I BRIl PRATTE 97 4% 76 2023 4E5 7 B 12
International Journal of Clinical Research https://ijcr.oajrc.org/

$ERA T Septin9 5 CD44 HIFRIARIGRE X
K12, % B2, EMEY

VEARMRF  ERITAEARN
TREAMRFWES —ERIE R BRTAERN

[(BE] A AL AMBCRARE ZRTILNEE., LHERATREE, THEREILT TAR, X
SHBZFLTH O TR, BET®E (CSC) UHAESHERWREETLI, £HELLLETZ—, €
At A AT EMARK, SL ARG ANREZOIFENZ CD44 F» CDI33. LMk E 46y LA mied
Septing 4945 FAzhid Rk, KALIFM Septing &5 CD44 F£ 4 105 7 69 F X B LG R E L4714

[ 5217 4 MJ%; Septin9; CD44; AT i

[ HEY 2023 411 A 17 8 [HFIEEAY 2023 4~ 12 A 28 8 [DOIY 10.12208/.ijcr.20230362

Expression and clinical significance of Septin9 and CD44 in colon cancer
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[ Abstract] In recent years, colorectal cancer has become the third most common cancer worldwide. The onset of
colon cancer is often insidious, the early clinical manifestations are often not obvious, and the vast majority of patients
have been in the advanced stage of cancer. Cancer stem cells (CSC) have previously been found in many types of cancer,
colon cancer being one of them, and are associated with several biomarkers. The two most important markers associated
with colorectal cancer are CD44 and CD133. Septin9 transcripts are overexpressed in epithelial cells of patients with colon
cancer. This article will discuss the expression of Septin9 and CD44 in colon cancer and their clinical significance.
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