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B /R 9765 BRAE ( Alzheimer’ s disease, AD ) J&—F it
AT IR AT VRS , 5 W7 ol 1 1] ot 22005 27 K B JR K
HFER T 1906 4F 1 UCHRAE " o IR Y e PR R AL 2 A
FIFCAL S BUFEAT PR BRBE , O BLF AR AL S VERFE B
JIK ( B-amyloid , AR ) (1 411 APSEH TR 28 B R fL Tau
# H (phosphorylated Tau, p-Tau ) [ 20 Jifg P4 1 22 2T 24 4
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AD JE—FTE BRI N R 5 000 277 A%
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wx HIRA/EE , BT 1548 : zhengbingl @ 126. com
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00 1 4 Lo 3 AR R 1Y 3 ) S 58 A I DR HIF B 9T R
B8 Bl 2 /40 40 M ( neural stem/progenitor cells,
NSPCs ) 1] L F 3% Jin i 26 70 i B, Pk 52 9 745 X S8 1)
TR, B BT 7R R BRE S A TR C IZ e T, X T
AT BT IR IR BRORE B — S R R AT gk
NSPC BAHIAIT AD shPisil (it 5 Btk L& T 40 v
J7 AD (I RIS S5 BTtk i , 43 BT NSPCF% A I I 1) 1]
BUEPRE , A FE R QIR R IT ik Mk AD B3
A= S I R S B BRI R R

1 AD M&RmHEIE Siafr 77k

AD F 52 9 HLA 2 1 T 22 b 2 BF 5 1) A5, i)
Z R, AT BOR N R B A AW, £T
AD 1R FHLE, AB . p-Tau H T BURIE B REIA A i AD
i EEHOR R K, AN A IR R R U0 R
AP ETTRES 5 AD &t f2 > (#11) . AD
9 AL T RE L b T R 1 D S 7 AR T e S
H IR [ (presenilin, PS) | 3 17 51 & K45 55§ M
WS e, S B (G 5 BB Z AL, e AR, 45
AH I e Sl B 2R, e ) 2 Tau 35
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il - 2 SRR 1 p-Tau S8 % 25 LA S p-Tau HLR like receptor 4, TLR4 ) FI1 Toll }£521& 6 (toll-like receptor
EHPRAIE IR NFT, G2 G H 208 ™ 0 [, 6, TLRO) £ & TR U R/ B A ™ 33 S i
B-secretase il y-secretase 1,4 5 H U %l UE #3 BE A A K JINEE R A2 4 b A AL TR T R 6 TR T, 0E— 28 i i)
I (amyloid precursor protein, APP) , 74 AB FiLfR ™7 Mz T T I Ah, BE T 1 E4 (apolipoprotein
XL R IR AT R AL AR BEHUIF IR MATTAET . Ik B4, APOE4) JCiL LN A A, Joik 5 TLR 2545, #A
S A BEYE /MG RATNGAR I E 0 CIIEAEHUR 36 T AB MWIABLE Ik Ap LR
(cluster of differentiation 36, CD36) | Toll #£ 57 {4 4 ( toll-
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Fig.1 Pathogenesis of Alzheimer’s disease

D PS JEH 574 = A DO RE S H 19 PS, HETT 51 R A5 B F AN BT B I, S S (E S 2 £ EL . @@ F5AH G AT 7 , 455
JE Tau 28 TR 53 % S B Tau 1 B BRIRAL RUE A 25 LA K p-Tau BARZH RIS I NFT, g & S B4 ICH T, @QDEOOW: B-Secretase
Al y-secretase 57 U)E] APP, 721 AR HMA, X 26 B AR Z W IR 4R IR AR BREBUIF 51 2081, WA AR BEHR 5 /INBE 4N i i B i
CD36 \TLR4 FlI TLR6 454 B S DAL /NEE BT AN M o D@D+ S /) e B 4 it 4 b A TR R 98 [RL 7, 8k — 20 TR i 2 0B T2, @
APOE4 TR AR A, ok 5 TLR 454, WA 1T AR BT BRILE, ikt A FRE

(D: Abnormal PS gene produces abnormal PS, which causes a large amount of calcium ions to leak from the endoplasmic reticulum, resulting in
calcium signal transmission disorder. 3)© @ ®10: Abnormal calcium-associated protein kinases, especially Tau protein kinases, lead to Tau
hyperphosphorylation, microtubule dissociation, and progressive aggregation of p-Tau monomers to form NFT, ultimately leading to neuronal death.
Q@@B@W0: B-secretase and y-secretase abnormally cut APP, producing AB monomer. These monomers gradually accumulate into A plaques
and trigger neuronal death. @@: AR plaques bind to CD36, TLR4 and TLR6 on the surface of microglia to form reactive microglia. 905
Reaclive microglia secrete chemokines and pro-inflammatory factors, further exacerbating neuronal death. (2: APOE4 cannol recognize AR

monomer and cannot bind to TLR, destroying AR clearance mechanism and accelerating A accumulation
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FURT, I697 AD B AR28YNG) 7 EWiG) T W)
HYRYT FEBNAYT ISR T AR (£ 1), 2
ey A RE B I 22 Mk i AR, JC 12 A 2808 i o 1 B o
JEUEOL LA A ot g T AR AV Y S5 AR UiT
BURIMIZR AR/ 772 0 Wy BE T WA £1 40 B S
RS 5035 1R T 4 I B0 PR AN AR R AR AR DTAR 32
BFINHIHRESES , SEDRAY T AN i R T B
278 3% [T (neurotrophic factor, NF) 223K 185 955 [ v

FIRE R 45 o A ISR AT L3 5t B 8 2 £
SR TR LY R KT R 2 e i AR R 7 A 9 R R
R EETIIE TR A R AR, T AR T
YE29 AD T I — MG EOR C 25k kit 5
FoAt B T4 AR L, NSPC HLA B 8 1) o 2270 A sk
RS, REAE 23 WA 2 Bl NF AIAE K I F, fie it 4]
MZITA K S MY BRI

®1 AD MR %
Table 1 The treatment strategies of AD

YT S WIT Nk LES 225 3CHk
YNGYT  ZIHERRER B0 ) N-HRE-D-R TR A2 A 82 AD JEREAL [36]
P AR $L I 258 LK A2 )
THREIRYT M T AR ST A A R A A A R R A BRI R TT I BRI 2 [37]
IR LGN RE , HAT RV R Rk AR ek
PIHGRY  RERR WENGT AT TELE IR AR B RS IR ARG ERED G R E R A LU, & [3843)
BT DeREIGT R R AL , AR HE LI 1R i S RE K S
AYRAYT BB RCE YRR I WA AN S B A - VR R T A0, 4 B B e [4445)
FRE, BRAPHIZTE 77 He B A 3 26 4 22 1 P B, 22
W b 22 Y37 20 701 5% Mk D
JEPRIGYY MRS TR AR AT TR SR (AR IR A 2B SR B TE S SR i 3 5 A R B A S AT 24 [31]
TR A K DT B BN DB, 40 1 )2 B
BEZUNZE B R A E SRR BRI 2R Z2fif AD AT ALK, B AR T Bk [33-34]

2 #WET/EMEMEET AD W RIDK

AR AT LAGE 5 N R NSPCs #7747 FR A9 i 42
RN A M K A AT AR B (L IX S8 B 25 B 4R
U PR 1R T AR, AN DR AR i A S AR AD [l 22
BATHEAS . UL, S I NSPCs e S 3 T4
NSPCs "I REZ1E5E AD 515E /Y Th X R 28 R e 05 i A7
RUR MG o WE5E A I, NSPC B A8 J5 AE 8 LA 2 Fh )7 XUk 4%
YERICIE 2) BT T 53 W 22 il NF A0 66 il 22 28 K 1
(nerve growth factor, NGF ) | isi i P4 #f & 4= K N +
(' brain-derived neurotrophic factor, BDNF) | Jii¢ it 21 fitd 5
P 25 5 3% [ T (glial cell line-derived neurotrophic
factor, GDNF ) %5 % # 33 07 . 125, X 46 NF fig
e AR BEPAY K S, FEAK Tau 25 11 A9 BEIR AL KF,
(R 2R T AE LB NFT AR o U, NF 38
RS 1] S8 A S A9 7 A=, D/ LA A= i, AT A B8 T
2+ 1fi i 5# & ( blood-brain barrier, BBB ) [ 5¢ 3%
PE 0, AR NF 4 B % 5 /0 S Ak B30 951003 , ot i
ALURFIBA S B T 4N NF,NSPC 36 HAy
ZReE, I HLAT LA 43k Sk i 8 50 /0 5 e I3 i 4% 4

(oligodendrocyte precursor cells, OPC) 521 Hidh NSPC
SRR ZETT R U Z M 22500 2 5 B4 A3 X
fl P 22 [l B A 5 v, T NSPC 234 4 OPC I 22 3k — 25
I3 G G B 240 S I B A , [] Pt BE 4% 0 B 1
RN EAY N ST NSPC IR I 1 4 0
T AD WA Y R E L. HAl, NSPC 547 AD 1)
D C IS T 2 NSHRA R o
2.1 #HET/IAHAMRBEIT AD FHREE) NG
NSPC % Fih97 AD BA BT AN AT . HATE
TS SRR ZE AD 5 B AR FEALE] , AT P
fii NSPC BT AD [fS7550. AD 4R ) fu 45 e ik PR A
RUFNARFLHE IR RY i 2 6 45 th sh W IR g A sl 24
1k APP \PS I/ ey Tau 878 YARETY, 5 25 60435 ik P
BT RER AN AR Tau s 25 PR 15 R DL K 52
BRI S DRI L %M oA 3 5 285 2 3R A5 AR
B TWEFE NSPC XF AD (520 (£ 2) o Bk R AR Y
DN TR AD A48 PR A AR | T 1 5 7 R A
(ORI TR T AD 53 R 20t Kl ) v S
THRAERBAL AT 5 A28 AD AN L LR L, PR
ZHARTE NSPC X AD S20 (1 SLIR AR 23 T 46 3L [ AD
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Fig.2 Mechanism of NSPC transplantation in the treatment of AD
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MWM) F1 57 97 14 35 311 1 3% ( novel object recognition,
NOR) AJ F T PEAL AD Sl 8E R 11 ) RE W05 15 00 , 1 5
UL AR X 38 Ry U B A DI, TG 38 TR — el A A
NSPC BAH J5 ¥ R B TICAL F2 2] fig I el st S5 25
(3 2). 10, Blurton-Jones 25 % B £ APP/PS1/
Tau3 x Tg /)N AL 1 ES A1 1 NSPCs 1] L /b il 2250 %
o G b 5 fh %% B2, 2 55 ki N BDNF 7K F-, Xuan
SO0 W A K BRI R 4y B NSPCs B 31254
Y5 AD R ER AR b , WEE 33X 2 K B RE % 7 A B 1Y)
JEBE RE P22 T, i3 25 R) 2 2 FCACRE ) o i BETE
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140303 STt F 3% B4 T g I R R R RS M 1Y
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(neprilysin, NEP) | B& i 4> J@ 85 (B AR 5 R il , v]
BEA B T5 IR AR BR Tau™ “™ 0 SR, i T R A FREE
BRI T AR B Tau [ 7= A FIZE A2, R I ok 295 1 2
FRABA B . (A, B A NSPCs o] il
1o 22 Fob A 2 S 7 S8 S S I 38 A S el
BB GBEZ I E RS (B 2) LIV, T AL
(UG AB BX Tau, Hy T HiL 2 1 304 208, R IA
S B Ot R A PR A . oAb, AR B Tau 7K fy 8
AR ILALE AN ) S 3 r 252 B0 R (] B 95 S ] g 5 4
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2 L AL I 5 A XS e FF ] A 1 0 5 fh A= K %
INHIRE I S , T O B NSPC 4759 A ML IR A,
SN A [ 28760 s ok U5 B NSPC ] i H A R 7] (9 14 75
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A, AT E FELE R B2 R

UTAER B R ER 73 W 5T RO T NSPC A2 A 114 2 Y
ROR(F22) 08T AD S —Fi K BB , 18 T e
BWVSWGAFTE 8 ~ 12 457 [R5 I A NSPC B 4 )
KL PR RO RO E 2 (H13 T E 2, Marsh
SRS TR G NSPCs B M A SxFAD /) U 1Y
KHIROR, 25 1 4 N8, NSPC e fisi b R RE AT &K
A, INHIRE 3 \BDNF 7K - 55 fiph % B8 A B0AT W 5 42
o P, BIFFEN SUHEDIAS [F) 26 U200 &% 1) NSPC AT g
SN AD BRYTRCR  IMEDFFY C SEI2IR A A R LA
SR 58 BR 85 vh 7 A 1) A0 R A A B Y [ A 22
S W Zhang 55T BTSSR SRR T AR,
WFFEN A AR R 4 SxFAD /)y BB B FFE A S ] i 5
¥% 41 i ( peripheral blood mononuclear cells, PBMNCs ) 3
JRE9 NSPCYRYT AD B9 ) LU S R IIROCR 5% ek, &
L PBMNC-NSPCs 82 734k A (KW A7 /) 220091 5
18 A G 4, B 2N R RN S 1iE T2 1 Tl 2
2% INHRE S o, O HAR W B R A Wy ad 2 AR R
IR DX 3 S o7 4 M 7% , 1 L IE ] T PBMINC-NSPCs
KM Ze . X Marsh SR RRBTFEEE R, BFFEA
GURTREEE 174 119 /)5 B B0 200 Jeo 5 67 A 25 40, AH AT
Z I AR [ 200 AR 0 (1 S H ) B AEIR YT 3xTg-AD

RIS | BB TSI R e K, S350 T 4y
BRI P, XELWFITHR A T NSPC AR 2650 DL K F
TRIT AD [ KIS T 22 A S5 Rt
B4, A T 8458 NSPC )57 3%, Huang 267 % L E 47 5%
IR 2 i ARG E 3k NEP, [R5 8 7 —Fh B 258/
253 5P A 700 LA SE AR AD SRR SE YR K
J A iE NSPC #1250/, 55 H i ad % )y 5X
HAIEIT APPswe/PSIAEY #53EFH AD /N, WK1 (6
A ) F R DL RE A2 2] B o X B2 L IAE
BT A\ NSPC REf% < 1A 2 2l AD bR i ol 472k
UEAh, FEfc Bt 1) 45 T 36 97 % T 3R A e iR T O &
KB, BN, Kim % NSPCs /A1 %) 12 4~ H
1S A~ H I Tg2576 /N H A5 R KB, 12 A H
FETAJN T RE AN 2805 FILRRAE 7 T AR ERCAS T 8 35 ok 3%
15 A AN D BE RS AN AR /K F- 5 T A B
Mg X —45 R R, FEI0 10 e SR B S
AT THURYT, AT RE S R RIS AT RO . X — &
USRI T X T 0 3R AT PR TR T B AL 3 R Y T
Yo ZE LTk, NSPC BAHIATT AD 3l 58 0 1) 52 5 45
RMEIE I T E RGBT, RT3
HRATHES NSPC 2! R K 5 i HLAE B 245 %, I
PRI FHBIF 5% W0 201 25 i3k 6 DR 28 X6 78 5o

%2 NSPC BT AD Mz LKW
Table 2 Animal experiments of NSPC transplantation therapy for AD

AL
p E
LTI 1S TR ot 2 1S S T S S PR HOR (Apor
m»JIIJE Tau) )‘Cﬁk
TEST6  ONSPCs  2.5x10' LU TGS R MVM  HEPRHENG R B NRARE  Yes  [75]
AR A LA B
WNSPGs  1x10°  WEDE RHIS MR MWM AR BRI, Yes  [76)
BRI B
APP/PS1/Tau  hCNS-SCs  2x10° WA FoAH 4 FUFHEAT MWM RIS I, s )2 ge i Noo [57]
3 xTg MR 1 NOR LR S8, 0 5 52
i
WNSPCs  1x10°  WEOE RS4RI MWM  BDNF b SEAOH S IENE BB No  [55)
3T T I A
WPS-NSPCs 5 x10°  WETRE BSHE2 ARHER BMA LI, (2SR MBS Yes (77
AD KIRHEEAE 045 B 25 1 0B
i
WNSPCs  2x10°  WETME SIS BURAER MWM NS EMATECAIOE R No (58]
IO, 06 A T L 2 %
SRiCi
APPswe/PSI mNSPCs  2x10°  WGTAUULIN BSHES AT MWM SR IRERS, SO MOR A, B0 Yes (8]
QB9 1L FoHi NSPC 77 5 4 AT AR




2024, 44(7) iy A A AT AR R T PR 2R B 1T A BARS PR 63

(5232)
) paiy
o B : o i PRI
DB AT IR RN e (ABor 2
m»IIJE Tau) )‘C#‘Ik

hNSPCs 1 x10° W BM3IAAMANAE B AR MR MR MR RAE; B Yes  [6]
SR AT MWM I NOR PRI 22 4 2 5 A I o) 4 A 5
fih ek s B AN E T
mNSPCs 1x10° Bk B LAHMOAAE FNEGE AR WHER AR M ZER Yes  [74]

#H1T MWM e EIRAC R
hNSPCs 1.8 x10° EREIGD4: A4 JHM 16 G40 B mmzsmlLic iz ofe, i A L Yes  [69]
#E4T MWM Fl NOR 2 HA a1 hE
mNSPCs 5 x 105 ~ HEAZTEN Fott 10 FEUEAT MWM K/ RACIZ A B G (R BEPIE Y Noo [59]
1 x10° T2 0 N5 o T 9
mNSPCs ~ 2.5x10° ~ (K FAE 5 JAR 10 JA 5 oF  BERRLRA R A R NI Noo [51])
5 x10° 17 MWM i
mNSPCs 5 x 105 ~ ik FoHE 10 JHJS AT MWM S35 E s /N BOA B [E, 0i2 AB BT Yes 78]
1 x10° B W S RE B 5
mNSPCs 1 x 109 ik oA 8 JE G HEAT MWM  MERRSE AR (I 3R08, R B /MNRZS Noo [60]
&) 2% > 42 U aE
mNSPCs 5 x10° ~ HEAETVN A 8 JH G T MWM s as Al ) A2 o Bk, AR KPR No  [46]
1 x10° P B TR

mNSPCs 4 000 Bjfk 1§k Ad 4 )G 4T MWM PE S O IR R A B, B Yes  [79]
i BDNF ) piy I 4 240 0 25 dak

mNSPCs 5 x10° ~ Wi BAE 3 AT MWM BRI RERE A s i RAEE/R B, B0 No [61]

1 x10° R I 4 T e

hNSPCs 1 x10° M= Bh4 FUEHEAT MWM 3% AR MO BUER, MR & R 3R Yes  [7]
PRIV A 28 A 5 it o A 4 A ¢
fil K 5 Bt eI I RE

NSE/APPsw ~ hNSPCs 5% 10° M FA 6 AR 12 A #F ] Tau SR A ABERRIL AR MU= AHL Yes  [48]

Tg /MR, T MWM YUIBET, 3802 fk 2 3, i 2 )i
il
5XFAD /Ml hCNS-SCs 1x10° WU A4 A AJEE T MWM  SRAEMCE INFIRE /1, %t AB Ml BDNF /K No  [62]
I NAYM SEVAT AR AR, T T 5 i 2 VAT B
PBMNC- 1x10° RS HE B S ~6 A EHE T WIRE M E, WA AR,  Yes [70]
NSPCs e [a] NAYM #l BMA BDNF /K4, et A RE

ICR /M, hNSPCs 2x10°  KINEJZ BAE 4 RUGHEAT MWM 52l o] GCIZOhRE, Mei- = ke No [63]
B/NASARISIRE , M R4
SAMP8 /I mNSPCs 5x10° B B LS dJEHEFT MWM AR SRR T 5 NSPC #9447 No [64]
BRI B AL P 1K At 52
AN S, TS /N B A I BE )

mNSPCs 1 x10° MOk BRI 1S d EHET MWM 25JRE ) R, 25K mRNA fIZE No  [65]
FUBUKF R AR RS A ARG AIRE )
Tg-Tau /M. mNSPCs 2x10° HEAZTE FotE 4 /S #EAT MWM /b Tau (19 58 AR /NRAELHIICIZAE Yes  [80]
B 5 B, LRI RE NN A

AF64A hNSPCs 1 x10° NA 4~5 M8 ~9 Mgt P AD KEMAIPE 2= Fiid No [66]
cholinotoxin T MWM T2 HERE B I RE
A PN

PSEPN
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AR
o L mEmE o . PRI
PR g ot AEDR Dy REE R I 7y = LES (AB or X
B Sk
Tau)
Ibotenic acid mESC-NSPCs 2 x10° MR B 4 J8 )5 217 MWM  EfCEpa 1T o B s, B B A % No [67]
153 nbM A 7S (BRI S 55 Exis
PR
AB 55  mESC-NSPCs 1 x10° EAZTEN oA 4 A 16 JA J5 3 SCEINATIREFNICIZ T RE A NA  [81]
R 1T MWM
NSPCs 1 x10° WIS 4 FEH#E1T MWM ik NSPC (s oy ik, B2 ) f1 - NA - [82]
RVAT W)
NSPCs 5x10° 1k 4 Ji )5 34T MWM W EUGEE ) JACIZTRe AT Yes  [83]
FIWRE
Okadaic acid ~ rNSPCs 2x10° S REE B30 dJEH T MWM  BRAESHTIRINAIGE ) A ST FCIZRE ) NA [84]
7 IOE LG FUEZPH A Fres
KR
192 IgG- NSPCs 2.5 x10°  WE{RM 4 JH5#1T MWM UGS AD KERAY2AI Midieyifg;  NA [85]
saporin {7543 HE I ki 0705 I A REL B R A 220G, i ik 1
RETE PN 5 fih

BMA : B RS B P0G s NAYM BT Y REERLIN s NA L R4 K 5 nbM : A JE TR FE IR A 5 TNSPCs - K UM 28 T/ A 41 S s mNSPCs - /N Bl 28 T/
HLZMNE ; hNSPCs : A28 1/ A0 L s hRCNS-SCs N H R i 22 3 58+ 4 g 5 miPS-NSPCs - /N il % 3 22 B 1 200 M Ok 5 74y ot 22~/ L 200 Jfd s PBMNC-
NSPCs: A\SMA i A% 40 -1 22/ FL AN ; mESC-NPC . /)y RO T4 M2 i 22 1/ A 40 Mg

BMA ; Barnes maze assessment; NAYM: Novel arm Y-Maze; NA: Not available; nbM: Nucleus basalis of Meynert; rNSPCs: Rat neural stem/

progenitor cell; mNSPCs: Mouse neural stem/progenitor cells; hNSPCs: Human neural stem/progenitor cells; hCNS-SCs: Human central nervous

system stem cells; miPS-NSPCs: Mouse induced pluripotent stem cell-derived neural stem/progenitor cells; PBMNC-NSPCs: Peripheral blood

mononuclear cells-neural stem/progenitor cells; mESC-NSPCs: Mouse embryonic stem cell-derived neural stem/progenitor cells

2.2 #MET/HABMBIERTT AD WIEAARi#tRE
HHT NSPC Il RIGTT AD () — M e, & Je A AAE
PG i JLIR Al bR B NSPC, 28 3: 8 57 4
RGP IR, AT RN AR 09/ BURER S, FEXF AD
BTGB AR I RIS (B 3) o TRYT AD il IR
I ATE I AR IR W A ek (R 3) o BT
AR PR A B A A A B2 = S50 1 9 30 A O i
PR B rp O B LU 1095 ( ChiCTR2000028744 ) Al
BEHLBUE BFSE (ChiCTR2000039011) , B r.LBEHLAUE
L5 ( ChiCTR2000028744 ) K PF il A #t 28 T 40 f
(ANGE004 ) [y PRI &tk . ik m s h =4, 5
ZHHT 10 24 SR A, B 5 52 AR v B ) S T A
hNSPCs 252}, 1M 75— 400 H 52 L R 258, E AR
AR AR A R 20 B2 i FEHLNUE
5% ( ChiCTR2000039011 ) Y5435 36 4 H 3, T-AL &
%A hNSPCs 25 252 PERA 0 . #2 H T, X W
Tl R AT A T B IR A . (EAR T R, Sk
AR TR R XS 1 — R 25 25 07 15, B8 ve R4 A PE

% 07 YR TS SR 1 SR AN AR S HoAt R B
AW F I, 2 B A NSPCs &, 1X Se 21 il fig % 11 7
BEA/IN U 1) 224 DX, RE A7 il P9 201 o i 280
AR AN . XA iRYT I A TS0 AD
ANERAG A B AR A A T RS, B ) R Y SE 00 2 4
P, T2 ks AD N AIAHIZARE o 20 R IR ik
BEUEWTIZTT ¥k I A Sk 45 22 2k, Wi 5 i A B A
Wi PR L3 9 I 08 0 g ) — o 22 2 200 2 3 35 7
Ho BEAh, 1IN B B K 2 Wt s B Be 19 I IR BIF 5%
( ChiCTR-ONC-17014171) E1E % £ H & NSPCs #4524 1)
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Pluripotent Stem Cells for the Treatment of Retinal Degenerative Diseases :

Current Situation and Challenges from Bench to Bedside
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Abstract Alzheimer’s disease (AD) is a neurodegenerative disease that causes progressive impairment of

cognition and memory, affecting more than 50 million people worldwide and placing an increasing burden on

society. The pathology of AD is characterized by a complex set of features, including deposition of B-amyloid and
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hyperphosphorylation of Tau proteins, as well as loss of synaptic connectivity. Neural stem/progenitor cells
(NSPC) are a specialized type of cells with the ability to self-renew and differentiate pluripotently into various
types of neurons and glial cells, and NSPC transplantation therapy has attracted much attention for its ability to
promote the restoration of synaptic connectivity and function to ameliorate the symptoms of AD. The article
highlights the current state of research on NSPC transplantation in animal models of AD, as well as recent
advances in clinical trials of stem cell therapy for AD. In addition, the review highlights the issues and challenges
facing NSPC transplantation. It will provide important guidance and insights for the development of innovative
therapeutic approaches and clinical practices to improve the quality of life of AD patients.

Key words Neural stem/progenitor cells  Puripotent stem cells  Alzheimer’ s disease (AD)  Cell
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