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Tau A B 2 T EF 45 4 S A M4 mRNA 2 &G fi, ®idf2% 5 RNA £46-% 8 (RBPs) #
B, S FAY 2R AT MR gR B Fe S AL A 35 R HL RBPs (4= TDP-43 4= FUS) #5%% , &9
RBPs & 5 #4455 5 A R A= 7% £ AD KA PAAFR.
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A ZIRAT IR AR . AD AHSCER (RIS &1 AR
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R4y 7S RNA 45 4 25 9 (RNA binding
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B A% 5 1 PRI (messenger ribonucleoprotein particle,
mRNP) T XA A A, e N4l 5 )5 7E %
PEARBLAS BB PR AR R . RNA [k BY
e, s, MRS RN, 52 2] RBPs
H1 ncRNAs [i#.

RNA 5% T BB PE ) I 4500 #2270 1K 43
AR B HS BAA Yoe YERIAE . o/ RNA
(microRNAs, miRNAs)th 2 5 RNA ] % 3% J5 iff
£, miRNAs B4 — DRI R, BN S
primary miRNAs (pri-miRNAs) £ Drosha [iff Y] J& %
miRNAs A /4 (pre-miRNAs), 4R J& 5 iz )40 fo i &
Dicer BV, 7451 miRNAs(20~ 30 nt). X4
miRNAs 454 2] mRNA ¥R 1K BHbs)P 41 b, 4l
TS mRNA 81T, il Hibhikie 2 5
mRNA () B f#Y. Bk T miRNAs, 347 K AF S i
RNA(long non-coding RNAs, IncRNAs), {47 large
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Fig. 1 The gene, mRNA and protein isoforms of tau

Bl1 Tau EHAERE. mRNA MIEARTEREE
ERAIG T, tau FEFIAME 7 2. 3 F1 10 RAE AR BIHE A 6 P mRNA, FHiiE k6 Fas G, MRAEAS 45 & R FFICR )% H ,
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BEAIC, AH I 32 2 ABERJixi h Tau3R/TaudR ) LE
BE A B R, 5 IRIE RK I —2, A tau
B HE DR/ BRUHEAT SEEG, R BLAE /N B A2 B4 5
Q@ A H B A B I e £ 2T 4 T 28 &5 (pre-
NFTs)". I AE AD K AERTI,  tau JE BRI & IA A
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Hh B NS AD R0 AH Gk DR TR T 9 45 2R
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RNA #4548 il H AR RNA 454 458 183)
ML AT RNA (It X (A0 E 1) s34 5 X (A
7. 5'UTR F1 3'UTR 25) & B Bl % 2 11 (RNP)
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fitf DDX5 (tBFx p68) (K 1). 7L TE AD B ik
H, Tra2p MFIAR WERI, [FIF TaudR (15 =
W IN0, HEOR RBPs R IA 734 i il tau &[4 BY
P T RE AL TR AR ME AD R —.

HArfE NREER 4L 2R L 700 £ /> RBPs™,
HZHIBENANELE. C%1—L RBPs AEfiZ e

RSl BERIL, A Nova 1 Hu, &A1
HMZ RGeS A A EAE ], G nix L8
BEPR B TR R S e, BT 58 Al 22 R e Hh Ko
R A FDhgeR 2, a] DL AR, IX 4% RBPs 1
DNRER AL AR BB, 25 AN A 6 S bt A 48 R
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AR, JL, TDP-43. FUS. Tra2p %% RNA 4%
HEAT AR IR AR, RKkale 5w, &
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AT 30 At 3 A7 A 5 miRNAs 7E ) ncRNAs (]
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Impaired Post-transcriptional Regulation in Alzheimer’s Disease”
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Abstract Post-transcriptional regulation plays a central role in the development and maintenance of the nervous
system. Defects in post-transcriptional regulation lead to neurodegenerative diseases. Mounting evidence suggests
that the impaired post-transcriptional regulation of associated genes contribute to the neurodegenerative process,
such as Alzheimer's disease (AD). This review discusses the role of disruption of alternative splicing regulation of
the human tau gene (MAPT) and alterations of microRNA expression in the pathogenesis of neurodegeneration
including AD. A brief overview is provided for the role and the mechanism of post-transcriptional regulation in AD
pathogenesis.
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