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[ Abstract |

The incidence of colorectal cancer is on the rise. As a precancerous lesion of colorectal cancer, color-

ectal polyps have received extensive attention. Diabetes mellitus is a risk factor for intestinal polyps, which increases
the risk of various tumors, including colorectal cancer, and affect people’s physical health. In this paper, the research

progress on the pathogenesis and carcinogenesis of colorectal polyps in patients with type 2 diabetes mellitus is reviewed.
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ZALREfEp R %, H DM X7 8 R B &R R E
ETEE R, ] 000 L AR o B A U AR Sout
DM Hp R R AR B 1 2 BB PR (type 2 diabetes mel-
litus, T2DM ) 55 45 F 1 2 TR 2% i B2 e 728 HIL i 1) f0F
FHkREHATERAR
1 T2DM RHAZEERE R K FKIEZHI A EEYLH
RZHCRC A F LA, 45 B E WIE
AL M 45 T 41 M (colon stem cell, CSC)
RAFERAS Fh R AT B RAEMI SR A, b
FARZAE T8, Wnt/B-catenin i f% 5 CRC 3K 5]
R, W ARG Tl —, A E S
W EEIE A 5 MG AE R T W 2 SRAE R AR
I A5 AR o8 b 2 TR) J5 2 A R 2 B 1) %3 DD AH G A%
“F-kB(nuclear factor kappa-B, NF-kB) {5 5@ %, 5
A8 AR BOAH G 1 I 45 A B2 A R PR 7 (vascular endo-
thelial growth factor, VEGF ) 3 [ . 1= JE s X 244 ( far-
nesoid X receptor, FXR) {555 5 W5 I8 BEVLIE 3-3%
fiff ( phosphatidylinositol 3-kinase, PI3K) /I#i # 3 ¥) &
WAEF Z #0755 ( (mammalian target of rapamycin,mTOR)
{553l P 22 24505 AR S ( mitogen-activated pro-
tein kinase , MAPK)/ 44 M= 51877 184t ( extracellular
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P BSOS Bl C A, 18 b iR A i
1800 0% 29 48 564k K Ui ( advanced glycation end prod-
ucts, AGEs) /=/E, M Z oo 2@ i ", S8
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AR SEEE A0 , BB AE AL . AGEs @i id
Wm0 RAGE/ERK/H§ 5% 25 11 1 (specific pro-
tein 1,SP1) /2504 & ik 2 (matrix metallopeptidase 2,
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S PR 2 s A o) LB TR A {0 T i
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IL) -18 FNHAE/MATEN A B AN B T, RAE
ANMEIN 7 TL-1B | JE v POk g Jl W 8 — A% 7 TR Wl TR
AL B 4 ( nicotinamide adenine dinucleotide phosphate
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L R A
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TE AL, AL A DNA 450457, 518 b 5 40 =
WASTESHLHIR S S T iR,

1.8 At AR DM S5 AR Ui AL
R NER GG AT I DM B, 5200 BRIER HEE , 5
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XHARZH . £ T2DM FE B0 T, Wnt {55 38 3 (19 _E 0L
SFHCAH R, AR Wnt7 A R Wtl6 4558 PR 3351
T, i SR PR R Ak B3 A A S L S A
FOHTBDIN A R T A ek 2 2T, $2% T2DM 2t
W TAE SR B K, AT REIR MU T CRC AR W)+
Fitko Xeeig iR HAE ], S48 DM 55

HEEEH B A K CRC ARG E
2 TIREHIRI DM B ELEBHENRFEREETH
7Y

SR T2DM H83% 1 387 AR, 1A 2 A ik LA
BLIEI 2 HLA 2% TR R E A 2 5 HALH A 6 i
T I . MESL R Bk 2 WA 5T A R AT BRI CRC
(K53, CRC [ AT RE TR 254 = — , FpLil AT
e HA GG B 21K, WG p38/MAPK {55i%
12, IR A Bl e 2R R 4 R B 11 T3 ( caspase-3)
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[ Abstract |

terized by lesions involving the entire joint, including cartilage degeneration, bone remodeling, osteophyte formation

Osteoarthritis(OA) is one of the most prevalent and highly disabling diseases worldwide, charac-

and synovial inflammation. At present, non-operative treatment of OA can not prevent the progression of OA. Bone marrow
mesenchymal stem cells(BMSCs) are pluripotent stem cells derived from bone marrow that have the ability of multidirec-
tional differentiation, self-proliferation, endocrine and paracrine factors to regulate cell and tissue proliferation, apoptosis,
and immune response, etc. They play the role in inducing cell proliferation, stimulating angiogenesis, protecting cells
from apoptosis and immune regulation. BMSCs have been increasingly used in the treatment of OA. This paper reviews
the research progress of BMSCs in treatment of osteoarthritis in recent years.
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