BOREERFFER 201041 AE 31 B 1 W
Academic Journal of Second Military Medical University,Jan. 2010, Vol. 31,No. 1

http ://www. ajsmmu. cn

AN
Ju-
5t

DOI:10. 3724/SP. J. 1008. 2010. 00097

SUMEEFRRES T EMBREE

& BLILi¥ XER
85 A PR K IR 7 AR AR IR I 98 S0 1 B BV T L L LR 200438

[(HE] A H B F 0d XFR DNA 454 il B F , 2 12 5E-2R- 12 € Chelix-loop-helix, HLH) & F1 K G 1 5 5 f W 5
1 e 3 DR, B 0T 240 e 43 b AR B AR BRI T A VR T . AR 2 SR SR T, Td A A R s e 3k 0T 5 R R 28 e B A M Vi g
YR OC 3R 1d B (A BY TR0 b (TS . CEEM R Id AN ER TR TR MR R AR WU 2 MR, W
3 o VYT AR Td AR Y A AT LA R bR 3 T AR R . R SO AR Sk Td AR R IR BT A AR DG R R e 1
BA R ZBEERS IS AR A T T 4 5 I ATL 1) B I DR 4RSS B 9 R A — 2R

[RBIA] A dmbl N7 b SR 0 5 (R 28 5 38 5 1 38 A B TS

[(RFESZES] R 730.231 [XEktrERD] A [XEHRS] 0258-879X(2010)01-0097-04

Expression of differentiation inhibitory factor and prognosis of malignant tumors
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[Abstract] Id proteins. or inhibitors of differentiation/DNA binding, are negative regulators of helix-loop-helix (HLH)
type transcription factor,and they can inhibit cell differentiation and promote cell proliferation. Many experiments have proven
that high expression of Id proteins in tumors was significantly related to malignant behaviors of tumors,such as tumor invasion
and metastasis, suggesting Id proteins can be used to predict the prognosis of tumors. Abnormal expression of Id protein in
malignant tumor might be associated with the invasive phenotype and poor prognosis of tumors. Id protein-targeted therapy can
effectively inhibit tumor proliferation,invasion and metastasis. This paper reviews the mechanism by which Id protein influences
the prognostic factors,such as malignant proliferation, invasion and metastasis, angiogenesis and the researches on progress of
related clinical researches.
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