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[ Abstract] Colorectal cancer (CRC) is the third most common cancer in the world, which seriously endangers public
health. As early as 1863, Rudolf Virchow described the critial role of inflammation in the development of cancer. Since
then, inflammation-induced tumors have been widely concerned. Among them, a large proportion of CRC patients are inflam-
mation-related CRC. Therefore, one of the important articulating molecules, MyD88, is receiving more and more attention.
Autophagy and apoptosis are two key mechanisms that can

[ BEHE] 2019-02-11 [f£E HEA] 2020-02-28 ultimately mediate cell survival and death. Some studies have
[HEE€WE] "EEARBFIES (4E.81703878) ; [  shown that MyD88 can influence the prognosis and outcome of
W PA RS R S-PERRE R L2 R R (455 colon cancer by regulating autophagy and apoptosis. Uncove-
zyjx-2017022) ; FiTH DR R B 2- FiF TR ER  ring the mystery of MyD88 involved in cell death may open up
IRAGERNAREFE I B (SR R BHR IRk A N ) (I TLiTH & a new strategy for CRC treatment, and it is expected to be-
201725) come the new target to prevent inflammation-related CRC.
BEWIESE] “HEaAR ,E-mail : xd_kang@ 163. com This study aims to investigate the research progress of MyD88
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in regulating autophagy and apoptosis in inflammatory-related CRC, and to provide theoretical basis for the prevention and

treatment of CRC.
[ Key words |
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Figure 1. MyD88 Promotes Inflammatory-Associated Co-
lon Cancer by Regulating Autophagy and Apoptosis
MyD88 receives TRLs ( mainly TRIA) signal and promotes the
development of inflammatory-associated colon cancer by activa-

ting autophagy of colon cells and inhibiting their apoptosis.
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