—t

www.kjdb.org

RS 2015,33(3)

ﬂ:&
S
TR LY AN SRR R Pt

WA, BEER,RE, T—F
MIMKFPRLEAARR, PHREMRLERE L LT, P EILT4FHAITEE 999078

RE FSWHERL(hormesis) R HY R EE RERFESRK-FHX EMERAANEFER, BESHEH T KT
R HEERIERBAEFIERL, TR A ERS A EERFIRE A — MG, &I, #F 5 A 54 hormesis iE iz F 2
WERP ARSI B ENRE N, XA B EFTE AT RIS BRI %, —ERFNEBNEFIRIHEBA TGS
TR 4R R X T 5 R 2R B R B RE 01, PRI R AR A E F W4 & 1E A (neurohormesis) o £Ri T hormesis B TELAK LR
FIENF MR RS ERE R FE L5 S MRS R 1 R R 2R 1E AR

KR BUNEUN;WMERP; T ERN

hESEE Q423 XEFRES A doi 10.3981/j.issn.1000-7857.2015.03.019

Hormesis and neuroprotection
ZHANG Chao, CHEN Shenghui, HE Chengwei, WANG Yitao

State Key Laboratory of Quality Research in Chinese Medicine, Institute of Chinese Medical Seiences, University of Macau,
Macau 999078, China.

Abstract Hormesis refers to a dose—response relationship that is generally characterized as a biphasic dose response, and it induces
an adaptive beneficial effect on a cell or organism at low doses but inhibits this effect at high doses. Recently, the hormesis concept
attracts increasingly more attention in the field of the neural research, indicating that improving cellular adaptive ability provides a
new idea and method for the prevention and treatment of neurological diseases. A class of useful stressors could markedly increase the

neuronal resistance to more drastic stresses, which is defined as neurohormesis. This paper reviews the progress in hormesis research,

neuroprotective effects and mechanisms of low doses of chemicals, radiation and calories restriction through inducing neurohormesis.
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