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Abstract : Abnormal expression of nuclear transcription factor E2- related factor 2(Nif2) has been
found in many types of cancers and is involved in regulating tumor angiogenesis through oxidative
stress, HO-1 pathway,hypoxia and inflammatory mediators. To explore the correlation between Nrf2
and tumor angiogenesis is helpful to find new targets for anti-tumor angiogenesis therapy. This arti-
cle reviews the recent advances in tumor angiogenesis through Nrf2-related signaling pathways.
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/ HO-1 38 [ 358 5 g afn 85 A= ), O RR 28 AT 3 2o S
Nrf2/HO-1 {5 5 38 B 28 fift BT Jk 2t S AL &5 2 A
I JOk A7 PR B 0 O TR 440 T R R A, A
LKA B iR B MG DI e, — AL A (NO) 5
5 45 o 9 AN LA ) N2 2 1 & B R B HO-1 3%
RAKERE 2 TR ST, Nef2 AR HO-1 A9 b i 8
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