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Abstract : High mobility group protein box 1(HMGB1) is a non-histone chromosome binding pro-

tein, mainly located in the nucleus. In recent years,it has been shown that there is an overexpres-
sion of HMGB1 in malignant tumors including liver cancer,stomach cancer,colorectal cancer,
pancreatic cancer and esophageal cancer. To respond the external environment changes, HMGB1
can be released from the cells actively or passively,activating the downstream signaling pathway,
inducing tumor metastasis and invasion. HMGB1 may become a novel target for cancer therapy.
This article reviews the progress of HMGBI1 in digestive system malignancies and its potential ap-
plication.
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Fo B AL  Z2 IR R A A ke i b e 20 i
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SR AR - AR OC . th T vE HMGB1 X &4
T AT B e ) BBURR M RNRE S B HL G TR, TR
YEN BB 0 F AR5 2 & I 845

5 INMEKRRE

Bifi 5 UT 50 4F k4T HMGB1 AR WF IR A 5%,
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