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F/R%BEA (AD) B—M#HITHERZRITIERR, BESBEFARNKIEREA
Z—o BREIIAAB-EMEFER (AB) I REAMARUN Tau EANT ERRUEADRE
RBRPEEXBIUEFR, AMADNRBEIGE+2ESR, ESWHEKRTEER. TEXK, #
FHZOMARBENEBTRKTHENS ADNRERBRETEX. FANERETEHE
WIS AR VEM. FHEMAEHEXEANTENEN, 81T A ERABERAITIR ;
b5k, R TTREAES AT Tau AT EBREEADNAELXRFKIZFEEFR. &
XEET AMERITER (1. 15, B 1) EADRERRPNER, @R T HE AR I RIAM
Tau E I ERER I REINE], FEERE)Y AD BIFIRGA AT IR M —E R IR AR,
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Abstract:

Alzheimer's disease (AD) is a neurodegenerative disease and also the leading cause of
dementia. The over-expression and deposition of amyloid B (AB) and the hyperphosphorylated
Tau protein play critical roles in the pathogenesis of AD. However, the underlying mechanisms of
AD are complex and still not fully understood. In recent years, increasing studies have found that
changes of metal element levels in the body are closely associated with the progression of AD.
Metal elements could regulate the production and deposition of AR in the brain by affecting the
expression and activities of proteins related to the production, transport, and metabolism of AB.
In addition, metal elements also play an important role in the progression of AD by regulating
the hyperphosphorylation of tau protein. In this review, we summarized the roles of four metal
elements including copper, aluminum, iron, and lead in the development of AD, and illustrated
their mechanisms in AB over-expression and Tau protein hyperphosphorylation, aiming to
provide new sights and a theoretical basis for the prevention and treatment of AD.
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AD EE MEPEK T REFA 2 RE. shLi
I, WENPHNEREZFESHAASAD KELR
BHEXHNERBIEE EE 2,

AT, FAYBHMNRZ, HERtESADHNE
L RBEYIER, BE1953EMAMSNETRNS AR
BYRARETIME R, FIAEERE RS ARIELS
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EFE®), choZ @ (RINLI LI, T SH-SY5Y
AR LUBT AT SN E o B APPHIRIK,
MS%EEYMN A LUEHSKETER -1 WRE, EEM%
) APP BERIE, INH APP BIRIK, BE ] LUEIE A
T APPHIFRIA, M ARBRIER &, HBEMAY Fe* # Fe*
A1 5 AB., T AR M E1ER, 1813 AR BREE R AT 4 KAV
REMRE ™, EABREIIEFR, BAILIESE ABM
EEMUEIREABEFNRIXBRFLEELT, RIS AR
B, MR REXNEBERKZNSME 2, b, AR
HNREDSREMPEKFHES. BHRERTE
HERENKIE, EFET/DRKRBRAMAMIKES AR
EREP, BHRLAM, AD BERE R EHEH
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BT LA INZE B SH-SYSY AR kIS 2, ENG|AT
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