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New insight into macrophage polarization in the development

of pancreatic inflammation and fibrosis

XIN Jia-Qi, XU Xiao-Fan, ZHANG-Hong*
(Basic Medicine Department of Shaanxi University of Chinese Medicine, Xi’an 712046, China)

Abstract: Macrophage is closely related to the progression of pancreatitis, but its potential mechanisms remain
elusive. Increasing evidence has shown that different phenotype of macrophages may play a different role in the
development of pancreatitis and pancreatic fibrosis. This review focused on the advanced researches on the
relationship between different phenotype of macrophages and pancreatitis.
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28 IR A2 OG0 ELRE 41 G (classically activated
macrophages, CAMs) X Ff M1 BIE Vg4, % N0
S TE R M1 B B A i = R R - TR
SERWRE, LR HhE, BRI AR
g K M, M1 Y S Y O S B ek Th A
IR 75, [EIEE, 752 P U SR i R A
BEIRF a (tumor necrosis factor-o, TNF-a) 75 557, Hifg
Z i (lipopolysaccharide, LPS) DA A v T2 (interferon-y,
IFN-y) Z 5. LPS j& % % [P B A0 M BE A 2 Rl 7
Ret B LPS 454 8 A iz B AN U i3 1H 5 Toll #£52
4 254 . TFN-y FZhbiESE E400.CDS™ T 41 .
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T M2 RIE AN TE CP BRARSF b IE R, (H
76 CP HEFE rp Th 57 (1) MY [ 58 401 i 76 g i 2T i Ak
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i P Ff i 2 Mok i 2H 23 4T A 5 B 2 TR 2 B 1
WAL TR DG B, PSC A 2 e IR 4T 4E AL i A% 0
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Thl BAHSCHIM A ¥, W1 IFN-y. TNF-o f1 IL-1B &
KACPRAR, 17 IL-4. IL-5. IL-13. IL-10 Al TGF-B
25 Th2 RGN R 7 S AR 41 4 Ak 20 DR 7 Rk KP4
m W B IR N AR A 2 B I BRI
I5: 41 ffl. (bonemarrow-derived macrophage, BMDM) L
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