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Fig. 1 Mechanism diagram of the MAPK signaling pathway

7% : Raf 2 Yeik 38 74 P J% 8 8% (Rapidly accelerated fibrosarcoma, Raf) ; MEKK1 % 22 2L 7 4% & i3 B 94 B % 8% 1 (Mitogen—activated protein kinase kinase ki-
nase 1, MEKK1) ; MLK2 # 41 #% % # 8 (Mixed lineage kinase 2, MLK2) ; MTK1 4 MAP =3t & 1 (MAP three kinase 1, MTK1) ; TAK1 4 44 & K B
F B #7551 (Transforming growth factor beta—activated kinase 1, TAK1); ASK1 # 78 =12 5 8 ¥ #L& 1 (Apoptosis Signal-regulating Kinase 1,ASK1);
MEK # £ 5L g 7% 1% & 88 3 # (Mitogen—activated protein kinase kinase, MEK) ; ERK % 48 & 92 58 37 # 8% (Extracellular regulated protein kinase,
ERK) ; JNK 4 c—Jun & & K 3% %8 (c—Jun N—terminal kinase, JNK) ;c—Fos # ¢—Fos & & ( Cellular oncogene Fos,c—Fos) ;c—Jun # 28 LR J& A& B Jun(Cel-
lular oncogene Jun, c—Jun); Elk1 4 ETS % #3869 % & /i (ETS-domain containing protein 1, Elk1 ) se—myc A FMYCJRJEE A (MYC proto—oncogene,
c—myc) ; Cyclin D1 % 20 )8 #1 % & D1(Cyclin dependent kinase inhibitor 1,Cyclin D1) ; AP—1 % 2% i % % & —1 (Activator protein 1,AP-1),
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Fig.2 Schematic diagram of MAPK signaling pathway regulation in UC
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Table 1 Mechanism of single Chinese herbal medicine active ingredients regulating MAPK signaling pathway in the

treatment of UC

Sk 2h A R Bk
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RS Rk
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5 TLR4/My D88/MAPK/NF-kB & o
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HFACER % By R e UC & INFcB T TNF-a IL-18 \NO & & ) KRR [42]
QU —K
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*®2 HHEFEEMAPKESBEEIAT UCHHLH
Table 2 Mechanism of TCM compound regulation through MAPK signaling pathway in the treatment of UC
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Abstract: Ulcerative colitis (UC) is a common chronic non-specific intestinal inflammatory disease clinically. Tis

pathogenesis is complex, prolonged the disease course, and it is frequent clinical recurrence. In recent years, the

incidence of UC has shown an upward trend and tends to younger onset, which seriously affects the quality of life of

patients and increases the social medical burden. Mitogen—activated protein kinase (MAPK) plays an important role in
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the occurrence and development of UC, participating in inflammatory response, oxidative stress, autophagy, apoptosis,
pyroptosis, and intestinal barrier. MAPK may be a new target for the treatment of UC. Traditional Chinese medicine has
a long history and remarkable curative effect in treating UC, with the advantages of multiple pathways, multiple targets,
and multiple components. In recent years, many studies have shown that single Chinese herbal medicines and compound
prescriptions can mediate MAPK signaling pathway to inhibit inflammatory response and oxidative stress, regulate
autophagy, inhibit apoptosis and pyroptosis, repair the intestinal barrier, and treat UC in many aspects. This article
reviews the MAPK signaling pathway, the mechanism by which the MAPK signaling pathway regulates UC, and the
research progress of traditional Chinese medicine in treating UC based on the MAPK signaling pathway, hoping to
provide theoretical support for the treatment of UC by traditional Chinese medicine and new ideas and references for the
research of related new drugs.
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