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Peroxisomal Dysfunction and Alzheimer’s Disease
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Abstract: Peroxisome, a heterogeneous organelle with a variety of enzyme activities, widely exists in eukary—
otic cells. Its major function is involved in the processes of fatty acid oxidation, phospholipids synthesis and
oxidative stress balance adjustment. Studies have found that very long chain fatty acid accumulation, phytan—
ic acid storage, docosahexaenoic acid (DHA) and plasmalogen decrease in brain tissue resulted from peroxi—
somal dysfunction are closely associated with the occurrence and development of Alzheimer’s disease (AD).
Although the detailed mechanisms are not clear, it is now accepted that peroxisomal dysfunction may be one
of the initiating factors of AD. Thus, it helps to provide a basis for the research of mechanisms of AD patho—
genesis to review the research progresses in the relationship between peroxisomal dysfunction and AD.
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i S A W Tl A Pl R B PR R T, S TR
HAZR 0.1~1 wm, [ EZAFE T ERECANME AN LT By
AEtaY A . 3 ALY A N A BORCIR B
JBt, A A% R R BT R A A1 i AN 2o 4 AL U
(catalase, CAT), Ff-PH AR, i S AW EHAAN
& DNA BUY, HHE 5T iy BE LRI 2H DNA i
Tyt o NI SAACIBHA AT 80 ZFEE I, 7
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B2 Nk A AR BT R ATIE S BT Y S R AN S
& T — AR H AR, #RN peroxin (PEX), 2
Sl E A RHA T A= ) R A oY RIS A R
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R B (C8~C20) I ELEENR R, T ik ALy Al A
RIS )z, BRAACKEEIR IR ob, 4
EAW A BERE TR (very long chain fatty acids,
VLCFA, =(C22).2- 326k i 17 R A1 22 AN A
NRITRRSE, VLCFA L S AWyl A i S A 5
Zhia G B-4AL 3 NP HE. VLCFA Stiiid
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longase of very long chain of fatty acid 1, ELOVL1)#Y
FIRBA N, ARHE ELOVLL A 22 18 55 41 i 3
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JHrh DHA % 5 LA S A4k THA §%75 5 DHA (1)
fitf DBP A g >, HJF DHAAFRER &) HL(E
S AEI P RS IEAH DG, MK £ #h 5t DHA A3
DA DHA 98 5, AR08 AD i A
HINEER, $&7R, AD i Ao DHA % 1 i R AT
B I AL T A B— A AR i PRI O,
AR AR AR B DHA BT 25 5 i oG 57 B, %o g v
R DHA 74N TE o UM ST & BR, 45T #fi
R A SH-SYSY 4 il DHA 4035 & B, AB
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W, Z4f APP P24 AB [ BACEL 1 y—43 W il 1)
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NPD1 78 Lk Fefit ik DHA #5755 NPD1 fBENE
fitf A2 1 15— A Tl 110 338 35 R TG 1 24 R A 1,
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SERIBENG . 4RI S LAY T 2D Kk AR AR AL
Pl 25—, TEid SR BHIASE BTN, o
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NOS2)/& /=4 RNS ) EZERY G, 7419 RNS &
FR—E LA A HEENO ) F AL RS F(ONOO),
i A ALY AT W BR ROSRNS AU, it &
L& (catalase, CAT), 4 ¥ i & 1k 915 1k Bty 1
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8 IEI\QESEEE
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