE[41] -

5.4. PMREF SEEBERGRIEENF

AR, GUORER KR JE Dy BN AR BE ) 6 7 5246 VOB 8. B AR AR SR & ARk
EANBRSEPREAR, AR E IR M A S P E R, IR AR GERIEN . A, A
G IRAR T AZ MR 5 BOAAR (T BB P 8 o LS W 4 R 2 1 2 A DR A RE 0, SICBIURT Ik 24 T )
FEHERIL . LA, — L HA pH BREHIE S SRS B 9K AR AT AE JORE O B8 vh SE L2505 1R RR T, A
32— 23R iR T RUR[41]-[43].

6. B&

LR PR, WA RS 1R R S8 (0 SO S N 5 2T AL HERE T AL TR O R R A, e I Y A
MM WAIRES R SRR RN 2 W E S B, RS SmitE. BUAURRY, B
AMIRAR SRR B B 24 T USROS A8 SE SR A A rh 8 B Y — LR BT 4Eei 7y 2RI, ANE
LWAEAE IR AR e e e A DT T AF AR 22 5, 20 25 W L S SR XA 42 2808, $ieo il
IREACAT T ATl o PRI, RORATFT R E— 20 WY A B MR 40 AR CP AR B BOh O DI RE - ALRFAE, 3R
GBI S T HLE], JRIE N 2 R RIGIEHES) R AN M AL [ I6 T S RS AL 5 AR T R R
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