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Id1 and tumor invasion
QIAO Bo,LUO Xiao—ji,JIANG Dian-ming
(Department of Orthopedics ,the First Affiliated Hospital ,Chongqing Medical University)
[Abstract]Id1 (Inhibitor of differentiation—1) is a member of helix—loop~helix protein family.Early studies showed Id1 could inhibit
differentiation of cells during development in normal cells.Recent findings indicated that Id1 can regulate cell cycle and promote cell

proliferation.Id1 can not only affect the development in normal cells,but overexpress in many types of tumor.Id1 which is associated

with degradation of extracellular matrix and tumor angiogenesis is closely related to tumor invasion.This review will discuss the role of

Id1 in tumor invasion and its molecular mechanism.
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Effects and mechanisms of bone morphogenetic protein—-2 combined with

thermo—chemotherapy on proliferation inhibition in colon cancer SW480 cells
LONG Teng, WANG Ya—xu,YAN Jia,LIU Xiao—hu,LIU Na—na
(Department of General Surgery,the Second Affiliated Hospital ,Chongqing Medical University)

[ Abstract]Objective; Investigate effects of bonemorphogeneticprotein—2 (BMP-2), Thermo—chemotherapy and their combination on
proliferation and apoptosis in human colon cancer cell(SW480) line,and to explore its probable mechanisms. Methods:SW480 cells
were co—cultured with different concentrations of BMP-2(25,50,100,200,400 pg/L),then,the apoptosis rate was detected by FCM.
The protein level of PTEN was detected by Western blot.The mRNA expression of PTEN was detected by reverse transcription PCR.
Results ;BMP-2 can inhibit the proliferation of SW480 cells. The apoptosis rate of SW480 cell treated Thermo—~chemotherapy+BMP-

EBENR: L H(1983-), 8, &,
HRGE BIBEMN BOESETT,
BEEE. T80, B, ##4, Email : wangyaxu1967@yahoo.com.cn,,

2 was significantly higher than that of BMP-2 treated and that
of Thermo—chemotherapy treated cell (P<0.05).BMP-2 can im—

prove the expression of PTEN protein,but can not improve

[19] Rothschild S I, Kappeler A, Ratschiller D, et al.The stem cell
gene “inhibitor of differentiation 1”7 (ID1) is frequently expressed in
non-small cell lung cancer{]].Lung Cancer,2011,71(3):306-311.

[20] Fong S,Itahana Y,Sumlda T,et al.Id-1 as a molecular target in
therapy for breast cancer cell invasion and metastasis[J].Proc Natl Acad
Sci USA,2003,100(23):13543-13548.

[21] Maw M K,Fujimoto J,Tamaya T.Expression of the inhibitor of
DNA-binding (ID)~1 protein as an angiogenic mediator in tumour ad
vancement of uterine cervical cancers[]].Br J Cancer,2008,99(10).
1557-1563.

[22] Lyden D,Young A Z,Zagzag D,et al.Id1 and Id3 are required for
neurogenesis, angiogenesis and vascularization of tumour xenografts(J].

Nature, 1999,401(6754) . 670-677.

[23] Lyden D,Hattori K,Dias S,et al.Impaired recruitment of bone—
marrow —derived endothelial and hematopoietic precursor cells blocks
tumor angiogenesis and growth{]].Nat Med,2001,7(11):1194-1201.
[24] Parrinello S,Lin C Q,Murata K, et al.ld-1,ITF-2,and Id-2 com-
prise a network of helix~loop—helix proteins that regulate mammary ep-
ithelial cell proliferation, differentiation,and apoptosis[J].J Biol Chem,
2001,276(42):39213-39219.
[25] Chadwick N,Zeef L, Portillo Vet al.ldentification of novel Notch
target genes in T cell leukaemia[J]. Mol Cancer,2009,8.35.
[26] Lee J Y,Kang M B,Jang S H,et al.Id-1 activates Akt—mediated
Wnt signaling and p27(Kipl) phosphorylation through PTEN inhibition
[J]-Oncogene, 2009,28(6):824-831.

(FAesit . RFH)



