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Advances in stem cells treatment of androgenetic alopecia
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Abstract Androgenetic alopecia (AGA) is the most prominent type of progressive hair loss in humans. At pres-
ent, medication is the main treatment for AGA, however, drug therapy has significant side-effects. Stem cells pro-
vide a new strategy for the treatment of AGA, because of their role in tissue repair and maintenance of microenvi-
ronmental homeostasis. This paper reviews the pathogenesis of AGA, discusses the defects of traditional drug
therapy,and discusses the research progress of stem cells and stem cell derivatives in the treatment of AGA, in or-
der to provide a comprehensive review of the prospects of stem cell therapy for AGA.
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A K B4 5 A AN AN R S8 8 By S 0L, B 6 B O ) A
FRAE 2 O . NI EZR R R
Ko

FLRT, AGA 1) —ZIRY7 I ik N R TR A OK
b 2 R IET i AR R, 2% T 3 4 o 24 ) — M 2L
KAV, DT 18024 Wy i 52 e A A 5 0F B
TEFFLS R BRI R o B A B A
BT T AT TTRE T8 0 IR AR A D 2 A 52
WRIT PG 0 ) B B FE IR  A X T K
bk b B 2 P AR R B BRI . Rk, A ST
AGA 73 F-HIL A LAt T 3 28 A T 40 b T 40 i
FPEMEIRTT AGA AR FANAILAE] , LU = & A
S8 AGA WIRITITIE , I PRk T4 MLIG )T AGA

A B

ET <

B

\

Bl BRI (A) FUAS TR 1 T B AE (B)™

Sk R PR 2k B M R R A Sk TR A T
BRI AGA BRI R . Zd B2 22 th T
11 Y 500 38 Ji it P 9808 2 S e JICHY o X il 32 A7
TET R IR, AT LUK SEER e A6 O S R
AR ELA T SR B S S (dihydrotesterone,
DHT) . SHCERk KA TR, Sk TSk f 19 B e 358
T2 1B Sou 3 J5G , B 70 3R TR U
XAE SOk TR % 19 A K 46 S, 1B AT BRIk
WE A, i B N R

il 5% 2¢ B Wnt/B-catenin \ TGF-B . BMP %5 {5 5
T % DL N Z2 Rl A0 R AR B P A B R AR
KA FE AGA J o 72 v i S0 5453 [ 25 2 %]
s (18 2)1M S fF9E & B, Wnt/B-catenin {5 5 i
6 A4 TP TR DHT S 25000 i & vh BoAT B SR T L £

It RS AL HR PRI
1 AGARIEJRHLE

S R B IR R . — B A AR S A
B9y 3R, RPN B R . AR
HE R 7 ST AR Y B T LA AR T A
JE (T 1-A) X 26T 2 ELA AR E 3SR 4
P, A5 7 Dy et P TROR 40 O B 4 R i 1) b
S 2 B # RO AU R ko) T % ) 28 B 4 KL T
BT, TR SN B A B AR . A
B HA ML R R R ], B R W 3 A B B
Ji, Bl (a) 3B A7 ——3B AL B B (b) AR 1k 30—
IEIIAN (o) A R ——B R E R B (B 1-B) .

2T BRI
EF ‘[ LB /
/

5 Wnts BC AR 9800 B HASHUEE H By 5= 5 m Rk
Wnt/B-catenin i % 14 4= B 57 Dickkopf A 5¢ 8
F1 1(DKK1)7E i & X #6351, DKK1 i) Ri5 5
T R M M B S e R AR R B Y I 2 ik D
FHIE, DHT b 38 2L 3k 41 A, 3800 7 3% 40 Ma v
DKK1 % 335 , I 5 B 28 AR 58 1 4 f 4
T2 B AGA B R IE I B FL kL A0 5 £ TP ik
YA G 57 A R IR T AGA SR 1) B 3Lk 40
JL T Wnt3a 9235 B b BEAIG , 2LB5 35 5 30 1 #A oL
T AN ) 38 5, e A R BCE R RREIE H AR K
AN B S B6 FE B, DHT A FEAY B FL L 40 Y -
TH BB B T AR i . XS g IR R
W1, DHT Xt =& 3L 3k 4 A (%) =5 22 s il 17 B4 rh
Wnt/B-catenin 553 B 1145, SO0 T B & 4
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KABRI A HACHEAE" . A, BT iE R
W] Wnt/B -catenin Xf & & A= 4 A IR ¥ B 1 22 My
Wit BLAA-SZ RS, B3k 40 i AR S8 7T LA
FLA% S PE LSS G B-catenin, DT 1) B L 3k 4A
Jifl T B -catenin [ 15 7 & T DL ST Ui I 3 A
Fik,

HIE A KA H (bone morphogenetic protein,
BMP)J& T4k 4 A+ (transforming growth factor,
TGF) R —Fh i, EEZ 5B TN
A oAt A . BMP FCATE b 5 4 5E 1 52 A4 H
VEFH % #5203 1k o WF 5 & 3 BMIP 114 45 Bt 771
Noggin 15 BMP £ [ 52 /R 52 P45 4, nl 4 17 B4
T4 3458 5 534k o Noggin Hi 8] 78 5t 4 Jfd 431
Rk, TiE SRR B RIE S KA. Noggin
T VEAE B4 AR KM B W g n , T i 1 9108055 , R W
Noggin # ik Fifi £ & A= K AR fL i A2 4617, BF5E
R AT A B Rk A P i N TE S K
#: #8 H -2 (bone morphogenetic protein-2, BMP2) #l1
NB e % H 5 H -4 (bone morphogenetic protein-
4,BMP4) , 7 8T 7L 3k 4l A BE Bl 35S M it A fiE

Wt

Frizzled

LRP

VBRI A F5E K 3 DHT #
PR A TCF-B2 1A B, A 1 I Bz 41 it 7
T2, FECERARIET ERRANL™ . Fitk, &
FHE ] Wnt/B-catenin . BMP  TGF-B Z5{5 Sl FR 0 &
TSI TT AT TR YT B AR ARA W A
éﬁﬂ@.?ﬂ’]ﬁ?’if%ﬁiﬁ*@%%%f’ﬁ
FH, 0 i 45 9 B2 A2 S P F (vascular endothelial
growth factor VEGF ) | il £F 4 4 Jifd A= K [H - (fibro-
blast growth factor, FGF) | Ifil. /]y He fi7 A A= & A 7
(platelet derived growth factor, PDGF) %5, {K 4piff
W%%Eﬁ 40 L I A R R KR AR S
XS SR T M DA G o B IR AT LR
PE T e A A I T 4 S BT i A8 TRk, 38 hn B LSk 4
RS IR S iU p NN NP 1B SV a2 55 SN )7 NS
UESE 1E AGA S5 3k B b VEGF 19363k 52 B, At
BRAREIE T AR K HUR HTIRY7 A
AGA W B PER L PR B & A K 5 -y sk B
AL AE AR DG o BRI, 40 R0 6 2 AR Y T 4 A
FHER T BLEOE B R AR K WAE S 40, il d i
WA I E IR K 7 SRR eI BRI K

Alt \®w

Erk

EGFR

] LEF/TCF
FGFR
o) —"
R
shh D
SMO

——
I— DKK-1

DHT

BRHIFAAM IER

Testosterone\

B2 MR B R AR S R

Wnt: JCH/AE N HE 1 ; Frizzled : 3 24K ; LRP AR B E IR E 4 5 R-spondin: HFHBHENA ; DKK-1: chkkopf*ﬁﬂéﬁﬁl DHT: — & 52 ; S
reductase : 5o 30 J5Lfiff ; Testosterone : S2i ; Akt : &5 IR B 3 Erk < 2 i 415 5 14t ; Gsk3B: B A -3 B-catenin: B-ZEHE H ; LEF/TCF . I
B3R 45 6 PR T/ e B 75 Gl - G KR BE A 81 15 Smads :smad ZKEE 3 TOF-B: #e (LA K RT3 BMP: B A R AR s EGFR - K B A2
KA T2 BECF: Ff AR K 1 s FOFR : i 4R A AL R T 32 K FOT LT 4E A A8 < 1 s shh: B T B 2K 14 s SMO : 3 Z 44 (— 2 fi2

S 5 MDD
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2 AGABIZEYETT
HRT, 95 2 8 24 5 B H R (FDA) L ERY

e PR L FH T35 9 MR 04 2590 S A I e R oK 34
W 7R AR H RTA — Se H Al 259 50T A B R A e

HBRERMEMGED.
T WITHERCR IS 177 vk BN

BT Bl il AIFE
KR I 3 ek R 9 2 B
TR e SR BERHIGIN DD AERER DI
FE SR BEMHIGN  PEDDAERER
e HEMCRSZ AR Bt A 2235
FEREE /MRS AR TR i

CRS

TFABM SR BEA B ER

R T iz 2 1T 7Y 5o A8 Ji A4 99 40 50, 3 2ok A
AR LT A0k B A B DHT ¥ 5, M2 B & AR K
TR o H /R U AT 95K 145 15 5 VEGF =ik, Ak
VT 388 o i 3 A RO B R S 1 3 SR AL o7 DA A
B AR SR, AR S IR AR L)
ABEMER BN E L AEK I AR ERre A e 4k
RELRARK; —HEABE 6 H , B A HAME
FEede s [RIRE R /R A b 2003 22 Y 1 4R LA L
Jr e WAL, WO 2 B A 25y A Ak i ek o T
WL, X P AD 25 I FEIR YT AGA Hh s B HoA i
AR I o SR A8 FH A TOI e e K s b R 25
R TE 2 AN BN, AR IR A i 2 5 3055 1k ke
SR ReRE B G LT CEAKE MM
127! TR M IR B S SOz Ak B R B e
KA BAE

3 TLHBEIT AGA RALH

1868 4F , 15 [E] 3% 24 H= Wy 2% X Ernst Haeckel B
b R i ) IR G P S i B S WS N S B o T 1 g
T RE B AN, X SE A i REAZ 53 A o 2 ARG AR
2 EH 2 W S R P AR Y BR A . AR R R IR Y AN
[F) , PR T 240 53 A R S T 200 B AR s A T A L, i
BT X SEA M AR T GE AR O ATk . HAT,
FH T 200 7 ¥ 00 1 4B R 43 S AT 4
€ 28 B0 U T 4t i X 22 Rhopd i 24 BLA W 3T
R IXSEAE ] —J7 AR T B A8 A N A2 46

P 9 4 L sl 20 2R, ) — 5 T E 3 55 43 W R 7, 4
VEGF . PDGF ., FGF ., % k. 4 & A F (transforming
growth factor, TGF) | ik & % #£ 4= & A F (insulin
like growth factor, IGF) | i 5 il — & 1k & & [
(inducible nitric oxide synthase,iNOS) | 140}/ 2R
6 (interleukin-6,1L-6) . F1 4 i/~ & 7 (interleukin-7,
IL-7) . A 44~ % 10 (interleukin- 10,1L-10)  #4fk
K 5% 14 2 (C-C motif chemokine ligand 2, CCL2) |
# Ak I F 2Z K 5 (C-C motif chemokine ligand 5,
CCL5) . ik I 7 3 & 9 (C-X-C motif chemokine
ligand 9, CXCL) %5 115 4B AT 41 g sl 1k &2 35 28 5 457
IR RS . B REIRKFTBTFRE RV, 40
LT LA S dok A 92 VA Y B 55 0 AR P AE 2 L
O NSRBI LA L BRTWA
22 i RS0 20 i S T 2 B A A s T R
ST AGA(F2).

R2 THMIATT IR R B e PRI 4

I PRI

FAnpAE NCTHS Wroikas
i 7 A 1) 78 5T 40 e NCT03388840 IV Hilfi &
B A0 2 B A NCT05296863 I I R
LI I A 4153 (SVF) NCT02865421 I Hilfi IR
TRIMAMN(BE T4 NCT01286649 TN IR

Jeal M) 725 T A 2k AF 45 3R 3k NCT03676400 I RRTHFST
G 105 T £ L B NCT02594046 I RATHIFSE

A0 LW g — M AT AT H A RRYT T
o AR HEAR U 7 A 7 RS2 AR IR
AT AR T 1Y 2 A PRI R PR AR DG Y 2L A
2=, BHTA 2058 & BLIR) g BT A DL T
AT E Y A TRYT AGA Bt itk R AR VER .
3.1 Fehia T fa e

Jig i & 5 % 18] 78 5T T 4 i (adipose-derived
stem cells, ADSCs) fA7E T 1 NS RRITH A, 1Y)
AT R LU A A BB, AT IR
2 L rp S IR 25 A 7 ) AL A 9K R D | i
HE [ 20 43 (stromal vascular fraction, SVF) | [i] 75 it
T4 B L B 7 ke R A T A L 2% A7) 4% 57 2 (adipose-
derived stem cells-conditioned medium, ADSC-CM )
FIZH M 2b 32 %1 (extracellular vesicles EV) %%, SVF
HA PR FNPUER R FEVE, I AGA R — & 1Y
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BITAE IR . ADSCs 7T L4y Wb 22 B A= W 1 43
+, 40 VEGF [ IGF | JH-4fi Jfl 4= 4 X - (hepatocyte
growth factor, HGF ) A1 il /M 477 42 A= K IR F- (plate-
let-derived growth factor, PDGF) . X84 K [H 1 A]
EERLTEE IV NITRE REEEE 2258 N UE 7 €708:- e
ATT6F 38 L4 R AR T, Sk AR VR 2 S B
FARIT RS B EEMER . IR ISR
TR W BIPE I 2 B2 R T, Sk K
AR F PRI A ADSCs TE 3 213k B i, BE A4 i
Sk BB IS oA, KRS AR Sk R B AF TG A0 O
Z W FE AW, AR A A 40 R R T
B 7 TR TR 2 R RS — TR Y R
BT, DA B e v S 4 I I 4 J ) e o+ 40 i O
TEARSPEE S AR R 7 o 54 18] 5 501 240 i 73 1
R 2 ST SR TR 22 BN TE ST 3 AGA i
93k Bz v, (A A 1Y B R I SO R AL
A AR . ADSCs T 435 22 Y 2 Rz 4 it
H: K HIF (epidermal growth factor, EGF) \VEGF 4§,
HAEAE B R A KR BOCAE T
3.2 Eilkmie

B 7Lk 40 M AL T 6 I AR 1) P 1M1 B A B B
LB T IEVE T AR . B L Sk A M AT ORI
BT UM, P8 B AR K R Bk A
TR IR B B MR 2R, R SRR 2
REEB G, 2= VAR AR S & ) 0 e 7% 2 40
MRz AE T Y @ RECR 2 AR R e 51
TR L PR e 3k, DA X B A A R A R
Wi o T AGA FEE I A X I I 2 S i Ji It 175 1
BETE, BT AT 2 5 MR Z AR
5 (9 DHT, 4 DHT SRR Z a5 &, BFL 401
ST — L 20 PR 410 ) 6 e A Rl i B A A
KW ZE AL . B ST 6 2L Sk 40 78 A 51 35
I ALK R £ B RIL a1, Li
LR R L S 20 M 43 W R A MR T LA T
(] 240 i 14 £ S A2 0, HCA i HFSC i, {2 it HFSC Y
HOFE W T HFSC P8 T, DT X 6 4 1 A 4k
FIEHAMEM . Osada 55458 1 = 4EBROE K R W42
ZERILRANM, K E BFL L AR FRE T O
REASTE N B IR 75 8 B9 42 o Lou 55 1L
EBIL LMY S PEIE R i BN TS 7

XG T 18t AGA FBH HATIRYT , B R L IR
JrE A B B R K
3.3 WA A R T e

A i8] 78 5+ 240 B (human umbilical cord
blood mesenchymal stem cells, hUCBMSCs ) IR T
B Az LR 5% A 2H L, DA A R K O A b ) 2 1S
F|“', hUCBMSCs BAAHEUEE /e 1™, ol H 1%
16 52 45405 20 2R ik 55 20 WA R 0 b AR R
MM . 5550 I8 J& hUCBMSCs & #E4E Y £
BEHLEN S AR T & B AT E AR T B FL 4
fo PRI AMIFSEIE BT, hUCBMSCs 1697 )5 8 i 3
15 BFL L 40 b i) Wnt/B-catenin il % , 25 01 B
Sk A0 M o3 WA A B R AR AR T AT T AR 1k
Wyl RS F W], hUCBMSCs 5 B 7Lk 41 i It
P EUIRY I = s el NS R e A =
(insulin like growth factor binding protein 1, IGFBP-
DA VEGF 35 b5 — TN % Jg 57 o I AfF
5%, FWIUE [ hUCBMSCs 1 45 75 55 37 563 AGA i
B AT R IR Y W BNAIT IR R B R
JE A AGH R RN AR, MSC 43 WA AT AL S
[Al ¥ (migration inhibitory factor, MIF) , if i ¥4 i
Wnt/B-catenin i #§ 6 5 B FL 3k AL 53 W VEGF, A
A Ek & A .
3.4 A AR T e e

N B 104 B AR JROIR P o, 3k A JROIR
Wy bR AR TGRS . o B AR T TR , 28 MR A1 4 5%
A AJE A5 18] 38 5T T A0 M A i A E) 5 BT T A
(human umbilical cord mesenchymal stem cells,
hUCMSCs) . hUCMSCs % i {47 4 g >fe 95 58 Jin 4]
A6y, B g% JEUVEAR A5 I R) A, ELAE BRAS I X A
AN RALMAGE . HEThUCMSCs B AN &
A i S A R ] R0 R 2 A Sy ] 3 S5 T 44 A
FFRAE SR E . Aljitawi 255V BF9E 260, hUCMSCs H
A KB IMSMNEZE 1S R AL BE T, 24 hUCMSCs 7£
i E B A B B 37 Ak vh B R I RT 7 AR CK19 BH A
YHME AN R LS . ARTRBU T 9Y & B, 38 i B2
N2 g hUCMSCs A0S AGA BEAY /)N Bl B 4
HEAAERH, AR T /N B B & A G R 7
RS, i3 hUCMSCs 5 DHT 4135 19 B 2%+ 40 i
FEREIR T ] A T T A O 1S AR, T e
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S T Wat/B-catenin {55 5 18 FE AL F -5 545 A
KABFEH R 5
3.5 HHRIRe T i

B bR A 230 T 40 i v HT 697 AGA, H T
AT TRy SCRRHIE H AR IR T 40 i v H TR
J7 AGA . BFFE R I, 76 sh W55 LAY 30 B N T 4 i
i 18] 78 5T 1 4f Bl (bone marrow mesenchymal stem
cells, BMMSCs) J& , 1] 3 ii% 5 4 M 11 0] 21 28 )
W, AR R R AE R BMMSCs B AR,
L ARAT i o 1 B 2 ) 2 A Al ok RO e, A
LY T fi% BMMSCs (942 )27 T RE LA LR T AGA
AOBIL ) A RE IV T 1Ife PR

4 BREERE

i e — o LAYR 7 5 , BRI A FDA
HLHE 0 25 AT iAo FE R A Bl A H R A I A
12y Rk o ARSCEES Tl I T 4nidrr ik, L
S I A N 1 S 4 R B T AR R O T A
Jii K fle B K AR, T HLBEA BRI, IR AT )
RN RS . AR TT AGA BUBL] 32 220
o 5553 WA FI 43 W6 A0 A - A A AT, T B
PR AR, NI B AR A K. BEE
AR BIIR AR, T AT A 5 il 2 1 (R 93
FFNIBAR) B R IR 7 22 PB4 20 9%, B
T A0 AT B ORI, 5 T A7 Rz a2
DU (IS HRTRE T 240 B L 1 20 B A 7= e (20
LA L it B AR K A S RS AR T 1 ) 38 T i PR
TR Bk = — B AR AL X R T BE TSR
4 He A, X ml RE L BR 1 1 40 iz T i PR AT 5T
ABE o X B0 Ik BOORAT AR PN W 2 1k
R B A A R 2 R A 3 7 S A T AR, 5
HH 2 SUR A S AT SRR . e, 75 2 5e ik H
FiT 20 iz FH T R F) Jas BRAME LA 2 B, 405 8
HUE s NDWIET sl 8o e 1] Uk A EERe oY Vs L AR L U E ey
R AR L , DT Sl A PR 1 A
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