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[Abstract]

only no more than one third of the patients benefit from recanalization. Therefore, more efficient treatment approaches

Intravenous thrombolysis is currently the most effective therapy for acute ischemic stroke. However,

are urgently needed because of poor prognosis. Non-coding RNAs (ncRNAs), including microRNAs (miRNAs), long
non-coding RNAs (IncRNAs) and circular RNAs (circRNAs), as untranslated molecules, regulate the expression of pro-
tein-coding genes by multiple mechanisms and play key roles in the pathophysiology and recovery of cerebral ischemia.

This article systematically summarizes the role of ncRNAs in angiogenesis following ischemic stroke, as well as the
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prospects and challenges of clinical transformation.
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Research of mechanism of NDRG2 gene inhibiting tumor cell proliferation. SU Zhi—hang, WU Zhou. Department of
Urology, the Affiliated Hospital of Guangdong Medical University, Zhanjiang 524001, Guangdong, CHINA

[Abstract] NDRG2, belongs to the NDRG (N-Myc downstream regulatory gene) family, is a novel broad-spec-
trum tumor suppressor gene cloned from human brain by Chinese scholars, which plays an inhibitory role in many hu-

man malignant tumors. At present, the research on the mechanism of NDRG2 inhibiting tumor cell proliferation mainly

involves the field of signal transduction, while the research on energy metabolism is rare, further research is needed. This

Hainan Med J, Apr. 2020, Vol. 31, No. 7

B

article reviews the mechanism of NDRG2 gene inhibiting tumor cell proliferation.
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