G SRR A 20204E 7 H 20 HEE 204555 78 Journal of Neuroscience and Mental Health, July 20, 2020, Vol.20, No.7 - 511 -

- LRIk -

WA ERESRF RN ENA Rt R

RIEE LTHMH IR

050031 & R &, b EA K 5 — ERMAh T AP 74k EA K F A T A B 25
A R E LG N A 2T R

BAZAEH : A, Email : wangyumeil9771021@hotmail.com

DOI: 10.3969/j.issn.1009-6574.2020.07.011

(] H A I DA A SUR R R BR RS ~U KR SO IR A F) o A T, A7 RS [ R B A )
RERL T, HALH AT e 154 AR W)~ A5 D ZMOC (E R R I o IS A R 7 O P B — DR R i B
HEARFE LR O] e BN 22250 | SR AT RIS 28 2 T T I AR . B SO s J B A 1A QAP A
FRIA B 3 L AT RERI LRI ST A T 4

[ X8R ] SUHEER RS ; 7 ARITIRE; 4k

Research progress of cognitive impairment in offspring with bipolar disorder Zhao Yaxuan, Wang Yumei,
Sun Yaqi
Department of Psychiatry, the First Hospital of Hebei Medical University, Mental Health Institute of Hebet
Medical University , Brain Aging and Cognitive Neuroscience Laboratory , Shijiazhuang 050031, China
Corresponding author: Wang Yumei, Email: wangyumeil9771021@hotmail.com

[ Abstract] At present, it is generally believed that offspring of bipolar disorder (BDoff) is a high-risk
population with bipolar disorder. Studies have shown that BDoff suffer from cognitive impairment to varying
degrees, and the mechanism may be related to genetic and biological factors, but it has not been clarified.
These cognitive impairment is not caused by single factor, as the damage mechanism may be related to gene

polymorphism, immune inflammation, the brain structure, etc. This paper reviews the cognitive impairment and

its possible mechanism in the BDoff.
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