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(1 =FEIE KB ARl 2t b, ARSI & SR T 208 5 TRV 7T
s BB 6505005 2 EEAHIEE N IREEFEZHFE—FE, R 650500)

8 ZE: miRNAs & —SNBEMER . KA 19~24 nt (I3RS RNA, AT HRE M 8 ) 3 R E 70 3 5% Jm T 5
FRMEIE, EREMHLNNTRESRRIEEZRRTER. T8, BOREZ MUY X 9134 miRNAs )57
W FIRAETE LA R IKIFERI (Alzheimer’s disease, AD) Z5 B A7 M L S B (E FH . 1E N AD B i
BE BB ERA AD RAERKER XS EZ —, Bk FEE A (B-amyloid protein, AB) i K& =4 5
miRNAs ()35 74 BB K. AP HITEMFERTIA S B (APP) £ B- 73 Wbl (BACEL) Ml y- 73 VARE ( HLAREAL L
%74 PSEN1) BYYNTIf. BEAL, a- 73Ul (ADAMIO0) A] 5 B- 73l 52 5+ PE BT ) APP, M| AB 4.
A RS APP. BACEL PSENI 1 ADAM10 $:[K 315 ) miRNAs K& HAE ML FOF 7k it AT 4538
N JERZ AD I PR W F BRI R 16 T #E AT 3R AL A

X #9217 . miRNAs ; VEMFERTIAE A 5 B- 20 WHE 5 y- 20 IHH 5 a- 2 ARG

FE 5SS : R741 XEIRERS : A

Targeted regulation of AP generation by miRNAs: the current advances
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Abstract: The microRNAs (miRNAs), a class of endogenous non-coding RNAs with a length of 19-24 nt, can
specifically bind to the mRNA of target genes and regulate the expression of target genes at the post-transcriptional
level. Through fine tuning gene expression, miRNAs play critical roles in physiological development and tissue
homeostasis. miRNAs expression significantly alters during cellular aging and neurodegeneration. Recently,
increasing evidence has revealed some of the de-expressed miRNAs exert essential roles in aging and
neurodegenerative diseases such as Alzheimer’s disease (AD). As the most significant pathological feature of AD
brain and a risk factor for AD initiation and development, increased production of f-amyloid protein (Ap) is tightly
associated with miRNA de-expression. Af is produced from a stepwise cleavage of the amyloid precursor protein
(APP), which is mediated by p-secretase (BACE1) and y-secretase (its catalytic subunit PSEN1). In addition,
a-secretase (ADAM10) can compete with BACE1 to cleave APP, thereby reducing AP production in this pathway.
Herein, we summarize the miRNAs that can specifically target and regulate the expression of APP, BACEI, PSENI
and ADAM]10, and discuss the underlying molecular mechanisms. Understanding this biological process may
provide a framework to explore the potential clinical diagnostic methods and therapeutic targets for AD.
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miRNAs & —FNJEMER . KEA 19~24 nt (1)
Egm D RNA, (7T MAED BP0 11 % K B A
Wi, — R R S 1 U R Rl mRNA 1) 37
BPEX (3-UTR) EREANTF, DU S IR I J7
ALK %15 . miRNAs A4 B4 : miRNAs
JE R 7E A8 B A% h 2 ) W1 2% miRNAs (pri-miRNAs)
I 28 3 RNA 5 & g 11T 1) %1 BAT /& miRNAs (pre-
miRNAs), J5 7% 1813 % N %1z 5 H exportin 5 A 4H
it A% %y B 40 i . pre-miRNAs 5 =1k 5 &%)
(Dicer fig fTXUEE RNA 45 4 85 (1 T 75 40 i Jii o AH B
ER, JE#R B AGO2 HHELILAR ) 454 Jawi )
H| 5%, 22 nt {9 Xk miRNAs, 5 # 78 AGO2 I 1E ]
TP A BB miRNAs. K miRNAs 325
B WA IERES 55T « (1) miRNAs 5 RISC
RNA VIEBRE A1) 4546, B HMAE s (2) AGO2
/% mRNA B, S0EIE PR LG A IE i 1,

W 7T s miRNAs fEAREIRAT R O I
PIIG ~ IR S5 (1) R A N R e b e 6 B AR B,
AD £ — R WL B AT R, B R
i\ 1 B S (mild cognitive impairment, MCI) 5 4% |fij
Ko AD RILUINAIRE 1 T A2 ThRe Bk, H
F2 BB S AR DGR 1 tau i BE B R 1K B
(1) 4 28 £ 4 9 25 R0 AB 3 B AR T 1 1) o A B
BB AR B AR U A H AT AD K% B AR
Z—, BN AR TR K AD (1) 3 E 5 K
TEIRIRIE LT, APP 3@ JEM FE A OS2 4 E, & B-
Iy WA 1 (BACEL) A y- 73 WD) EI 7L AB.

EARIT AR AR IR GE 2] 1 kiR, H2
it W — TR A 5 50 B 144 Donanemab 4 5 14 75 B
AR BIIf PR R 5 % B, Donanemab W] &g 2 4 Jik 28 5.
A AD SR KR A IhaeREiR 7, JESE AB 7E AD
)R A R R v Rl e R AR DE VR . DRI,
AB AR oy I R A R At DA B 3R T Ry S
i SRS AR A2 B 2 TR B R AD S ) A
REM. AXLRGHEMNH TS50 AP A
miRNAs ¢ HAH M SRR, 1 94 5 AD IR IR
SR TT SR R AR AR AR

1 APPR HPEME=4 ABRIIRTR

N APP BRAL T 21 5 4L otk q21.3, fEK
Wy Ab R RE Y, FERRME RS, Mg
TCHIHN IS . TR T4 B LA R 2> 9 e Joia 400 e ) i 2
ol i fiE R APP 3k P APP 35 B i A
WEER, W R SRR : o- B- Fly- 4>

Wl (B ). FEARVERFEAE BN, APP # o-
O3 U T D y- 43 W6 T D T A AR AT vEME C i A B o
(a-CTF, Xk C83). APP Jfi 445 ¥4I (AICD) 1 p3
W s 7EVER FRAE BROE /2T, APP B B- 43 WA 1) &
P74 B-CTF ( XFR C99), J& & # y- 43 We I 1) 1 ik,
AICD Fl AByguoe B, - 70 WAREE— 25 M\ ABugus
(1) C uydEATAE8Y, P4 KE AR K ) AR (38~43
MNEIETR ), Hd 80%~90% H APy, 5%~10% Hy
AB42’ [’j\ &//I\i E(J ABas *D AB43[10]° A[342 t& AB40 Elﬁ
IKPESR, ML AR, BESFEN. A
FE AR B BAAT T AD B8 KM AB,, 5
IIHEREEN, RIN ARy, FA M A . 1A
ARy, FEFAE TR AD f, 1A AR, fEX R
P AD Hf s L

AN, Willem 25 " 78 APP 4N R I T —
AN - DI B S, SR TR — AN
ATVt sSAPP-n g #M# Al APP-CTFn. APP-CTFn 7
ARSI 31 o- B B- 7> WD) FI 2L An-a B
An-B Ik, Hor An-o BAG RS0 0 4 0 T B)
Ve, T CTFn 7E4H MR 35850 85 y- 43 W Bl B 1)
PEAE AICD M. BF TR AP B- ol il 4 35 T
IK AR HI7KF, HEMIfE APP [f) n- 4 W B V) #1318 1%
Bef, &R D& oniE e ruREs U Hik, fE4E
PR N APP (1) =M AR IZ AL T &

WF 5T &K B, miRNAs 3= B i ¥ ) i 2 APP.
BACEI (B- %3 WAl ). PSENI (y- 43 W Bt {4 44 7 25 )
A ADAMI0 (o- 73 VAR ) FIFRIEZ 5 ¥ AP AR
a- 73 W ( X Pk ADAMI0) 7E APP [ o £z 51 1)
APP F 72 A 43 i R Ak sAPPal' ., B- 43 AR (3L
PR BACEL) &t 501 /> % 3 W2 40 B 1 1 B 0% i R
142 R, J&8T 5 5 oK% M oW 8 R
R ARG, RS N REER, H
ik TSR T y- 20 WARE EH PSENT. APH-1. PEN-2
1 Nicastrin # 5, F 25 APP fll Notch %5 %
JES 2 1 B B D) AT B kB . y- RS AD R
AL RBEVIMG . —J7 AR 2 AR A2
E@ é@ﬂiﬁﬁ%&, % *ﬁﬁ?%@%% AB40/AB42 Hﬂ{’” E/‘]
g 1,

AR T, Wi AR M7 4L 515 B R Fr 5D
BT fERBERE T, AR QMR A F 51 PR
T, X Ea A s 4 T B B I # AR
AU, Ak, Hardy 25 U 1992 4R H 3 4
AR AR Ui, A AR IR E &K AD
1) = EE R A
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An-a I APPsn APP  SAPPB APP i P3fk
An-Bl - 2 @ lw l
”'%%%%ﬁ e
S SRS SRR

BACEI

AICD ::E}Z)?{ﬁ miR-29a/b-1 MiR-200a-3p ADAMI0
miR-425 miR-29c MR- miR-144 PsENT ) AICD
miR-455-3 miR-124  MiR-135a-5p miR-221 miR-133a
iR 2000 ST miR-140-5p | | miR-193-3P
e miR-186 miR-138
miR-298, miR-31, miR-195 miR-34a
miR-384 miR-339 - 5p miR-34a-5p

APPIE =AM ERER, AdEn- WSV e A ORI AR BOE R . TEn- W IR D& E T, APPHi-
Iy IRV BIRE APPSR, Z AN VR J5 4 - B B- 20 WA R DI 517 25 An-o B An-Bik, 17 CTEN7E 41 IS 11350 70 By - 73 WA i
BIYIFE A AICD; fEARTEMRE A IR N, APPH o- 20 AR AIy- 20 AR N 17" 420-CTF . AICDAIp3Jik; TEVEMBEEERE T,
APPHB-/3 A EF DI 7= A B-CTF, 2 )5 #y-43 i b) # s AICDFIAB.

&1 miRNAsiF#EAPPHIYIE)E IR = E

2 FITAPPFRIAHIMIRNAs

miRNAs % APP {1457 LA 2. Hébert
2tz PO A Delay 25 P! % B miR-17 5 ) miR-106b .
miR-17-5p Al miR-20a 7] 7E #2821 i 55 v 42 [ 4%
APP [ £ 1L, [f) N2a Fl1 SK-N-SH 41 fifg LA 5% i %% e
(1977 2t ik H b5 miRNAs 7] 5 2 S 41 Py APP
[17KF, KB miR-17 KIEEME 0 K E ik
W5 APP Z [AAFAEAH B VIR R WAL
7R, miR-101 fi )34 APP ik, H miR-101
[ TR Ik AT KRR S e AR AR B,
Hu %5 P9 % Bl miR-425 (1R IA/KF 5 AD B #H A H
i X AR 54 5 A ¢, X 3R B miR-425 7] fE 5
APP I LA AB FEAE RIS k. d3E— B Rk
i miR-425 & [f] i #55 APP, miR-425 [ ¥ 0%
APP [JJEMFE R AN Lg%, BN R R nr 8
P S FA R E SRS . Kumar 25 2V 78 N2a 41 ffg b 56
iE T miR-455-3p $E [ i % APP. [ N2a 2 g 3t 5%
Yuati 45 miR-455-3p Fl APP™ ™ JE DR {1 J5 bi, 45 R
R 5 Xt IR AH L se i 41 APP & (I RIERRAK, &
ELISA # 73 #r A IS 56 2H N2a A0 Y Ay~ ABa,
BE D, R miR-455-3p HAT R4 AN, AT XS

Pt APP [P 55 N T, RIS RZ> AB ARG .

Liu &5 9 2347 7 APP™/PSENI"™ /)N B3 F1 BT 4
1 (C57BL/6T) /N B 5 1) miRNAs Kk i, K
AD /MR H miR-200b Rk T 5 AT AD &35 i
A B R B miR-200b 34 & 2% R 1 H. miR-200b
BLAZHE M APP 5 2 JG F APy, 40 ¥ SH-SYSY 4fi i,
RIN AB,, 7 LL N miR-200b [)56ik, HEM 1S APP
Rik ETb, &M AR, K. F4E, ZAE#FAE
SH-SY5Y 4 g b & 3 it 2215 miR-193b w41 APP
ik, 1 miR-193b k5 A _F i APP 3Rk 5 [FIN,
flAI TR I AD /N ERIILFE LA f AD A MCT 8835 i 5
H miR-193b 35 N [, HE AD &35 I i+ miR-
193b 1 AR, S AA K P, X UBiFYE B, e
] APP, miR-193b AJ AE7E AD f & 4= K & ke e,
$27~ miR-193b A AT e — M) AR 22 PR
DL A SERE T AD AE0bR ) -

3 FAIEBACEIFRIERImIRNAs

WHRR M Z AN /N BSOR B K i Y
BACE! {)ZE G MRS N ™ R4 BACET ik 1)
AL 5 AD RAE R AR, (HAZ NAIX BACET &
BT AD S B R ) 70 AL R 2 D
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4> ¥ )2, miR-16. miR-135a-5p. miR-15b
)38 3 # i) BACET 3'-UTR i [ 4Ik AD 4 fif A5 784 o
AB [ 2 B0 Long 45 BYSIF B miR-339-5p i it
#E) BACEI (1) 3'-UTR, il A o i Jo3 RE4H A g8 A
NJEAC 40 f 3% 72 ) h BACET (1315, ¥ miR-
339-5p W77 BACEI £ N4 f b (3215, M) 1%
FE IR J miR-339-5p AU G AP 7K1 03 RIS
B, 1F#H K miR-339-5p 7€ 7 K [ AD H 2 i
FEA o R IE T, $78 miR-339-5p 1] GE A& 12 1l
BACE1 KI5 AR A2 B N IR 23 1 P 25 (1) L2
5% . miR-124 2 AL 4 2 40 i) — PR ik
miRNA, HAEIEFEMMHALhRIELFEE, M7E AD
SR P EK IR B 4k, An 2 BYIERH
miR-124 #[7] BACE] f¥) 3'-UTR 4| H ek, 1 %
fik miR-124 3k v] & 35 2 & #4220 41 2 (1) BACEL
HEKF 5 A13E— 205 K I miR-124 (1) 7k
77 APy, 75 511 SH-SYSY 20 i (1135 /7 = e F T,
F W] miR-124 7E AD 1584 40 it b /& BACET 1) 5% it
YRR, ATREZH AD BIRJm L.

FESIRE R o, Zha 5 B9 HAEW(E B 00
ET T miR-195 7] LR ] BACEL 3'-UTR, HiZ%
miRNA 7E SAMP8 /)i 1 £ 145 BACEL & HFRIA,
e YRD APy BT ARy, M4, Kim %5 B 8 T # e
1 582 K PP R 5 R IA 1 miRNAs, #2720 64
13, 24 Ai&H CSTBL6T /N 100 /> miRNAs,
SERRIL 13, 24 A /NRS 2 BRI/,
K 57 2 miR-186 1Y 3k K i ; miR-186 7E 3.5
H &) CSTBL/6) /NI 2 ML IX )z Rk, H
5 5 20 B AH L miR-186 75 #1486 H A M
XPE, 2B miR-186 W] REAE #H 48 70 H A 5 H AR
FH s 39 K I miR-186 1] LRI [ BACEL, [
TPA2-APP™ 1% miR-186 il 45 BACEL I
ABRIXEE R FEMRC. ZERKWAEELZLRF,
miR-186 7K T ¥ [ K ] i 5 UK v+ BACEL 85 1
(i, AT B 1 AR T 4 M) AD XU .
AL, Wang 26 B 7E APP™/PSENI" /NER.. SH-SY5Y-
APP™ 4. SAMPS /NG AD His Ifin i b 3 W 82
#| miR-200a-3p [ 3 & A7 b T % B8 2H 2 2% F i
i) SH-SYS5Y-APP™ 4l Jfi) ¥ 4% miR-200a-3p #5 44,
KB miR-200a-3p #1l] T AR, MI/=4. H#E— 05T
I miR-200a-3p i H A BACET (£ APy, 1=
A, AT RIS ORI R

miR-29 F % FH miR-29a. miR-29b. miR-29¢ 2
f. Hébert 55 VA58 7 UK M AD FR 3 BT B

5 miRNAs £k, KI AD 3% KKt miR-29
miR-9 F£i& N if. fihf1F HEK293-APP™ 4 ffl ik B
miR-29a/b-1 5 BACE! 3'-UTR #H 45 4, #0 %] miR-
29a/b-1 RKIEKH MM M BACEL & AKF, 3
AB PR MRANSZEE R B miR-29a/b-1 # ] BACE!
3'“UTR 3 H.#01#] BACE1 f) %% ", Zong 2% ¥
%I miR-29¢ 75 APP™/PSENI™ /N & i 14 5 % ik,
1M ] SH-SY5Y H1 HEK 293T 4 i i % 35 miR-29¢
J&, BACEI [FRIEEE FiH. /£ miR-29¢ it FiE/N
B, BACEI kst EE T, H miR-29c #It
BR] /N BROK i Bz ot SR AR 20 (1) AR,y B E KT IR
/NER . Lei 2 "4 % I miR-29¢ [ IA7E AD &
HARNIE T, JEAER S T miR-29¢ B K
SH-SY5Y 4 fitd +HiF 52 miR-29¢ 5 BACE!I 3'-UTR %5
Gfi ) FHRIEFRAC, Mgk A A k. LA b4k
7R, miR-29 K] e 2 BACEL & H R & 1 N R
PR T

5 H[E[AIEAPPFIBACEIFR A ImiRNAs

Chopra 25 ™ §IF 8] T miR-298 &] [ [i] APP F
BACEL, W NWIRA ¥ 721 G miR-298 B4l n]
3 BRAK AP, F1 APy, 2E A& . Barros-Viegas 2§ )
KRILAD B KM TP miR-31 B 3E AL, I I
¥ miR-31 #8[5] APP A1 BACEI 3'-UTR ; /E# % miR-
31 B4R %4E HEK293, HT-22 4l it %3k, K
I APP F1 BACEL FRik¥ A Frb&AK. A TERFAMEN
IR IE miR-31 J2 15 AT BAEGE: AD B )AL I L R
i, Kl R IE miR-31 {1897 55 2% 4 52 [ 7 4 2
13 Hi#4 1) 3 x Tg-AD (PSENI""", APP™ | Tau™"")
MEREDX, 4 MHES T RE%5T 8RR A
P miR-31 it F A H /N R AR R 1A P, H
G B AL 3 B R B ik miR-31 & 98> 7 /N ER
W FR BN ARy, BIUTAR, 3R B miR-31 A §: 1
APP I BACEL FJ 15 Al RE AR T AD [ A2
—, Liu £ ™ &3 MCI Il AD & 3% 1fiL 3% T /) miR-
384 K 55T IRAIAR L B BRAK . LTk, MhA17E
HEK?293 4 4&4iF 7 miR-384 #8] APP Fl BACEI,
1M 7E SH-SYSY 4 ffd i 78 miR-384 wJ #ii] 4PP
M BACEI W)3Ri5. AW, AR AD &2 (i
AW miR-384 5 AR, S HAHK, #75 miR-
384 W63 5 AD HBEMI AR, MIF-2ES

6 AIEPSENIFIAEImiRNAs

miRNA 5 PSENI {12 [818F 50 B AT &b T 2
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M, FELEREMIE I E . 0, Chen % ™R
I miR-133a ¥ [r] PSENT #| B i 40 j AL 10 #%
bRz - 1878 R AL (L FE . Deng 25 " 3E B miR-
193a-3p 38 it Il 45 PSENT F& K] () & 3£ wT 300 1] JB% bt
FEMZ EMNZ. MAAME KRG AD 4K, 4 i
5 PSENI [F) miRNAs 14 A WARIE o

7 AR ADAMI0FRIERIMIRNAS
IO APP [R5 A A2 8 i A AT AR T b 1 28 1

BAE—MHE SRR (K1), B o- o
WA I ) F AR AT APP 3 L o E U R 4 AR OS2 B
B fife, AN e 4 1 sk 2> AB 7= A2 LA AD HF 5T
EENAY., 7 AD ¥ d, ADAMIO % ik [%
K5 AP HHE 2 PSSR AH G, fH 2 H A FHLHT A
o

Manzine %5 “ 7341 7 AD 3 RIS HE AN If i
1 700 1> miRNAs, &3 AD #3 A it miR-144-5p.
miR-221 Al miR-374 ik T i, HiX =/ miRNAs
BRI 4% ADAMI0. Frh, 333k miR-221 [#) SH-
SYSY 4l ADAMI0 2 (47K F-F&AK, 17 FAAK miR-
221 [ F3A AT 1 51 ADAM10 % (17K . Sun %% )
EB] miR-144 ¥ ADAMIO0 « 78 N2a i rh 3%
KRS miR-144 J5, 5 BT BN i 7R i R ik 20 4
i ) ADAMI0 ik /K B 15 B2, iR
sER Rz, AN, fE N2a g0 i i 3R OA Bl R K
ADAMI0 W] IR/ 8GN AByy . LEAPIAN LI R
B miR-144 it FiH ADAMIO [ %53 AB,, 1
PR, I % SN ThfgkEfS . Cheng %5 P 4iF B
miR-144 J&—Fh ADAMI10 7K1, miR-144 )
1A 38 ADAMI0 £ [ (1) 308 BT = A2 58 2 1)
AB, /K5 miR-144, ADAMI0 1 AR 2 |A] £ 4E —Fh
ST AL o

Akhter % B R B AD % 585 K P ) miR-
140-5p Kk H4 % ¢ [FINS, {EFIEY] T miR-140-5p
L5 ADAMI0 ) 3'-UTR, M AR FIE . Lu 25 P
1E APP™/PSENI"™ /)N &, % I miR-138 [ 7K “F- [
AW F =, [ A miR-138 ] ] % /)
B ADAMI0 Rk, {2k Ap, B4, JRFERR
fuh ThEE N BRI 02 23042 8S . Cosin-Toma %5 1
KB miR-34a-5p 5H M A, /K2 B3 IEA
Ko Sarkar %5 P AIFS2 T miR-34a $[HH T ADAMI0,
miR-34a i A /N R ) ADAMI0 Fik T I, FEHH
A B R RS o

8 ADEEMRFIATAPE KA MIRNAsTRIE
EENT

FH T % 40 1 1o 48 Y0AS WU 55 7 v 0 BB 1) 1A
K, 15 AD F I B B AD K2 Wi Al iG yT S 3
— M) BT SER) AD 2B A B CEE . W
KIL, miRNAs 7E P E R b K ERIE HRN
HH R PR TA) RO 2 AR e 1, 2 22 5 o 2 A B T B
SRR B P, WA RESE
miRNAs [ {0 3 6 v DL ik i fog BE fs 2k N 41 J
i P R, AR I B miRNAs 76 ifi % 4 fa
ik, HAyEYER miRNAs A {E N —FhAR@ A4
Vs EY, & T & RmERE (8 AD)M.
Serpente % 7 4 857 AD 4 4 R YE I 1M K Bk
FEIFKE 1 Hrp 754 Fh miRNAs, K ILH H1 miR-
23a-3p. miR-223-3p Al miR-190a-5p 7K *F 5 % & 4
Fei 3% FiF, 1 miR-100-3p /K-F &% T,

AD }F 73 £ IA 1) miRNAs 5 AB Bl fg £ R ) 45
HrARK T A SRR N AD 2 T R
41, Vergallo 25 P % B %0 ] BACEI f¥] miR-15b,
HAE A A i i ' S VR IE AR CR N AR &
BRI, 78 miR-15b ARy AD I R 7 25 1)
PREVIRIERE . — I AD B35 L35 7 A ik 7t 45 3R
i, 12 Ff miRNAs 2 % 1) 76 P miRNAs 4 3% %}
AD 12 Kt 1 7 1 22 5 ik 85.7%F7, Haijjri 25 % b %5
TN R ZH AT AD 4H ifi 3% Hh i) miR-4422 1 miR-3714
Rk E, 4RERGEAME, AD 4 miR-
4422 B35 T FE s AN, AT I miR-4422 W] [A)
BACEI, [#{K miR-4422 J53590m AR HIAE iz .

Zi bprik, BE R % AR A4S ) miRNAs 78
AD & Hh A I T 3 A7 AR B B R IA B (R 1),
PR IX e M () miRNAs 7] 1 Jy— 28 W8 78 (1) 51
AD U XS A bR B4 o

9 ETH@APLE K AImiRNAs T & #II& R
BN IS

Barros-Viegas 25 ) Fij 3xTg-AD /)N R HEAT I R
AT ERES, AT K 180 B A0 2 1) miR-31 i R IA i ki
A BN RES X, KIREAHDNE AP TR
Zhkb, HAT AL R R miR-31 1 RIAH
N BN RE S T . Zhang 25 P (AR 7T
E B miR-188-3p #[i] BACEI FA% He R IAFEAK « 1)
SXFAD /J\ LF_ZILN (AP 67()N/M671L\ APPI716V }Fn APPV717I U\&
PSENI"™" F1 PSENI"*") i Ty [X 3 5} i % 75 miR-
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188-3p 185, 8 JEJ5, 5xFAD /MR miR-
188-3p & fF4 b A, Hidid it BACEL ()3
KBRS T /N BRI N L AR AT AR, MR+ A E miR-
188-3p I3t FiE R 1A 72 75 B % 2 385 2 ) 2% ) Fd A2,
1E& 347 7 Morris 7KK H MK, &5 R BoRid Rk
miR-188-3p /N B AE 7K R B 58t e 7 B B2k
#, #2785 miR-188-3p 7] g K A i3 AD &3 A
DIRe e o eI 5 A B = L, NUUEH
HoAth B0 i 32 AB A2 A ¥) miRNAs FH - 1Ifi 7R A iR 56
ERIER I B 7 5Ll

10 RESREE

AD & —Fl e i UL 5 R0 AH DG [ 4B AT 1
B, HORFALEIR 2 H H Al KRB R AR i Hk
e N RS2 —, BT AR IR H BRI
HFRIEBCAWEFE AD %0 BE RIS AP A2 C
SR RCH miRNAs 115 AD A FUR & 4 AL 2
—o ASCH RGE T A ELREEL A S AR AR A B
FEHEFE A ) miRNAs.

T, RSB UL AT B E A AN B i A3
THLRIBETE, AR TR . HEr,
AW FOK R A 4% AB 42 B miRNAs iz T
IRARES, X ATAeZ A« (1) AR R BIE A iR Ak
FH IR 3 KT AT AR I 4L 24K T 1) miRNAs, 23 Hr
i 2H 2R FE AR o miRNAs 3 7K P77 78— 72 16 TR
— FE B TR A B AR AD B L S A Re kA,
T J 355 K B 45 56K, miRNAs 78 B J5 M K fivi v i)
S RE WA A (R 1~3 1Y) 5 (2) [ #4> miRNA
REFIINS 15 2 MR EE R (22 8AA), HElJE
A K B 451 0] B 7 4 I %65 08 B AD R R 1t 1)
miRNAs ; (3) = 0] & 20K miRNAs ik 2148 2%
B H AR k. Bk B — TUEE AR i S
AP 73 BRI R BB rp i T RE A A% 3 miR-29,
B /N R AEIZ B g s O SR, %R
A b A R RE IS O 75— DR A

Ak, K& 71K 9 miRNAs KA R 5
AR PURA G 0 A BR 2 1 B B A O, 1 miRNAs 7
NER R G g il 2. Rk, 4 miRNAs /R
AD 2 Wil BRI AE AR EW % 52 %0 . AR A
PRI EHR 2 MAFTEAR K ZE S5, BLFE S = b 1) 1%
5, AD Jix 42U AE DI AR 1 miRNAs R IAA7AE
FRT . BAM, BOREA I SR N B
BB FE . el A I & PR BCR 285 &,
N AD PTIN VEAS 2 W AR S R R T A R 1 )

Z o WAk, HEA — U S 4R T R T
M MCI #:464 AD {7 57 miRNAs'™ . Kk,
FEIX 7 T 4k S F N 9T ) B okadE — 20429 miRNAs
(I R I FH 8 RE -

BRUtZ 4h, y- 43 UAEE. n- Zr b B VE N APP [%
i3t A b ) EE S PR A, miRNAs 2 550X 4>
g (O 7 M AR IRIE . AD 1R — R ORI HLHI R 421
I, XS5 AR AR U G IR B FE AR G R 45 R T
BHATIRNBE L B R L. AHeh, KEdmE i
2 AB A ¥ miRNAs 7E AD 8 # R I H I ak
TNRAED, HEHESFHEAA B . IncRNAs,
circRNAs. &4 [F &2 mRNAs /£ N miRNAs (] 45
RAFMEH . HiEYE £ IncRNA 25 AD (#9753 i
P, AT A AR MELrqegist, R ER
A2 T FET: ™ RS 78 IncRNA-miRNA-
mRNA B {FE WX 206 5 47 g b AD RIw AL iR T
0 I, IncRNAs s 15 i 4% ¥ (1] AB 4 Al 11
miRNAs ¥ 8 AD B 58— A8 5 1)

ItAh, miRNAs FIAEY) & R B RCRI AT g
2 i iR I ANRE GWIFEC, B WAk
% 7€ H miRNAs (BRI #h A& miRNAs). #M 745 46
I Bl A R A B, L PR 1Y miRNAs A I 5 88,
T-Pem AR 5E 4, ly T AR AT DL 2 3ok of v s,
AL R T miRNAs f MR AT LAk N K% -
70 Jie o 248 R AT B30/ 0N R I 4 B A, 3 T R
R, —LeHNIKRAR miRNAs 7] LLEE )45 5 APP
IS tau BEER AL, DL R 2R PR ROV T AH G R JE 1A
M AT R B AT MO R A R R . e, 4b
WA BT AR, H AN AR AT LLAE fih 25 S0 A
2 A0 B 2 TE) B 38 AR BX taus 40 BB R
miRNAs, I 2§78 52 4 i 1 £ ERALAE DL A T AB
TR S Bh Y, Rk, A AMBA miRNAs f&
K5 AR WA, BT A4 J7 4 2 g
miRNAs 7 AB IHLH

A E R, ¥ miRNAs BEIRIEA HIE
A IZIER, HEMEAINS AP FEH I,
B4, miRNA-132 (1) B R & SIRTI, {H&E
Ar LA A AB =4z, JF H AD B KHn 4 2
miRNA-132 ik &5 AR & & 2 /MK ™. 4 miR-
132 AL 5 3 APPY O ON R R, TS
Y I R SBR[ [X A 22 200 A 438 B R A 5 S 25 08 /0
BREIE 2 ™ BT AB AT f4 R A, miR-132
& 75 i PG AP 203 AD /N R4 R A 153k —
IR T o
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#1 S5ARAPE K AFImMIRNAsH X ARG R S L
T AREE R H R ADFEH
miRNAs AR APy APy 35 S AR miI}NAE@ P
AP Tk
miR-17 5 % APP - - - HEK 293T4f)lil. HeLaZfJiil. N2aZf. miR-106b] [21]
(miR-17. miR- SK-N-SH4H it
17-5p+ miR-
106b. miR-20a)
miR-101 APP — - ! KRHEEDMHE 0. HeLadllfid. HEK293T4. - [22-23]
U37341fd. SK-N-SH 4iiffil. PC124i/l. NT2/
DI#Z e, C57BL/6N/IMR.. SH-SYSY4H i
miR-425 APP ! - - PCI24Hfill. APP™/PSENI™ /N miR-425" /R, | [24]
miR-455-3p APP ! ! - N2a4fi i - [25]
miR-200b APP - ! - APP"/PSENI"™/NE.. SH-SY5Y#ifi. HEK293 | [26]
4t fitd
miR-193b APP — ! - SH-SYSY4ilJfil. APP™/PSENI"™ /NG, ! [27]
miR-16 BACEI - - ! PC124M /il N2a4ffis. HEK2934/f - [28]
miR-135a-5p BACEI - - ! APP™/PSENI""’/INf.. CSTBL/6I/INR - [29]
miR-339-5p BACEI l ! - HeLaZflft. U373 MG4Hff. FACANGIE & ! [30]
40, U3734H 10
miR-195 BACEI ! ! - SAMPS/NER . SAMRI/N . HEK2934H il . - [34]
N2aZfififl. N2a-APP™ 4l
miR-186 BACEI - - ! N2aZfiffl. 7PA24Hf. B4 BICSTBL/6I/)N R, - [35]
miR-200a-3p BACEI ! - - APP™/PSENI"/N.. HEK293ZHflISH-SY5Y- | [36]
APP™4lil. SAMPS/IE
miR-298 APP, ! ! - U373, A s AR &R 74 ! [42]
BACEI
miR-31 APP. - ! - 3xTg-AD (PSENIM*, APP™, Tau™"™M&. | [43]
BACEI HT-2241fig. SH-SY5Y 4/
miR-384 APP. - 1 - HEK2934ffitl. SH-SYSY4Hfl. APP™*/PSENI"™ — [44]
BACE| VR
miR-34a ADAMI0 - - 1 miR-34a” /N, 1 [53]
miR-34a-5p ADAMIO - 1 - ADEF MK HEH i) [54]

W 7 FoR bR, 7 BRI -

iy miRNAs [ERIRAL | LR 22 3 4 ] 52 0]
miRNAs [f] 48 s nlﬁﬁ’ﬁi‘bﬂw AD [ R T AR,
WAT /Do Wt 7t 04 S R & 3 miRNAs A 5. ]
41, Chopra 25 ™ % F miR-298 #f [1] i #55 APP FlI
BACEIL, M FEAR N TR & 1 7= ABy A AP,
PRI E. F—PHR M, 2T miR-298 Fi{Af7
BN 1.9-kb f 4% H@Zigu PELT A 1579259988 &
ANRIE T ABy, WRBE AR DIAR . X 4R,
%A= miRNAs H A & 5017 ] N AT miRNAs 7E4
A ) 223k 2 5 (1 JEL IR X L AE AD w4 I BL AT e
Himl.
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