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Bl R % 13 2R 95 ( Alzheimer diseases AD) J&—FhfH 28 R 4%

ARPER M T A EAR R —I AR N HLRCE B AR
Koo RAERAT AEXZ LG 1R AT 98 1 22 B0 BULAE L

WAARIGIT I, B EFA M IES & H RS 5 (Amy-
loid precursor protein, APP) j‘%ﬁ’[i‘ﬁ%%\ﬁ EHEH (Bramy-
loid, AR) A4 T B I #1252 £F 4 48 2% (Neurofibrillary tangles,
NED) 2T AN AD &5 i LA A ILH] 5. A
Fr SRV N i EERE IR A A 3 A 26 2 FH (Mlicrotubule-associated
protein tau, Taw) S 5% BIIE BLICI7E AD B &4 5K Erh
HEHEREEM . [N, M SRR R 2 28 R G i
PRAAALH 0 BB AD B R HLE AT 4. K
ISk AD A i dE 4w /N 43 F RNA(Micro ribonucleic acid,
MicroRNAs) #ik 22 57 K H 5 AD BZRLfil R — HEA
IR R . ABFFHRTT MicroRNAs 7E AD & it
TR BEITRER ADIRYT I8 710 .

AD Z—Fh LR 842 J7 3R Sy = R 3R B AT
P 2R MR - 7 BT AT SRR SR R B 6026 ~80 261
AR, 5 AR B YA =Fh 8 1 57 H 52 A8 2 7
EME AD BHF M E WAL, SRR AR IR KR L
R CHE R . 0 N B BEFR 1LY Tau 2 1
TE R # ZC LT 4E 9 45 (NFT) ) B 4E 2 AD 55 1 D B R
bR . NFT WRE FEREH T Tau EEHRERA
WY B E E A AEEEI BE R AL S BEAL . BRI
FWIZAR 0 W B T 2 BOW S b #5 1R 4T & 1Y Tau R
FUE S T A 263> . & AR Fl NFT 45442 AD
SSABYR S R B L RE  {H AD B —FhZ N R 5R.  M
VF 2 A SRR B AR B AR . ABMRREER SIF 2180
K AFELRLIR D e R AT  E AR S IR A L 2 IR BT I
ZE b T RERE S AN T A 2 RRED . R SR L X BB 2
RERRY] AD 2 —Fh &2 Ze i » 95 M 22 Fh Al L OCHE Y 1R 12
FANBE AL B 7R T SRR LA 20 R R R SR TR T
T AEVEH .

MicroRNA ( X Fx miRNA) J& — & oy I 4 (14 3 4 15
RNA, 1 20~24 DA IRIFFI A B E T LL4E 5 mRNA
R AR 1S R P A% R 1 » 30 3k 5 S ) I e sl AR 2 41 )
VERT, AT 8-S S S5 DUBR TR AR 2 A W) 2 < A v 3 G i
PRV AL R B B A5 e T S R A
FE NI 2 2 K B 2000 Z 70 miRNA, I H.Ffi % #F5%
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HIANTHE R » T BB AE AN TS I X U] T miRNA 7
BRI i E AR . BRI R miRNA 7ERh 200 &y
JEFRIR AEM AT 52 AT IR T 88 it R v 2 O
PEAIMER . BRI B 1) 2, miRNA X5 & A A D g 2L
AL FE I, LI RE I 52405 2 Rl 28 2R Ge s A iE 11
SR IRE B Hm YR AL HE AD 4 795 (Parkinson’s dis-
ease, PD) | JI1. 2% 47 P4 ] & 18 {1k ( Amyotrophic lateral sclero-
sis, ALS) Fil = 4L 1955 (Huntington's disease, HD)P®) | 3 2
10 4F7E AD BF 58 iRk 48 22 (9 EHE 2R BT, miRNA (19 228 /]
RESR KA sy AD i#EfE .

1 miRNA 5 Ap

TEMFERIBRARULNE N AD ZmALH 2 —, Ui T L
PR 3 AD 1 23R AT AR 1) 3 F0SIE A0 M AR 3E 4 AR R
EYIRPIR REFT A . B -4 W B (B-secretase, BACED)
F y-43- W B X VE B B 1 AR B 1 (APP) #E 47 8 K g i
A AB K, 72 AD B3 Kk AL SR, APP JERI 2878 & AD
RS I S R 2R B RE R v-or ARG R IR A R B
APP 94 L, 3 m AR REAE sk A% AR Z4fm™°) . i ad i
45 APP RiXMS 5 AR T/ H AR, 22 BACEL L E
AUEYE B8 miRNA #3857 BACEL, APP W%k k S5
AB T IR BRI AD FER AR

2 miRNA 5 BACE1

BACE1 B3 & AD % BEHL ) b fg e R 2L o
BACE1 §]#] APP J2JE il AB M55 — A MR A 3R, oL
L BRI AD B3 K & 3L T BACEL 357K F- Al
EEEPER IR . 56T BACE! AT A B miRNA £ miR-
29 F . MWARIBYRTER DN T AL AY miR-29 FIE R LG 3
A FFER R miRNA, 43 3 FR 4 hsa-miR-29a, hsa-miR-29b
Al hsa-miR-29¢, T4 % M miR-29¢ i@ 1 76 A F/IN 540 Al 2
it a) BACET ) 3-UTR {7 &, 1] LA H #0875 BACEL (3%
K, miR-29 F 1 H A AN BB (miR-29a Fl miR-29b)
FIRIKTTE AD B Kk B EREAL. eimmb 55 %
WAES Y BACEL S /KA XY . A E/R. 78 AD B
I e 5% 9 19 9 EL AT DL A MR AN HE ) BACEL 1) 3 A
miRNA & miR-339-5p, miR-195 I miR-107, F&AZ4FH
ZH I Y miRNA FERAF5EH AD B3 1L H ) miR-98-5-p
FRKOEIE R . JRTE APP i AR AD /N R AN &
P miR-98 A it AR FLEMPEH . miR-98-5-p i i #1[7]
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P/ 1E %2 6 (Sorting nexin 6, SNX6) , i3 A T
BACE! [y A ap42 AL R0 . SNX & (2 38 15 P i {4
BRI [ 53 25 1 3% 5 B 1 Nexin ZE 5% 1Y L 51, SNX6
25 BACE1 #1754 12, B/ 330 T BACE1 A
Ap42 B, BT F 2 - miR-98-5p 3@ i I 15 4K i SNXo6 1y
AR42 A TR HE AD 9 %295 .

3 miRNA 5 APP

LA 2008 4F A F5 TN B4 PR i &R BT miRNA 1] )
JE4E APP mRNA, miRNA let-7 GEREJE0F B APP B[R R
TERPIRE B AT ARFESE 1 1 (Amyloid beta precursor-like pro-
tein 1, APL-1), [A]4F, Patel 58 A& IAE AT 4 APP 01
% miRNA #75, T miR-106a Fl miR-520c [ % 5 5 3
APP mRNA FBH M 6 T B T APP ZKSE .
AR Ast b K HA miRNA B IR A AT 7844 41 154223715 A\ 4
i) APP mRNA, %28 miRNA {3 miR-20a ¢ i 2L
51 .miR-19 F1 miR-106a/b, miR-101 %5, 2T TABFST it
WG EFI E B IA T miR-20a, miR-17, miR-147, miR-323-
3p.miR-644 Fl miR-153 34 0] 7£ (R 41 98 5 APP i) 350,
miR-153 J& APP #1 APP ££55 [ 2( Amyloid beta precursor-like
protein 2, APLP2) [ B ELAL IR JH 5 71, i #F1 AD [
JREESAAH G, miR-153 A LLAE 2 Fp il 28 o 4 23 P e Stk 3
K H AR B e A DX 35 A R A R BRI 0 AR SR K Ak
FEE R miRNA 22— . miR-153 ik Jg7E 4E 35 15 F ki o) B F A
RENREERZEWEN. (RAFRCEHE T miR-153 7
APP Fl APLP2 mRNA ) 3'UTR _| 1945443 5, FFE 52 miR-
153 HAT I APP Ml APLP2 Kk igfE ™ . A 85 & B,
miRNA 55 APP S F L85 82 (0 451 &, 14k, APP 15
WHLITH B AR MG G, Rl —IFF SR, fEf
Zudif Z H miRNA B fibk 2 5 0E 45 & B 1 (Poly-
pyrimidine tract binding protein 1,PTBD) f4EH , PTB1 0] Ak
7% APP f94MEF 7 1 8 By B4, 1 PTB1 48 5 5% miR-124
¥, fEREFRM AT R AD KR F) miR-124 R, -
WIS R BT B4 S miRNA Y547 £k 5 APP 87 4%
FERIAAE

4 miRNA 5 Tau

Tau J&—Fh Z D REAY K 11, I FAE ARG 7 i
. EAFEAE T Tau #BE LU 25 27 48 % 0 5
MR . Tau A MR BERR LT3 Tau W 5055 76
ol 20 T 2 25 28 v B A BB X A R SR R B 220K . Tau M2
JHL PN 8 AT O R AT L B R A0 B s R A Tau R4, I
SR IE F M 2 ST AR 2 45k . M 2T 2 fioh 3 B AT 1 15
P18 (0 2 T SIS BT AD Rt 2 B 2B A SN, JLIR
FE 2] miRNA A LA B35 Tau £k, P2 — & miR-
34a, T il 1 fF 5P 0 ) £ 5 IR AT B2 1k (Polyadenylation,
APA) BB K AR IR Tau ik . AR5 h#1#) Tau 3
“UTR & 2 M RIFIRALE S . A 0155 & B, miR-34a #£
1 Tau 3-UTR WA A BAG 456 45, I IEB] miR-34a 7] L

« 703 -

I VR M Tau 19223508 . miR-132/miR-212 £t 5 Tau
FARM ARG, SRR/ DR Z T miR-132/
miR-212 it = P Tau BERALFREWIGE 0. MfTE
B miR-132/miR-212 & 7EFRB N IR AFERAE R Tau (1)
ANRFES Tau R, X5 [ WEDRERE A OC; 4 &, A
miR-132 B AT LG YT AD /N BRI ES 582 D) g fil Tau
IR, IR 7 55— T ST % miRNA Bk 235 3
IR IRl VA - i

5 miRNA 5#2ZKE

ANBE ST AR BLAE AR 2 R GE N RERE S | R P 2 A 0E O HL
CINDYERG ot 838 VA o DS R NN i 1 s . S e
FPREE T LUK /INEE S48 i 4316y MR M2 J AR, M
FEUIE AR AAE IR SN B R T R S B L T M2 3%
TRUSH 328 F ] i S R B T A AR E Y . AR, Tau &
H SRR AL NFT B IE J80 AT DA /N 5 5 40 Jif 2 46 Jli 3 22
) M1 AR, SR A 5T s 3 iy M1/M2 L 3] L)
FEMARERA . TS 5% RAE R JLFF miRNA
4 S 4 52 56 % IR F-kB, (Nuclear factor-kappa B, NF-xB)
P . NF-«B 2L P2 0 S W 7. 28 A2
THOLT Z BRI O% n] BH W7 28 i 75 5 19 NF-«B 36 4. 4R, 78
AD 2Tk R 0 72 A 2 . Zaho SF N R T — A
miRNA A A ] NF-«B §936 PE Bl miR-34a, E7E AD &
A S CAT XSk B, AEAATTABIFSR rb/Is BRUAH 228 i o 440 i
B A DGR I 45 1 s » miR-34a 175 /)N e o 40 52 A 7E il AE
M 2 b FEk I fih & 52 {4 (Triggering receptor expressed on
myeloid cells 2, TREM2) , iX—&BUESE T TREM2 f9ZE 0L
FeA AR AD KUK Y 2 1A S TR

6 miRNA 505 Bt

NEFARE S AD 2 8] i AH BLI R 2 AE 1993 4R R I,
M E R 1 E(Apolipoprotein E, APOE) %t [R it 25 37 3L [H]
All4 B AD B fa i R & . O H 2 A58 & M Eom i
ADBHEfER R R . RIEAIIRE TR OCT AD 5Bk
AR B miRNA AL HATATVF 2 miRNA 8 4511 [#
P AR ST, BIFE 2 6 miR-33 Xt B QU a5 (E 2
LI El ATP 454 & %32 % 11 Al (Recombinant ATP
binding cassette transporter Al, ABCA1)) 5 AD [ & i HL
I RAR AR . ABCAL 2 —FhRZE & 2 1, 75 & % i 2R
[ (High-density lipoprotein, HDL) J& i, i 72 i 1] LA 41 HE
A E R AT AR A B BN B IR AR b Rl R AR AR 1Y
KFZ5H AD RIS B . BB, miR-33 26 A (b
Z2ICAN M FR LA K S BRA 28 0 0 D AR 2 T8 I Jo 440 i v 349 S s
HAE RS B B2 5 ABCA1RO7); 55 — A~ J8 15 ABCAT (1
miRNA J& miR-106b, B4 AD /)N A4 1 28 e 35 95 e v it 3%
iKFEOW AR W RIE N, XA mZ h ABCA1 4+ &
1 AR R MANBH IE AR TEFRTIRLMY ;38 R iy ABCAT #1
JIF T B AR 3 32 miR-758 BYIRT s A BF5¥ 3R W X A miRNA 7]
AEXT AD & &k R JE P A B T, iF 2 H A



e 704 -

miRNA .5 AD g B 2 8 A 56, Hrh a4 miR-
137, miR-181c, miR-9 Fl miR29a/b., &I T HI [i1) 22 2 5 A il Bk
3% (Serine palmitoyl transferase, SPT) , & & #1 £ Wk e 7K
SRS FE AD b LRI BB T AR KR,

7 HRIE

AT TR R AD 939192 W7 A TR X (E R St i 12 1%
P ] USR03 A L A 7 B R o B G o
AbE TR BEIT AR . WFSEHE — EAE T HREN XS AD FLBIR B
AR AR E IR ICY) . T miRNA F27E T AP R
I He BAR s B A T PR AT A A o AR e ) ok i
F L T BRSO B T SRR T TR A . B
PRI AN [T 10 B 22 b 245900 TEAE T Rl R  {HR 2]
F R 136 AT 25 W BIE W R 42 4 OR300, TEAR R |
X7 R BE DT B AT B AR LR T 9 k. miR-
NAVERIRFHLAA 1A T2 2 AT AT U ] 24> Ak
DAL BATTT AT R X 8 A S 055 11 82 2 R R e 7 A Y S -
AT AD X FERE A 2 N BB il BE R A BB S, 1
AD B miRNA AT B0 72540 T 58I B Br. miRNA
H TR BAT SR A X R 77 o HLH TR T Z AT
5% miRNA SEARAT AR T i

2 % x #t
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