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18] 7 BT 4hpEsS s M E R e T /R B R TR
BYIEARBIA 3 3R

LEEET BRFT O BEER T RN St GRS KRR 2R

(CTERFEEERBE, T 315211; > T KRB M R EERE, T 315040)

wmE [ AR 5% ik 3K 9% (Alzheimer’s disease, AD)Z & F L9 AP R RATH R KL —, PEME
EBHeyinlcfiasett ), AHZ LS FRERMAERIETADN A 25, RTRAR T @
Jie.(mesenchymal stem cells, MSCs)3 it ¢ A KB F. @B F. ZEF5 L9 EF RN IR
A K. FRB-IE 4% & (B-amyloid peptide, AB). 34N 22 & K VAR 37 4| 4m it B = SFAE A,
MSCs#9 5 236 AE AN A £ 3% J7 ADSRA BTIR 6916 RIT iR X —. %L H A &4 T ADE) L mAAH,
R IRAEMSCs P B A7 9 45 B At B, 432 T I AMSCstl 5 236 AF 76 77 AD# I RAT AT T, HA2
¥ R s R L6 7 ADIRBEA M 6915 &

XBEIR  BIURIRIGER; (700040, 55 200 5 7 AN I PR AT 72

Preclinical Research Progress of Paracrine Effect of

Mesenchymal Stem Cells in Treatment of Alzheimer’s Disease
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LU Chenghao', HOU Ruixia', ZHU Yabin'?*

('"Medical School of Ningbo University, Ningbo 315211, China,
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Abstract AD (Alzheimer’s disease), one of common neurodegenerative diseases, severely impairs the
memory and cognitive ability of patients. There are no effective drugs to cure AD, though researchers have ex-
plored for years. Paracrine growth factors, cytokines, chemokines and exosomes produced by MSCs (mesenchymal
stem cells) possess the capabilities of anti-inflammatory, AP (B-amyloid peptide) clearance, promotion of synaptic
remodeling, and antioxidant effects. They are considered to be one of the most promising clinical therapies for AD.
This article firstly summarizes the pathogenesis of AD, and then reviews the preclinical studies of paracrine effect
of MSC on the treatment of AD based on the characteristics and advantages of MSCs and exosomes. This review
will provide valuable information for clinical treatment of AD in future.
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BT 7R 7% 1 BR 975 (Alzheimer’s disease, AD)JR i FX
NEFRRIE, 2—FHZMARFZBHE RS
IBAT A, RIAFATHEALIZIBOR W\ R0 A 45
AT RAE R o (SR A R SRR TS ) R AR
1, Wit $120304F, 4ttt 527 50077 2 4R
&, BI20504F, BEH NBRBR1.312Y, X2 N
5 4 BRI E R A S R i) . IR BRI RS
NIl JE SR DL R 2555 25909097 AD, HIX L2549 O
WESE AT RHAD RS BA — 78 HTADK
T B B P, G PR R I ek B, S A A O Ak
TADH I, FiRix e L2591 CA R 2]
BITER

T4 2 — 2RI E B I RE I 208 e 4t
J, fEE BN, RES L Z P D Re 4 .
i [E] 78 51 T 41 g (mesenchymal stem cells, MSCs)E
B2 o tilee. IRGREEME. B ER. 4
W RIEFE HSFEZ NN FAE19914F,
CAPLANUYE B 2 24 4 £ V& TV 1 57 i 44 9 TR) 78
JoT T2 B, A R AT DL A3k s 2 4 R I 2 45
Az 5 HAEBE . AN HTERIRA, CA-
PLANCHE SR 1] 78 J51 41 i o 44 A 259015 5 40 e,
At A A S 2 20 B R R Y T AR B R E i 2
JL B 5% 43 WA A, A R ER A) 78 53 - 40 i 20 Wi i AR
PSRN = I S AP RN i1 NP R S OB s T/ D
5, BIFFEN D3 18] 78 5T 1 40 i B 55 93 Wb 1 70 3
PR, 22 H T8 97 M &R AT MR, WAD.
—Fhre B TS AEIA) 78 0T T 40 M B4 N, TR) 7o 5 T4
Jfl 2353 W 22 M AR IS E YD SO AEVE R, G (1) 7 i e
LE T MEEKETEMRE T REMREE
FRAEH, (RBERE R A, ()T 15 28 40 i ] 7 A4t
KA 7 1 RIE, KA R 51ER; 3)IHATAR
et g I 1) R 3K, DR/ ABTE SR AR SR AR ()T R R T
EEMPUE T E AR, MHARET. 5—F
72 M TH) 78 5T 20 B 3R A5 LA M A S AR R 1) 40 P o1 5
W, IR AN, X3RS 2830~100 nm,
X Gy i% MK B R, R A5 5 2 A 40 T AE BL R 7
AL INAD KR WL LA K # 8] 78 J52 T 40 i 55 43
WA Ty 1) A2 9 1 53 5 7 THT XS ADJE 0 ()7 AE V6 T AF
R Im R BTOEFAE— 23R .

1 ADHI&FRHLE
H At AD R RALBIAS 40 4, Bl — 2

SCHRFR T, AR AN [ B AN [B] RO B B, Hogw
FEWAT . B R K2 R 3 A4
Taut IS FERERRAL . BIEMIFEER B/ Rk D)
REfERG . M&Tofr e RIE 7, i E—— 4.
1.1 TauFE B EBER L

Tau’s [ 2 T A 28 85 [ (microtubule-associated
protein, MAP), 3 A7 T HX #2258 Gt 1) 48 Jf 2l 5%
o, S R EMER . Taul A& — MR IL = H,
1 N 4 i vp AF JBE JR Tau sk 8L & 1~3 mol ff) B iR,
M EADY A 40 B A, Tauss R 1 /K7 B IE &
N H3~40% . ADSE Ao B2 685 R 4K () Tau2s 72 41
A0S B R G DX 38 3 2k HoA 2 Hk, PR AR A
HIBEST. Taufk Fd R ALE, HEMEREAMLS
HRESINIE, RE TREME IR, MESHES
RAETIR, 51 50T . Tauds 2l FE R
Jii 22 B R T B 28 4 4 2 45 (neurofibrillary tangles,
NET)“,

5| 2 Taut H IS EERERR AL IR 25 W R 1A (1)
Jig 5 2 2 AR W1 (insulin receptor substrate 1, IRS1)]
T 2 R . BEIT R I, 5 IRS1-pSer616
52 6 UL RS FEAS R A% 2 58 HH 1) Tawdis 42 4l 25
HLRIRO, QFENAIEE TR T, NARGHM A )R 4
Pt 1% N K B (asparaginyl endopeptidase, AEP)#% ¥4 7%,
51 S Tau s F 7K, H000 500 AH OC 2 3 2 6 8 1 g
71, M ENFTI =40, (3) F1 3K & (mean ar-
terial pressure, MAP). GLODZIKZ® /& FH, 9 A i &
B, p-Taul 812 H40, Tip-Taul 813 i@ % & 5
BUG TICIZEE ST B AN i S AR AR o (4)m R
WiEFI0 % S I (telomerase reverse transcriptase, TERT).
SPILSBURY “5"Wiff 5% %t 7%, TERT HJ A & K figi ) O
IR, RE S SR T e I DR 47 T PP 2 T 2
T3 BEE Tauids T AR DRI, s bt BRI 771 A
BT WPHET R RAT R . (5)NIRTEAMPE
1% 2K H B (AMP-activated protein kinase, AMPK) &
—FhTaud i, PIRVEIAMPKRETS 1L T 2 M7 AT
(1) Taufih 2 14, 7] B8 & ADJi BE 27 ki Hh bl . 8 22 1)
Z5H0, (6)F# R & BB IEE-3B(glycogen synthase
kinase-3B, GSK-3pB)/2 5| A Tausk H 1 B2 R 1k 1) 5%
SRV . B AR AT R IR, AZORE R A 1) R U B A &
7= WJ(advanced glycationend products, AGEs)if i 7
T GSK-3B175 & K Bt ifg B Tau i 1 193 B B R AL 1.
(7)%E A BERR 2 A (protein phosphatase type 2A, PP2A)



1430

5k

e Rh 2 E R R AR R E IR . Tyr3078ERR AL AN
Leu309 1 B A6 R PP2AE M 1) 4 i 175 5 Tau i 11 1
IR, (8) N i M (endoplasmic reticulum, ER)fiE
R il & 1 S(selenoprotein S, SelS). RUELIZE!M
B, SelS 5 Taufi B AL KT 2 AH ¢, HY 95 Sel SR IA
A AYg /D ER NS 5 I Tau B FR 1L o
1.2 BEMEER

RO e v A I A R R OR, AD R IR TR
A REPE M APSE SRAR IR BE R 7K ST A e N 215130
509, AP H ZHAE Y R 0E PR AD IR AR &
VR FERTAR 2 [ (amyloid precursor protein, APP)¥JiE
Mg E ) R AR, APPE:BLA7 2R3 fifid 42, RIAE
TR B E R kAt . (EARTE M k1t APPYE K
o-73 WA 73 iR s APPo C-3iig Bk a-CTF(C83), 2 Ja
T Wlry-70 Wb I > fift LA PP P 25 4 3k (APP intracel-
lular domain, AICD)A1Z)3 kDaff] JC# £ # M £ ik Fr
BU(P3). FEVEMIRAET, APPZG R B-70 Wik Bl 70 ik F v
YR B sAPPBAI C-3ii Jr B B-CTF(C99), T Ji5 C99
T y-0 UA T 5> fiR L ATCD AN 25 P B ) ABJK,
T ABAOT il , ABA2TEAE H IR T, H Ap42
BRI R T AB40. ABIITE RS — L8 5 AR B PR 451] 1
HL2 R {155 K F -2(presenilin enhancer-2, Pen-2)
K. Pen-21) AL 225207 APPHYIEH U1 HI 1. 2,
Jig % [ E(apolipoprotein E, ApoE)t m intk B A5
LRI ABSE AR =B, AR 1T I P 5 5 A

sAPPa

P3  y-secretase a-secretase

- P

T R B B BRI B R, 2 5 M A 2 4 i 1
BE. S M A KORE. ABRE % IS Wnt/B-catenin{s
518 B FIGSK-3B, iX 2 FH WrB-catenin ] 2 B, 52
) 241 A 4 344 4, H I8 BE 8k 59 Wnt/B-catenin Y % 5
R A B-cateninich B B2 1, 41101 44 4 20 PR 189 0, 36 ok
B INFI )RR . MABSS & B TollFf 52 k4(Toll-
like receptor 4, TLR4)/CD145 &V}, 2R AEAZ 5%
[AF-xB(nuclear factor-kB, NF-kB)-5NF-«BHli il #& (4
(inhibitor of NF-«B, IkB)fft =, it N MIAZ IFJE 3
Ui (%) 28 1 e R (1) e 3%, SRR 98 PR IR T (1) 3R IK . AR
IR E NAD KR AR U6 TR 22, IX B PR N VE ¥
¥ 85 B (amyloid hypothesis) ' "8(J&]1).
“YERDFE R SR UL s 2 TN 142, I
B FH K ff BEADIT) R I HLER, (H UL 55K Bl & XFAD R
RN B TE, X — B8 2] 5E, VAR5 ADZ
(8] L IR B SG IRV IR AR E, W, (DAPFREE 5 # & 7T
. N RE T B2 BEARAHOG? BRI, K
WP AEE AR R A —E 2 FEOA M I RekEms". f
BETEH NI B i A E AP R I R, M,
AR ARSE IR, AR, RN A 4SS AT B
A TEFEYR, HEAIFEARER TR . 121X
R 0, ACHE [F) & A DTRR M B, AN & — e
WA T (2)Taudk Hid FERERR L 5 W 1R AB
PSP ARNE A A 7 0 2 A A G ?
BLOOMP! i of 8% B K AD /N BREAT HIF 7, 45 R R,

APP

SAPPB AB

<« <

SIS SSSSIRS
SESSSSSSssss

C83

835555515

Non-amyloid pathways i

B-secretase y-secretase
a a
> >

35588
§83553

C99

Amyloid pathways

AICD <

»  AICD

E1 APPREMETRE P RYAETEMHERIEM IR ZEGRIBESZ ST (18] 12250
Fig.1 Non-amyloid and amyloid pathways during APP degradation(modified from reference [18])
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IR VEABIK B 1 Tauid EBERR AL AU A A2, ABAH 24T
“firh 457, 1 Taudk 1 W2+ #, X 5 iEm it & E
PR VAT, {H 2, ADEE 2 FINFTHRIABHY H I
IR TE) A0 73 A1 DX 3G AH DG %, NFTH 2358 T ApJE
P P, NFTA & K AEADR B R R . iXFhEL 5
AJBE A R A B I8 i R FH 1 7 22k DR ADASE B /) BRI
ARG IE A FONT B, TR g e 5 DR G 145 3 ) A e AR
FUS TN BT R P% B899 (familial Alzheimer’s disease,
FAD)E #, I A g B UK 14 R JR % 165 BR i (spo-
radic Alzheimer’s disease, SAD) >,
1.3 ZRIATNRERERS

2 R R Ty e A A 22 IR AT MR IR OB R
AL BFFEN D27 BB 8 A 7 AR UL IE (1 AD
e N IE Y NI S A AL S G EZSp TS A LN DI
Ja R I, 518 R0 G AR B, ADFE & R 10 S A2 T
R 2R AR H IR sk /N FI R A 0 524 Bk A 45
1 5 ADIR HL N 3 Z [AAAAE 2R IR R (1) 2R ik
peo I O R R S N IR R RSP 1 S P2 v
D) RE RGN 2 SN B Ik B iy A OB
IZAT ATPIHFE. HHZEE74, 5l ET . (2)
2 Rk Ty i B A I 2 B A A 2 FR o(cytochrome ¢,
cyt ¢), H 5 8T8 F B 14 K- 1(apoptotic prote-
ase activating factor-1, Apaf-1)25 &, 1 & =R
IR AR B 1 /K i i -9 (cysteinyl aspartate protein-
ase-9, caspase-9)Hf 11 H T A 1k, # ¥ M caspase-9
S A T ) caspase, /1 FAHMIH T2 BERARRE K
cyt-cH i T+ Btk B2 41 fitd 3 -2(B-cell lymphoma-2,
Bel-2) Xk 1 53 BRAZ 0 B A 5 2ok A AP B 1R At
I AH BAE A R R R R TE . Bel- 2K ik 32 2
ANE— T EEMERTES. PUETEA
BA eyt c MERLAR HORE IR D R, e 4 ) 48
JH T, MR T R E I AE S (3) ML =2
P4 B H 2 (reactive oxygen species, ROS)] 3= E ok
IR, HERA T RE AT, ROSHE M, F3DNA. &
B AR S o S8 A AR BT, 3 2 45473 i A+ 22 G 1)
SERIFNTREDT . (4) 2L AR A S A B8 R A S 7 9 it
ATP, “{E NN I RE & 1) 2RI 1) Th e K&
ARG, 2 SN R R WIRERS, oM DL4E
FEDIREAN AT BEMEDST, R 2 (B ST R W, FEADH
RIS R, EE LR AD/N BRI R T e 2
e MANCZAKZEPIHE T8 K B, Lok ik AL i F 2l
7717 A A 8 1 1 (dynamin-related protein 1, Drp1)5

AD/)N R BERR A 1) Taukl BLAE H, 5 B 20RL A Al 2R
B2 A0, ARG T AR RE /R .
14 RMEF

FHZE ST A AD K P A% O B A 2000 B 2R ALE
WM, AD RS K 993 B 453 7 DX 30 ) LA i 2 4
L PR 7 BR A AR BRI N, X —ILR 5 A
ARTE AR A A SRS, ARTE 5 A4 I I TollFF 52 44
B B Ak 28 K 7= W) % A (receptors for advanced
glycation end production, RAGE) i 5 4 £ i Jii 41| Y
B R AN P 5, feflipp2e o T, X L8 fE 2 4n i
DRl 7 S ST R 0 A 2 1 I 4 i, 3 — 2 4 5
L TCHI R ko /N 5T 4 B O AL FEMILAIM2 9 R
Ao MARZS T /NI ot 24 JE REA e TECHT 28 DR 1 Wk
ANERE Fr, IR ZUE S, (B 0 /) B o7 4 i
2 MMBREH A AMURES, TIMUIRZS T #) /N B 5t
2 1 2 73 s KB R AP AL 4 ok R SR AE A - tumor
necrosis factor-o, TNF-a). 141 ffi /)% -1B(interleukin-
1B, IL-1B)~ ROS. [ 4 }fd /i Z-6(interleukin-6, IL-6)
8, IX g R GE M A R EE . (DA 5, B
fie & BBl 7, WiIL-6. TNF-a. IL-1p%E. Q)& 1k B 1
TEADH AT DL T /)5 J5 53 40 B 17 b 28 8 o X 3T A2,
58 R AR AE . (3) e R & T A2 2 i O T M R E
HIRBEA Y o, R = 5 2 R R & =R B K A
fiff-1(cysteinal aspartate specific proteinase-1, caspase-1)
I X8 5 DX APP/PSIVIN it T 155 -5 /) I Jo3 4 i AN i ¢
PEMI1EY [ i 22 OR 47 P M2 28 8 AR 1] 58 i J
o (4)HT 51 R 25 28 A #0 48 fR 37 ZD1(neuroprotectin
D1, NPD1). 3% & Ef(cyclooxygenase, COX)A& £ A4
VU IE & BT I SR I AR B S B . BT TR B,
FEMECOX- 13157 T LA % — 51 4% JL [K3x Tg-AD/)
BRIIANE T APULAURI Taust H BE R (LY. ZHAO
SEBUIIN, NPD1RE W T 1 B-70 s il LA K B0 o- 73 Wk
B & R 4 )8 S B 10(a disintegrin and metalloprote-
ase 10, ADAMI10)F1_EifsAPPa, #sAPPR4: i 1) 2L
MR AR AR AR v b i@ 42, AT 0 ) B A p
BPERIABA2I 7 A (5) W5 — A B & B (induc-
ible nitric oxide synthase, INOS) 2> i 3 =i £ FINO A=
B, PR ERE, SRR IR RSB TN, GIAD
LN R TEVE & FUNOS, I i EL g & BINOS Y
NEREAS, e ABZKT SEAIG, I Wi IR A Y Tau s H
AR /D, IR T iINOS S 4 RS MR 1A 2%
(6)FMA RGEBIHOE, 51 R BB, RV,
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T FEAE S L o

2 (A% T RS I FAD IS R AT S

X TAD, HHTIMSCsyT 2 2 /& 7 T-MSCsf
550 WMER, YRR sy EEASRE: (DEKKE T, 4
MIPE 7 A DR A5 55 03 WA TR 5 (2) BAARAMA 9 AR
RN A B . 2 A FE A AR A B I TR P O
B G RIE, H2Z R B 1)L 2 R,
MSCsR I R A s G 58 JR AR H B AT R AL T-MSCs
R fg. MSCsH 5% 7 WAE FH e 8 {1 1F i 40 51 98
BES A DR ARTE SRR R DA B /N B J5i 48
JRLFRD I 1, BT AL S KT e, o R )
R[] SRS AZ Dy g T T AAS [F] R YR FIMSCs Y
5557 WME R S T AD IR R AT FEAE— 4 .
2.1 BrEEIFER T4

i 5 18] 78 o -4 i (umbilical cord mesenchymal
stem cells, UC-MSCs)KJ5 T-#7 4= LT 4. W 5%
ORI, S WA 1 55 3 W DXL A MAARAE
PRZIBAT IR h BA (R 1A . IR ARTESR
PRPTRRAIT 2 PEH
2.1.1 UC-MSCsH1 % %3 B F ¥ 2 0 7Tk
52, UC-MSCs ] {2 8k #2822, 1Y il T b 8 R
LA EER G N NN M vy NG s 61 LT )
/i (human umbilical cord blood derived mesenchy-
mal stem cells, hUCB-MSCs) ] 43 ¥ IflL /MR Js o7
% -1(thrombospondin-1, TSP-1), 55 AB42i% 5 HI R
fulh Th RERRAT , 45 hUCB-MSCsff1 oMKk 5 AB424b 7
FR /) B S A 2 TSR B IR, RT E A k  EE
TEYI R A 25 (synaptophysin, SYP)FI S fiih J5 % & &
1 -95(post-synaptic density protein-95, PSD-95)[1]3&
ik, 1X Y F T ADSR BB AR I B AR T . PARK
S DU I, T 08 R 1) 78 5 T4 (umbilical
cord Wharton’s jelly-derived mesenchymal stem cells,
WIJ-MSCs)Hl hUCB-MSCs3t 15 754 v 43-Wh ) ios %
ATERAPRE T P A TR B MMAREK . BIGR
AJg T HALE KA T -B(transforming growth factor-f3,
TGF-B)E R R , 7E R PPE RGN 2 K
EEEMER . RNBTT T, CULS PILE 3| huC-
MSCs#AE G, Tg2576/)N b (i HP A7 A 2 0 1
i, hUC-MSCsIHF AR #E Tg2576/)N i 5 il 4
KA. BRIbZ 4k, hUCB-MSCsi A] 433 A K A0 A
“F-15(growth differentiation factor-15, GDF-15), {i¢ i#t

PSR BRI By P 2 AR R N S filiE 3l . GDF-15
JETGF-B R EH I — R, £—MMEERET, &
A VA ) P 8 T S I R SR, ST R ik B T e
A FHEY,

APTE TR PR UUAR 2 T2 i 40 F 4 22 47 B A 4 g
P A 22 2 4t 4 45 D0 3 1 . hUCB-MSCs5% 73 1
[IGDF-1514 B A 4 w1 /)5 i Jo3 48 i i AR B e
GDF-157] L3 i 117 TGF-BAZ 4 4 5 1 184 0 70 Fig i
1 HP R B 2R P A# B (insulin-degrading enzyme, IDE)
(1) 22 35 5K 35 BRAB. KIMZECTRN 41 & 41GDF-1500
AFIABAL L FBV24H L f5, 5577 5 1 AB/K - %
fiko BEAb, 7ESXFAD/IN BRI i 525t 133 S GDF-15)5,
ORI T APBEHLR D LA -

FHEE 985E R ADI R 2 —. WI-MSCsH] &K
TR, R R T PL R TFIHRIE, 5
BINE. XIEFEPR I, R H KT S WI-MSCsRE . 3%
B9t 48 40 M X 1 40 B/t #5-10(interleukin-10, IL-
10)[ 52, FHIME & 20 K FIL-1B8. TNF-aff] %A,
/D 9RE R LA BB

1 FI44 A FhUC-MSCs 77 () Bk i 22 — 1R
20 i BB A5 ST B8 B H AR ALY N AR IR — ) R,
HOURZEMH Ft N 53 SR 17 FR Sy B e B ) 200 o 3 3
(magnetic targeted cell delivery, MTCD)HIHi AR . &
ik i S5 FH 581 SR B 408 1 B O 1 SR A K SR b
1C IWI-MSCs A #E [a] AD K BRI 193 5 X, &
FEEH . hUC-MSCsZE R IFIRIT AR, B T i mEnt
H AR EBAL AR ) M, IR FE 3R R T A it tE. B
T DUBRAT T K724 G 1 (sirtuin 1, SIRTT)
(0 77, SIRT AT ¥ 15 % Fh S 4 f 3 5. W1
RIM BRI A BT Jemi At i iR, HEE ]
K5/ RMSCIR YT H B F 2 1 I B 4% 1197 20140
WANGZ: 0 [ 22 7 B2 FIhUC-MSCsBE & 1 H, 2
e LA A 28 40 B R T TNF-ouf 47 28 41 B 7110
FIALMIER

i TUCB-MSCsTE %t ADZ) #5147 1) 11 R
B FE s A NEPR I 25 3L, DR T A 4tk 4 55
ADHEE AT IR R IR K. 20154E, B IRAOL BESE
HEAD B H AT T — WAL A2 717 SFhUCB-MSCs
DG RREE . 72244 H BIBaE U5 A 8], %A B3t
P E A R FH . kAT WL, UCB-MSCsifi 77 AD
(VAT AT T R0 22 A, (HLIE 75 B HEAT ik — 2556 DA
TR
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2.1.2 UC-MSCs#4shikth BRI, UC-MSCs
(1) A A 22 e i 39 30 /N BRUAA S, R ABUTAR
HI B A JE, X NADIRITIRAL T k. WA
HESE, NUC-MSCs I 4MIAA RE 5 {12 32 A B i g ik 5
% [% fi# i (insulin degrading enzyme, IDE)F1[ixi B ik
i (neprilysin, NEP)1 70, J/DARSREE . Bribz 45,
UC-MSCs 1) &M s A 38 5 8% {2 12 Bt 2% 480 Jfd K §-IL-10
MITGF-BI K IE, #4448 M K 7 1L-1BFI TNF-a
(RIE, IRAR G EE 49T . DINGEEWINF 70 45 B AIE L,
/N BRIk E N UC-MSCs Y A WA 44 7] LA = 4 1
£ L R 1 43
2.2 EHHEE 7R T4

‘B B8 8] 78 51 T 41 Y (bone marrow mesenchymal
stem cells, BMSCs)& H A iff 7t LA K N e %2 ) —F
MSCs. fEADFIHIGIT 4, BMSCst AR 1 3% /1
AR
22.1 BMSCstyF 4 ukB-F  BMSCsh KIER /D
ABBEHL, F M T8 EH . NAALDIIK &84
i B i ik 7] APP/PS 1/ BR HR 73 54 106 BMSCs J& Wi
S FpE3-ABTE M FEBEH I B & kb . N T RALAD
TR 2 FEBMSCs I M g, B 78 N\ A TE RSB AT B4 T
2RI 25 FETRAL . ESMAEILZADEZ5 Ui ] il 42
Pk 0 A B A0 o1 71 — PP R R T 2 BR (dimethyyloxalyl-
glycine, DMOG) T4t #BMSCs, #& i 1 55 7 W EH .
DMOGH] PA £ & I %0 15 5 A 1~ 1(hypoxia inducible
factor-1, HIF-1)[1 3835, MM FEARZR KL eyt cfIRETK
I/ D BMSCsIJE T2, 338 5 3T 41 B 1R 97 VA 7E 4f
ZIRAT B I H TT 2L
222 BMSCs#yshustk AR —LEHE LIRS, A
BMSCs 75 125 tH 11 4 A4 AT 9% #h 22 95, /& ADI
AR A IEIT 7k NIZEHFIEAT BRE J5 33 5
BMSCsHI & sk, NI TiNOSHIZR Ik, 7544 A e it
M1 7 50 Jo 240 it T M2 3 R (1 2 A, 0k 12 ¢ 4 g
KT 1R IE, ZfRF IS KRE. 55 4h, BMSCsHI
HMIMATE L BRAE T B G, TR AE P v 5 203G 55 .
S A T Ak B T 35 I AD /S BROK R R FImiR-217K°F, A
M %9 JNF-kBI: 12 1) 28 4 K7 17K %, BH1EAD
/N K FHNF-kB p65 A% &y o, T AR % At P+
(TNF-ofIIL-1B)H) 3%, EIHAD/IN BT 4 41 i K]
TAL-10)RIE, Hi) 98 5E S 7,
2.3 BERAIEIFE R T4hAR

A W7 18] 78 J5i - 41 i (adipose-derived mesenchy-

mal stem cells, ADMSCs)E 77 5BMSCsHH 20l i1 4=
Y REE, T R AARIEEE . BME Y. 5T 59
HEAR . O IR RIE, ADMSCs J H AR A n] i
HEADEE [PIRAE o
2.3.1 ADMSCs#§% 4rikBEF  ADMSCsH] 7 ih i
Z A E TR TR T, HARE S TR L]
DAk A ADK BRASE L o (¥ TollFf 52 A TLR2FITLR4F
FEIE, M/ 5 40 B i tol IFE AZ A (TLR2.  TLR4)
ARG, R R AR AR T A, T
R 2R RE . AEDI I R K58, MSCs 2% 1 85 7%
£ (MSCs-conditioned medium, MSCs-CM) . #% H T
PR AR AT PRI L 25 i () 2 B AL E (83, ) L-F- AR
SRR N, MSCs-CMEIE N, 8 B %
4, AR BVE AT AR BT MSCsti 32 T-AD 3 11,
2.3.2 ADMSCs#gshittk  ADMSCsf4MA AT 1
il AD% 5= [R] /) BUASE R (1) 9 A D] -1 3 3 R o 2 4 i
T, FENGZER I, ADMSCs[f) #h b A ] LU
I HHINF-«BAE 5 38 2%~ A2 2 40 J R 1 1 R IA,
DRIP4 40 M e 52 90 R 7 45 3 - LEEAEPUBEST
.7~, ADMSCsI B A4 BE % T~ Y {2 4 - 2 H Bax
2215, FRPUIE T8 A Bel-21 23k, 2 ifi #0 i 40
MO T, B2 TR s R A EK . FI4h,
ADMSCsI/MBARLER D ABTTAR J7 T BRI H 5.3
(1) D3, ADMSCs ) 41 h A b BE ik () AD /) B3R i Y
T2, FLABA2IK T\ AB407KT-FIAB42/40 L. fi
FREAREY
2.4 EHABE)FE R 4R

MSCsIEF] WA il MRS H L4 453, A
[F] K YR FIMS CsTE AD I i R BT AIE 78 4% 1 AN TR
TEH.

M B R 43 B IIMSCs 4 FR S 247 i 1) 78 i
F4i I (postnatal human dental pulp stem cells, DP-
SCs), FECYR T il #2505, 2 19 48 R i i 4L 2R P T 44
5 HARSERIMSCs A bl A5 3E F T #h 22 R A7 P
Wi FERFFUAPZAIRAT VEBOW I 6 AR I &K I, DPSCs
PRI 55 43 WA R T R BLOR P 2 R i ph 2 e, AE A4
X ie-#24E £ B % (6-hydroxydopamine hydrobro-
mide, 6-OHDA)# £ 75 2% 15 T 10 S840 B2 51 RS ) 4i
MO TP, IR E W, X R4 B A R H TAD
(R 5T o

N A& MJE T 410 M (menstrual blood-derived
stromal cells, MenSCs) L B & WG HE R . 5 T3k
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e, HF HEAeE EMEE. ZHAO P MenSCs
SEARE [F) I VE S FIAPP/PS 1/ R . 2R 1 R BN IR 4y
Hr 2 W, MenSCsH M8 {2 3 42 =y 1 APP/PS1/) B K i
1 ABFE i BFIDEFINEPH /KT, 8> 1 AR, JF H.
W F2E 5 T APP/PS1/0N R 5 F1 Rz Jo (1) 18 1R {1 GSK -
3B(Ser9)7KF-, 1T | Tawid FE R AL, -

3 RESRE

o F 0 2B AT MR, H AT HIMSCsIT i 3 B
238 1 MSCs ) 55 4394 B - A J% LA S i A AR 2 1
S0 S TE I HE M T . MISCs B 43 36 1 5144 4 U %
55 43 WAVE FH TR 9 O TRk R, LA 7 26— 1
i, 2, X R R T 5, B AEMSCs 7
£ B A 7 VAR A, T e B R FOMS Cs
L RNTE EIIE RGARER, WT A MSCsHK 2
PR TR RINE P B e A 25 ) R AT R 75 B i
AR BT 25— — 2. FOUR, KB A1 2 (TMSCs
TEAE 10 FF R AR L A P R 52, R A 0k P
MSCs K] 15 5 1 55 5 BUHAE 1 P A B e 5 H 0% 7,
) I B B 2 RT3 SR 6 ) B, X 2 T
G 137 R

YA A A S — i 7 B I B 4 3
I7 S, Tt HLE 2 R AT VEBOR (04 9T R, A LA
B B R R 4% 5 43 W1, LB P S i LA
WEH . (DIPTSR A7, 7
FRF T MR V4 S5, A A7 26 A A 4 A7 37 AR £ PR
Poo QIR LLBAE S, T USRI T A SR
RImIRNASE /N5 B B 41 b s o, - 8 50 4L
frh, MR GUE S . (3)IMI A LA/, 58 5 i
S LR BRIE . ()5 AT RO S [ 2 R A T A
P SNBIES T RN, AEARZE B, A
TR TR R . RIb 2 A, HEEAE W R 251
[ M SO 4 31 AL 1 S8 T ABLAM MK 20
B AT T R, Ak B L5 R B
i, 2 i e 3 ) S A S A A R
A A B2 ) 4 bk 80 A i o A%V P, 9N\ R
3B oo 0 ) 2 L N BB A A0 1 R o 0 T
S i 30 B 51 a5 D o 90 2 R G
FE RT3 95 24 08 R 1 JOK B ) 2T L 2 059, Rk 3
B 7 MSCsSRIB /M e b 2 S T

BRI BT TR E £ R34, fH H A
St A A (I S0 AS S AR 55 3, IB AT AR 22 1) J S

TR, BN, (D)ANAR BT & R A s P ik A
PE SR L AR AN 25 (2)Un e i {45 77 T
Y= R KB RIANA A . IEH R IR T AN A &
Bl AN & LR B AT LU AT I B4 () ] 4 id
FE, W] GRAUEAS R R AN [ 37 BT 16 R A AR 1) — 2L
PEAIRSE P (4) SR T A 22 A PR 75 30— DHIE

N

ER X R AT KR SRR AT T, EAS
IS RE, MSCs55 70 /R I e R AT BIF T S A8 17
HXTADRAE AR IR ST AR o IR EEA ARIREK,
MSCsfg i FIE L N T IR IR, 1697 £ 216 @AD,
E AR,
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