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[ Abstract ]

etiologies. Recent studies have found that vascular disease has a great impact on AD, and abnormal vascular endothelial growth

Alzheimer disease (AD) is a neurodegenerative disease of the central nervous system, with complicated

factor (VEGF) expression is thought to play an important role in the course of AD. MicroRNAs expression has greatly changed

in the brain of AD patients. This paper reviewed the latest advance in the effects of vascular and genetic factors on the

occurrence and progression of AD, with discussion also on the probable pathogenesis, therapeutic targets and strategies of AD.
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BT R 7k 1 BR 95 ( Alzheimer disease, AD) & — fifr
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A B R , R G218, LA 18R i A AEAR . B
i 22 S HAR I U, 2 e H A 1 R AR RE
% 4 BF (senile plaque, SP) F #1 &8 JG £ 4 4 4%
(neurofibrillary tangle, NFT) JyH 3= 25 A9 o 7L
FFAE  AD S8 0 i A DR AR T L 3840 30 Tt P 1 2
25 o TR0 P I 5 55 [l (Y 22 4R ol B . %0
) R0 S BB AT U 1 R T 2 T B s LR PR 98 A4 45 st
TR LA S 477 8% R A o0 BIDIR 285728 1k 2 411
A RARIE I AD @8 XU . H TE X0 Y
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(vascular endothelial growth factor, VEGF) J&—#f
o R SR I AR A R TR I 1 AR S R AR
M BEE WFFERIIRA - & BUHAE FIIF AR BR T 1M
AL L 3 m] BELE LA 1 A BRI 29 2l vh A 45
HEEA

1 VEGF 7 AD & B fREdE R iER

I PN 240 M A7 40 A ML 5 I 6 B N R R A
U2 [E] SRR QIR A 43 U5 A B 3 2 09 2 WL 4
Z— HAEMThRE Yo E T M N KRS 5 Ak E
WA= A 0 B HEA T — B s S A 23 3t 2
P PR - A | I T P T A B | I 5K T e
FR A RAPEST BRI M5 | & B Bk st A RE AL | 1 A
TR B A SRR R SV 2 B R . IR
A R R F AV O A AR L, i VEGF
SEAE A B2 1) T, 2 1 R A e 5
P d5e 8 1 IS B AR R 7. VEGE 383 25 4 i 4
PN B 20 B ) 0L AE PN R Al AR K TR F-32 4K 1 (vascular
endothelial growth factor receptor 1, VEGFRI1/Flt-1)
1 VEGFR2 (KDR/Flk-1) , #k 2 P4 Kz 48 Jifd % 1 fY
VEGFR3(Flt-4) DL K 5 k& B0 #2806 R 2 1
(neuropilin) & 45 A= FR ) G, AF H T 10048 P9 52 248 el
i, TR A A 2 B i RS AT A2
AT o i A @B P . VEGF vl B I%AE
RTFHAD R G LR WAER, BlnEM & Rg 4,
VEGF AJ3# 33 52 A AE R AR i 248 50 0 B AR X X
2 1) Ao 22 TG R R 26 8 o 200 M A L 1 SR R R
PR I HAEM LT B 1 B rp & #E45 Ak
YER . Al Flk-1 {5 5@ 2 X & 00 R A2 24
5 AT 515 /0N 3G 508 40 i S #25 . VEGF (1)
FekZ BB LA E T i 2 R K B 20, 61 G s
ESRMEF VEGE ik & B B3 i 29 3L e %
S0 VEGE 4 R 70 98 M R 7 359 AT 55 2 41
il VEGF i3855, 1K 43 58 1 10K & 485
MZ R GEAH OC BE LB W 28 5 AD AH & B LU K
VEGF £ i5 5 AD #3563 A 6 77 M & i
VEGF. 455 AD i 2R 1 Tk 78 22 1] i 5
L1 #z5hEwimatem g e
WOAARLS BT R A e ARG Bl . &
L2IR O L 51T P B A 5 bR T 2 A
SIa A K, Mg A i & B R ST IR ECE

P+ G0 55 73 W8 S IC LA 2 SRy Bk A - X LA
I A 94 45 A s 0 W E s L VEGE AU
A R IN Taa M 2 S 8 3 0 F HAERS M 2 AE AR 130
. — ELIMAE R A 7 1 2 2 DR O A 05 B
R AARIL AR . 56 B [ 57 ph 2 22 5 A v E o e
(National Institutes of Neurological Disorders and
Stroke, NINDS) 3 Jfg & th T #ff £ Il & #. JC
(neurovascular unit, NVU) 8 &, o # £8 0-18
200 - A R R I A R 22 A B R A — A
REPR IS R 42 R BRI 1 A L
1.2 AD 5 bym®  AD B3R F0IN i i
AU SRR A8 AL R AD SR AETE A AR
JEE BN [] X3 ) I ot 2 A, L AD R AR TR
2.3 09 i I8 S 1 (cerebrovascular reactivity,
CVRFEAE™ . [FImf. A 40% ~50% i) AD ¥ 5
AR B ETER X AD R IT S i A AR 2 —
T ORGSR L AR A A 5 T W0 1 A s A A
AD R REEEAR A . 2 AR &R AT
P 72 B4 W PR g 9]+« AR o R BRI IR VEGE
5 [ B AR 8 2H 2 T AT E 2 8t I 4R i
PRAHLSURAE AR ATRES S TIRAT MR L 1 K AEFI R
JEB, Del Bo %9 THF5E VEGF 28¢5 AD
JRURS: A RH S » B0 & R W AH RIS R AT 25 25 03
P S52R B E R RA G+ VEGE WG 872
SHAZAR M T AD @B . EEEL T,
VEGF 75 §7 fX 1 48 22 4t (central nervous system,
CNS) IR IR FFA Ry H AL 2 PR 1 figi 25 )]
X5 IF b P [ A 3 08 75 3 0ok il 52 65 32 ik
AR o B — HR A AR 5 P28 TR B B4R i RT g
SRR K A VEGE , AN ] LLJ# 35 i if 4451k
AT HL AT RAOR AP 52450 #2840 AR E L A . i
AD B g VEGE & & B AL T 1E 5 A% I
5 AD JRREFE R ARG ©A SLHIESE AD B
H S A BRI VEGE &5 B 1E H 1 DUIR AR IF
HaX A pe 40 (9% VEGE Bzt 2300 i i 42
P2 DR AP L R G 9 it A5 58 7 P 7 A TR
[FlF . 72 AD JEBLE] . VEGE 2 5 i 8 JEk
M (B-amyloid protein, AR) A H. R4 . YTEAETE A
FEA I BEAL 2218 B 3 B0 BIOIR 28T ik 7 4R 2
fig VEGF N X} i 5 F0pf 229 455, $2 /R VEGF 5
AD SEMZIRFT PR AL B A OG
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1.3 VEGF #5 AD Zsmit4# HX VEGF 25
AD J5 B b A5 4V R AL 0 AS B A (HO 2 5 el
LRV AR G R BLFE A IE B T VEGF 164 AD #
R TR E X, %F VEGF X FH4 R 5%
AR P B I 5 TR 28 0 e 2 AR A 7 28 1 5 i), ] L
Nk VEGE mIfgxT AD iG97 HA T HEH

1.3.1 (R3dm4 &K AD iy F TR R K
Rz RO PR 45 i T B R ) e AL RE T
W1 VEGF f i 2 a4 o R st el 5 Flk-1,
Flt-1 Fi1 NRP1 21425 & 48 i >k U5 T 3l ik L #0 k L ok
ELAE 1 P B AN 6 5 LA RS RN R S [l VEGE 1]
T AR A AL PN O 2 A i 1 A7 R AT L
Pl PN MGG 55 Sl K 8 B e ot g 26 2849 1
VLR A 5 40 22 WK 2 BRI 4R R0 SR o AR
PRTABERS A s TR AR 1 S L U i . A i
i A 5 439 081 2 B, SMIEAE B VEGE W] {2 fifi iz
JRARI 4 A i B 3 A 8 T i B B PR 40T, IR
VEGF K38 0 45 37 A5 A N 2 K 7E Rk R 5%
[ s AR AW =2 70 1 ) i DG 1 P i I = A O
ST i A A R U A A S R 1 450 45 o T R VEGE
XA R AT S I AT 330 7 =K

1.3.2 QR#EKAERFMBATHR WRFEN,
AT i = 3 S 10 A5 PR B A K PR 32 A T 2 R ik T
30 2 5 s RV S 14 bR T 1 Pl 2 R ot 15 S 1 4
JRLHEFE 0404k A J A 28 0 A i AR 25U 5, X R
HAPEFRE 1 R . VEGE 1B I F o ini e m g .
—J7 1]« 14 K A2 (neurogenesis) S £ 75 A 22T 40
S5 5 28 1 249 46 AR AS 349 A8 1 43 4 BN S 1 AL 4
it I 1) T RE XIS RS AN & AR T 9 AR A
L5 At b 22 70 ST 8 fl IR R L DT 72 A Bl R T RE 11
SERCI TR . AR FRAAE TR o 0 P ) — 2 DX 3] G VA
5 CAL RYERJZIFAFELE Z B E LS B2
FEHEBOR L F 7 AR S BLAR R T L AR & T T
HE XA AT LR A A VEGE X 4 A |
Feal R EM A AE K P B
TR AT T BRAIL O LU WA s (D Al
PR 22 T4 (NSCs) [l 2843 32 6 240 1055 T B i 7
5& .M VEGF 78 MRPR I o 8 Bz 240 e il — 2
V5P THT PR 40 43 Ak 1) R - ] 2 8 0 ot 2
B (O RN —Fh A 225y 245, Tk VEGFR2
B T A R 2 e A X NSCs A K A7 16

AN —J5 L AE PR A P T R, VEGE
it VEGFR2/Flk-1, # 1% PISK/Akt 15 5 il #%.
Akt AJ f ] caspase-9 1 1, MM T caspase-9
RSP A 0 0 B e 2l D IR AT MR AR S R Y
MR,
1.3.3 M#WEARZEEERRFPER BRIE
FITF A2 A AN {2 (0 22 K A DLSh, VEGE [Rl#
HATR B IR 0P VR T o L8 N B BN PR 5
t, VEGF w] B 1 £ 15 1 28 JO A7 1 38 LA B b 4298 4y
YHIE Y, Manoonkitiwongsa 25N BF 98 & FRL
I3 M 3 AR D RN Sl kA ZE 4 bR
KRB TE VEGE, & B bR 1 380A 15 5 14 AR
JG o AEL R AR A3 DX A 22 T A 1 R I S 8 5 o ) i
S A AR A BRI ER. B2k
SRR, VEGE J&— Bl <7 T M 48 Z A9 fih 22 {4
PRl 1~ LS it 3 4 A 2 AEL 4 L RO M S5 4
ORI/ N B A . VEGE 0] DU & b 38 40 i 10 77 15
2, TR HE B 22 M VR Z T A 200 L P S B A A
A% VEGFE iyt 224 AL . B Ak kil R 45 LA
=05 D) AR SR A SN 31X 5 A P I RE
BRI, VEGE Al o i R KA Mot i ik e — 4%
T MR ® B2 ( reduced
dinucleotide phosphate, NADPH) 481k Wi 4% #i 1. 1
k5 S 4B A 1L W Btk B (Mn o superoxide
dismutase, MnSOD) , 15 B i 1 & (reactive oxygen
species, ROS) , i 42 S AL 452 13 5 [7] If » VEGF 7E N B2
L Y5 B RS 5 R A I A AR AL I TR 2 A
XK (ORER T, VEGE AT LU i 40
AR AR Fle-1 ot a0 i sl 200 Sk )
FE IR B W M B i (outward  delayed rectifier
potassium currents, L) s AT I 77 B T 18 . 4k 458
LR A I AFTE . (3D I 2 fil A& 326 . 72 Bk
MBS T A TT B AT DT 7 A 2%
BEVE L AEH B P2 o0 AE T EEEALH]. AR
R REAL AR 2 ) . VEGFE (1775 e 1
IR By CAS3 DX 1A 248 i R0 14 AR, 1m0 50K 210 A 1% B2 0
P, VEGE R RE 23 3 o 00 il #2870 1 24 5 1 e
IHp A FE R M 2RI E

HE . 45 R & VEGE (i P84 45 4= #OR S
PLR AR R T 2R s mi il 28 3R 1k, T BE 2 AD
KA 5 T Y R AR R T A R A

nicotinamide adenine
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VEGF (13635 DA B b 28 1318 AL #0238t 1 P 20k
Pl 52 2% i B R R R G4 5§ DNALRNA DL
microRNA (miRNA) [ i 2 8 EB AR IE T AR K
TG B AR T Horp Ok 2 5T Kk
P, miRNA 13555 5 AD A B i Gk

2 miRNA Xt AD gyiE=EH

miRNA J&—28 5315 + 53 ) 12 #  PE A 2 £
/NG F e RNAL KB 18~25 ML H R . B
DNA B 5= AH I AS B3R 8 (5 i e 5 HA 2R
F 4t 35 R ) mRNA K ] Ho#b, B 7§ mRNA
SR (B, miRNA 7E ZFpAE 0K 6] A=
VRGP ARE 2] T VR R 5 R 2 0
JAHSC . HAETEZA 4 Fhr ok %8 miRNA, 735
e H AR R B2 A 1 A R miRNA S
LB N T A N F miRNAP, B A% 4 4
miRNA fTELEN AR 2 . G046 JE R D) 6B 14 437
miRNA I RAYT I 22 5t DL i i
I REGRC e SR Sh e r 2 . FEE HE 2 1T
S 1) 58 8 » K 2R 2 11 Bk R oF ik R Ty e A R 4 114
PR T IR miRNA A S (14 56 R PR 8 8 02 45 7R
SRR RS —2 . H A — 2 B 0 A5 1 40
FEAE A28 2R G0 R PR SRR S M 31 miRNA AR
TESR IEAE 55 U5 SCHF R A miRNA R 5 P
i L R AT A SRy — R Ry B
2.1 miRNA % A% Py kix  miRNA 7EH)
LRGP SRR RBAA SRS
ML R B 5 THERENE T k.
G LA S 5 fib o] SRR S L AR R AP RS ATy
T 2 JR I T B 5% S 5 1T 2% . miRNA ik 7
X RGP A T RE L. miRNA 22450
I 2 SRR AN R R GEHEAT T B, — J5 TH miRNA
A L4 $8 mRNA 43 7 5 Kb T 4% B i ol il
mRNA B3, #1000 #h 46 R G AT IR ) — Oy T
P28 T0 32 BN EEA T R i), wT S miRNA SR
AR ARG A . Eda %50 T HGT miRNA
BRI & B B AH A%, R DNA §f /4 50 1) 7 X
TS B 57 e SR A T SN U TE R BRI & B
T miRNA Rk ik, K E KRR 1 HE
F%E 4 N miRNA gk kA m R, 1
1 miR-29a, miR-29b, miR34a, miR-124a, miR-127,

miR-129 . miR-132 DL } let-7 () 7K - 16 ki & & +t
B Z B JF, o miR-18, miR-19b, miR-20a,
miR-106a.miR-130a P} & miR-130b [ 7K - #1 &
TR, XFPES R PRV T miRNA 19 3R X F
0 % B IR A [ FLAE /NI A T e i 45
ANV S0 3 A5 5 S 1k A0 R X ARt 3% B miRNA
MR E R AT et T EEM A, BT
miRNA 2 580128 R 50 K 5 M 4516 52 1) I8 £ LI
HEASE WG A2 miRNA XTI R G5 4
b5 ik 98 VL8 B A T LA B 28 T AR S A T 4R
EM.

2.1.1 EEXE ERMAMBEHNIERNE LT
Hh AT I TR AN 23 8] L [A)25 AR DA R 2B 9
WL BN, ZRESRL S5 B R4 445
L TAEARZ 43 F 1 miRNA 72 2 RGN K&
AR, miRNA FfEAZES 5P CNS ik
JETE I S AN E ZR T R S B2, R AL
MBI, 5 25 A R miRNA A DR 32 0 56 4
RN 2 5 X I 2 T8 WA B A5 5 09 1810 AL
il . Dicer Hiff&— Rt BUaE RNA YJHI K 19~21
bp M7 5% 7% 55 J5 7K1 51 4 S 11 35 6 R 990
BR 4% 4% R N V) i » Kanellopoulou %77 BF 5% &
B, Dicer 5L @B J5 » /0N BRI i T 40 B 2k 2%
S Ee , L] miRNA 7E IR IG &% & Hhal 6 5 41 i
AREMER B, Kaspi 57 4t miR-290 ~ 295
A DL B M A /)N B IG T 41 Bfd (mouse embryonic
stem cells, mESCs) #1 5 £ iR 57 B 3 5 57, 5
miR-290~295 FE Pk 26 /N BB AL i 7R, miR-290 ~
295 I 5 Pax-6 DL AMIR)Z & B ML,
K Pax-6 PR 5R T &8 3 28 i miR-290~295 fikt
R FEIERE KT G . let-7 FI miR-18 S ) &
AP IRE R R E RS T EEER,

2.1.2 #WEFTamsrt MELELEP. et
MR R — 27 43 240 e AN 1 9 B AR 1 1 14
ff s PR Z A5 S 25 G AR T /AR A e e D Re
M2 i, 1F R B RTBESE i 2 10 W Fl miRNA,
miR-124 1 miR-9 W75 #1873 Ak b2 3 1 8 2L 4E
Fi. miR-124 v LUiE 3 98 /0 PTBP1 [y 3% 35 F
PTBP2 1) 2% ik o {2 i - 88 7] 58 Bt T 48 g (bone
marrow mesenchymal stem cells, BMMSCs) H {1 22
e O A =57 3 v I S DV S w1 SR E 28
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S8 4 1 7). Annibali Z55 8 5% & B, miR-9 Fl
miR-103 W] P i i 751 LA K 3" A B X 4
mRNA il 5% 17 1D2 #y3Ri%
2.1.3 R 8 XTI DIREE A A
ZETUAR UL 2 RS 50 SE AR 114 4 Ay 22 i J2 1 2290
AR R LA, 5 fih 1) B L I 1 2 b 2 T R A )
RERY B T miRNA 1 2250 H 19 3R 3% nl GE A B
T RN 28 fiik T RE A AT 98 PR A 5 L 58 Sk AH OC
miRNA Y 3 R f A5 AT TR 5 il B SR B 18] =)
PR mRNA FHPE 1 BE ) F Bl 2 o0 H B B Kk
RIRE M AT . A B BN 7E M B & T,
miR-125b I miR-132 FEAR AR B _E X6 3 5O 25
FNGE fih A= FEAL BE BATAH AR T Horp miR-125 /E
F NMDA 2R 5 N2A, I HAE KM N 5 etk X
2 A% |/ [ (fragile X mental retardation
protein, FMRP) i 5 ¥ AH 3¢, M\ T 52 Wil 58 fih 7]
AP,
2.1.4 HEB R BEWEAR (myelin) 2 — 2 W EEAE
I BAT U A RO IR BT, 5 HC A A I 1 2
A [F, HAE CNS oy A 58 i i 40 i
(oligodendrocyte, OL) 41 i, 17 OL Z& M AH 2 Jfd 32 7
KRE NDRB ALY (oligodendrocyte progenitor
cells, OPCs) , A 53 18k F A T i 4l 52 14
OL™*), Lin ZPY 58 28, miR-23a 2 B 25k A]
DA I B 1 U5 B2, o /0N BRTE AR B S8 A A 1)
Mr & B, miR23a ] 34 3% OL {43k FEERS (10 A
PR miR-23a 75 AR BUFI PR (e BB b AL AT H A
. 8% %81k (multiple sclerosis, MS) [ &
B ) UL R A8 52 BB U L DT T R MS 1 —
AN A 1 O S I A miRNA Jp A7 58, A
Y miRNA HA #6818 5 68 7, 078 14 52 5 1k B
BRI B T BUN B S Ty
17, Kornfeld 25 fF 5% & B MS 1 %% (1) miRNA
FIREWAIR OPCs 434k, TEIE W HE . TTit & 7
I W 1 Ak s R R AR 9 A e AR 2 2R
DAKBE T i 7 miR-145 Ik #0435 R AR
SRTT MS FRE R miR-145 KK -5 5 19 & fix
2R B miR-145 n fgid o BH - WL 3h 2 3 2H R i
AR PR 1Y) 2 38 O B IR B A OE i M R T B2
miRNA 7352 5 T $E8E B 528387, IF B A
RPN B

2.1.5 #MEHFE MEHARMEBEBR KK
B AR 2 Al P A A o RV e 28 ST A S A
RE I3k, PR TE 2 ol T RH 5C ik DR 3 3 s st e 25, Tl
miRNA FIZH 8 1 ) S B PR 2R3k d B 2 1) 0L
BAL MBI . ZHOHFL S wE I 1 5 2 8
T AMERERE , 1T Quiroz 557 % R, e W A 8 5% ) #i
ZAESE A RE T, L 2 AT AR 58 4 1 B T Th 4 )
REMR A, 38 1t 2 S 19 5 DR T A R EL AT — LR
SF miRNA B miR-125b, X Fr 5 H 5 FLsh ¥ 2
(] 9 5 ) b 22 57, LR T miRNA 94 #2282
RES . IMAWEFRE R miR-124 Z 5]/ C Ji
#EER I 1 (small C-terminal domain phosphatase 1,
SCPD B NS A & A . MR T
miRNA #BEAT e i F A R ) Lin %20 BT &
B miR-138 & —Fft 4 A4 4l 5 75 A= 0 7910 o LA
B — Tl NAD R 8 20 5 1 £ S kAL g SIRT1
(sirtuin type 1), T P2 P4, 5 B0 R A, Ao
28 R GE AL BRI B, B P 22 45045 RO AR H TRz,
il miR-138, fi #F # 28 115 2 AL, S nl S 15t 94 15
[l 2%

2.2 AD 48 % miRNA £#% HHEX T AD #f%
miRNA FWF5E 1 7. T 2L PR AD B 1
miRNA LB FHREERAN R REN
miRNA, 2007 4, Lukiw 251 gk € 4 % 85 15 %
B KK AH B, AD i R T X SN BB )
miRNA FEEEA ], I B RIS AR 22 e
Ak, HoJE REAH SO STIESE , AD 3 K A miR-
9. miR-124, miR-125, miR-128, miR-132 [l A&z miR-
219 LA FT LI, i miR-181, miR-101, miR-
15.miR-29 . miR-106 L4 miR-107 254 1% P A
TR, miRNA A G A R 2. 146
BACE1.ND,CFH,APP Pl J NAV3 %, H % AD
FR9 PR 7 1T miRNA 53 3BT XA [F] 27 i AD i
VA, filin AD B IRN A miR-146b Fk7KFF
R, DT 3 5% X5 Toll #£5% {4 (Toll-like receptors,
TLR) 55 A B S , 20 TLR {5515 98 i g
A G I IR DA Gagie S 2 B T AR & ADMY 5
M55 —J7 L AR TR E I Z AD &Y ) — B2 AL
i s Patel 19 A58 & B miR-106a ] LLHE ] 3K ,
P V€ M FE AT AR 7E 1 (amyloid precursor protein,
APP) B, 1 AD & b APP 1 LB AT LLF
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BCAB MR i AD R,
2.3 miR-137 4P 2 & %k J% P 69 1 B ALkl o
A miR-137 JE i A miRNA, HAE 28 5
G & & LA S 2R A i R R i A TR
SEAMI ., AT BN miR-137 FEMESEIR R4 T
20 - 00 o) 0 L B LA B A T A i SR
Dy R E AR . — 5T miR-137 AT LA i)
il RTVP-1.1f RTVP-1 A1 2R 0] S 804 58 1 40
HELAY 3R T 0T DL K CXCRA4 4 22 35400 1, A T 41 32
34k T CXCR4 7 23k 383K W Jsz 3 >k ikt RTVP-1
ATCER AN A 51 T A ) B FREFAE . 55—,
ZH R 8 2 R R Sk G HY L -1 Chistone lysine-
specific demethylase 1,1.SD1) & miR-137 {4 JiF#E
Fa 1 LSDI &% 2K TLX 55 st 3L fHE Y. TLX
DA 22T 20 i 8 BB A A T 4%, miR-137
LSD1 Al TLX [ — 4> 52 1t 4 19 38 % 761 28
R TR] 45 ] AR 2 T A M R 3G 5 A O 4. Srart
SEUSI B R 1 RRIA N miR-137 25T RN FIFIZ
MRZTCRI RIS A RIS SR HER 7 70
AORD R S A AL S e g TR E
MIBL, 7] MIBL J& 375 3l 28 % & 112 2 i He i, Hok
KT AR T MIBL 3o 63k S 80r) 57 1 R84, AT
PR T — BT 5 AL RANROR 228 7 5 3L
AR o

miR-137 S X T 2 & & 1Y 5% e 2 28 B
SR S HAE PP 2R T 0 vh 1V T AIL R 00 41
TR/, Geekiyanage 21 90, I35 FmiR-137 . miR-
181c.miR-9.miR-29a/b L) M #% 5% J5 i) SPT /K F-#B
5 AD BREAHIC . R B 2 I T B A
AR ARG T AR WA AL AD BAEBERIAZ L LT »
AR Z B K5 AD Ko A A, 22 &R
Hel Bk #5 il ( serine palmitoyltransferase, SPT) 2!
LWL A S R RS 1 A BRI, T SPT & —1
H 22 & IR K 4% 1 (SPTLC1) 5 SPTLC2 g
SPTLC3 #4554k . Flith . AD 35 K
P E I 1) 7K -8 » B2 5 SPCLCL Al SPTLC2
(9 8 F & K BB . [ I, miR-137 (9 Rk
SPTLC ByZAR T XM R T miR-137 i i
S AR HE ORI AD BRI R B E A
TP, miR-137 %% 5% DL K W8t 1% J2 1 i
MeCP2 il Sox2 B B4 4 5 v 45 X i 47 6 9 4

. MePC2 Z—Fi AL CG P HI45 58 H » Sox
TP B SR 1 3 T R [R]  4 miR-137,
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