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Recent advances in exosome-cell interactions within the bone
marrow microenvironment of acute myeloid leukemia*
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Abstract: As key mediators of intercellular communication, exosomes play a crucial regulatory role in the
pathogenesis of acute myeloid leukemia (AML) and the remodeling of the bone marrow microenvironment by
participating in multiple pathological processes, including tumor angiogenesis, immune evasion, chemotherapy
resistance, and functional reprogramming of stromal cells. The interactions mediated by exosomes between leukemia
cells and various cellular components within the bone marrow microenvironment form a highly complex
bidirectional regulatory network, profoundly influencing bone marrow microenvironment remodeling and immune
homeostasis, thereby collectively promoting or suppressing AML progression. Therefore, in-depth analysis of key
nodal molecules and signaling pathways within this interactive network will help clarify the pathogenesis of AML.
Furthermore, it lays a solid theoretical foundation for the development of exosome-based diagnostic markers, the
screening of therapeutic targets, and the formulation of combination intervention strategies, and points out a new
direction for translational research.
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Z P88 & 1 1% (acute myeloid leukemia, AML)

T AT N R R UL S R 2 Y . RV AT AR R
U ) f A if Ty BT — RS R (R S A

S A AN BRAEL, 5 4F B AR A7 R ALK 32% oAy, SR
55 245 ] 50 A7 2 Wi PR 36 97 B A% O R, AMIL Y
Gt Z RAE T H MR A EHER5
AT AT R BOR 8 22 IR 4l R B B BE O BEE T 3
R 009 40 A A7 0 A AL i A e R Y
F 24, fe 26 T BB MR B K 4 23 0 7Y
A1 A (Exosomes, EXOs ) A3 B BE A 58 5 M L%
20 J 1) 8 A ELAE L 2 A S 4E R AML i BE R
B B BT . AR SC R 788 i FR GE R BT AR S
R, DA T I 200 P 5 MISCs | JH Al 56 J5 448 At % 4 92 2
i 3 A ff BE , &R 40 AR EXOs A 3 T L9 41 i S5
i D A 5 200 L T) 9 AR B AR LR O 4R 1 A
W USSR T v A AN 1

1 EXOs:BMmMEEFSEFAEHEEE
R0k Ry ]

EXOs 2 th 40 i 73 WA 1 . BL4% 30 ~ 150 nm 1 2
it b 3% Y0 (extracellular vesicles, EVs) B —Ff . JL-F
JIT A 20 B 35 R 43 0 EXOs , HL 45 45 14 8 11 L A5 il
W Wi AZ 12 (messenger RNA, mRNA ) | microRNA | K 4%
AE 4% i RNA (long non—coding RNA, IncRNA ) | if Ji&
AW o A A0 R AR R 3 v R 1 AR
HP B GO 5 L B 18] 78 5T T 40 B ( mesenchymal
stem cells, MSCs ) . N B2 40 Jitd (endothelial cells, ECs) .
B 92 A L G Al B J5T 200 i K R A ik BT S A
8 A 5 AN AN 3 0 0 A i P A 8t ) S
SE AL R SRR I, 340 7R AR R 95 A A S T e h R
FEOCHEAE R, AT ZE 55 B RE AR AN T R W B e
HEFEH

W58 CAE S, EXOs A 5 1 F ML 20 i 55 B 4
TR 555 4 6 1R A AR ELAE 9 an AML-M, M S8 5
JEAR 9 139 40 A Sz HL-60 . U937 41 it 43 15 () EXOs
AT 308 2ok 2 328 A8 A R A A PR/ A PN B A A TR
% K (vascular endothelial growth factor/vascular
endothelial growth factor receptor, VEGF/VEGFR) [
mRNA J2 VEGF 8 H , 7 S5 A ik ECs BRE i, 12
P A B N AR T I 255 B S MSCs R R A S i
IN (mesenchymal stem cells—exosomes, MSC—EXOs ) ¥

7o 28 1K Y miR—124-5p L2 1L (1] 15 9 G 2 J AH OC B9
Yo o (R 55 09 e FE 1 4, 30 ) mRNA F&R (&
B A RN T KG—1a 40 i 38 56 fil 20 g S 401 45 i
T G139 4 78 20 i 0 1. 278 EXOs 4 5 1 i
o 5 B Gl S5 4 N 1) B9 R A I BL AR B
VER M A AML i 25 0 (3P 358 MR 04 98 7 2R B8 1T

2 Mm-S &I MG £ =80 E R
HE(ER

EXOs fE R 8N T, VRS 5 T 11 I 248 g
55 B R B 22 Bl A0 B D) ) A VR R 4% W
i 9gg I 4 AR B fo s kiR | A T 25 K B T 4N i T
[EE R i o
21 HBHhFHESMSCs ¥HBEEHR

B B SO BE P A MSCs 2 4 157 15 18 1 2 AE Y
BoO il , 2 5 S TR RE S
B8, A7 AML 19 & 28 R B R T7 it 25 v K 7 56
HEAEF . P 40 5 MSCs 22 18] it EXOs # 57
SIS 10 A LA FH 09 45, M ) 9 s - s A 40

AML & U5 19 b W & (acute myeloid leukemia—
exosomes , AML-EXOs ) 1E F T MSCs , 15 & MSCs £
TR ) A8 18] 32 RE 10 R Y 7 1) Ak i an
HL-60 4fl Jfd 73 W4 79 EXOs ¥ 1% MSCs [ JAK/STAT {55
53 POV Ras/ 4 L SMME 5 8 190G (5 S am
& E MSCs B4 A I M T, #F— iR R,
AML-EXOs 7= %2 3o H #5417 (19 D) 58 1 73 7 56 B
% FE MSCs, AML-M1 ., M2, M4 & & JF A 1 i %% 20
Jid & TF-1 | Kasumi-1 4 Jfd 539 19 EXOs H1 &% 4 miR-
7977, AT KG AfE O 1) 22 SR MO MR RE 45 S R 1, B IR
MSCs 1Y 3 1Ml 3 5 D3 AE™ 5 AML F8 25 >k U 4 /) 24 i
Ah 22 ¥ (small extracellular vesicles, sEVs) ' & A 1
e a1 R 25 4, A 2 75 5 p53 4 F (tumor protein
p33, p53) & A AR %8 A8 R, HE T 5] A MSCs H p53
IRe 55, dme AR 1 1 I i S,

AML-EXOs i 7] §# 45 MSCs Y 43 W 3h fig , [a] 32
A 3E 1 95 40 R AE O o A, SRR AML 4H AR 43 0k
() EXOs i 1 I 7 MSCs o [ 4l fit A % -6 2 K45
MR REEA 6 R B ER 3 EHFRERME
ik ik — 2 AR HE e aE R, (AR R,
AML-EXOs # % fig 5] 5 MSCs & £ ¥ & 701k 510 i
I B, AML-M4 2 & R S 40 i & 40 A
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OCI/AML3 43 i i) EXOs ¥ 8 15 5 MSCs 17 fig 15 5>
Ak, T B A3 DAOWE T fige ) SR AL B R AL % 722, S
I3 240 it 4 LR SR 1 RE AN A 5 A AR B MV -4-
115 W) sEVs, & H Y & 454 & H 1 (Y-box
binding protein 1, YBX1) , 7] i 1oF 41 ] BM=MSCs i
B AL, R B RE OA R R AR, YBXT 7E AML L
FEAS L A2 AE 2B U 4212 THP-1 . KG—1 41 fits 73 %
) EXOs H1 19 IncRNA /INZ A~ RNA 15 EHEH 5, &
Bl Z2 5w e 7 40 45 G B 1 A ME AR OGBS il
T MSCs & A H W, fiff 345 98 E AH OC Bl 2F 4 48 i
FE R A, 389 e A0 X 2 40 B R A AR T R
e, X EEHF TN £ M R G A T AML-EXOs
o 4 2 MSCs [ 7E ML -

MSC-EXOs % AML 1) 5% i 52 38 52 2% it W71 61
BN, BE AT A o e 1 R, o Rl kB AR .
MSC-EXOs # ] [ 1fil 355 48 Jfd 7] 42 i AML 3 J& | %
MSCs—EXOs 1 BT & P25 9 10 43 1 & B0« e Rk 1
miR—10a 7] 7£ U=937 . THP—1 41 Jifi Py 7 42 42 jia) ;40
A 2 A% 1K mRNA 25 449 38 2 1 1A, 30 )
HoE gk, HE T OB Wo/B - & B E H (W
—catenin ) {75 538 [ , Fe 2 FEAR 1 000055 40 L% AT 2Y
Wi UBHE ;R 23K 1Y miR-196a-5p , 7 Kasumi-1
FUTHP-1 241 H P L 52 300 o) 400 551 Ao 28 T 4 40 f % 3k

EHHE T IHE A 4R R, 580K 5L
fity A A B 3 8 AL B, T A R AE T, R A AR
HE F1 L 20 6 3 5 O B AR L X AR 9T 259 Ara—C (1)
RO B I AT 4 4 A K BT 2 (fibroblast
growth factor 2, FGF2) # K562 Fl MOLM 14 41 g N 7%
J& , AL I FGF2 A 5 A5 53 AR 4 Il v 40 i
HR T s 22 1R I 0 T SR B T T RN A R AE G
B 1 7E THP-1 . KASUMI-1 41 J#i N 3 53 N6— HT 2 i
M2 4> ( N6— methyladenosine, m®A ) = P I k& i, 3 aR
Jie Tt R ey 3% G A ol 2 i€ & 1 1 (glioma highly
expre%%ed coiled—coil protein 1, GLCC1) 9 %2 & 4 , fi¢

HHESHEREGEGIHREEL BREFMW
GLCCIE R+ F XA S EHERKE T2
mRNA 254 8 [ 1-c-Myc & & W W&, B0E T e
Fa 55, 15 AML 40 it 30 26 A0 2 6 Ara—C (91697
i 251705 PR 2 A% i AE 2R 1 14 38 5 m®A K8 BIL T
o E Rho AH 5G4 M 18 5€ TV B0 26 11 0 1 i R L {7
# Kasumi—6 F1 HL-60 41 ] ) 14 58 F1 T 5 97 19 4%

[181

P, 3 LA BRI A Y A T
I3 i FLAR YT i 25 P, 2E T A R R AOR A
AML ) i J .

7B W58 kR B, MSCs—EXOs 5%, fE 1 1 £ Ff L
A2 HE IS AN O T, R B R AR IR T
H" . B 40, MSC-EXOs # THP-1 4l its N ¥ )5 , 7]
ﬁﬁ(ﬁt%lbﬂ PUOA TR R A 5 S 40 M

21 MSCs—EXOs F i JAK2 (5 5 5 5 M e S 005
% 3 (signal transducer and activator of transcription
3, STAT3) 1 STATS 1 % 35 , ML 40 i HL-60 4 g
(%) JAK/STAT {55 5 38 [ , 3X 7 fig 23 BH % 11 1l 995 24 Jfd
() 15 58 I A2 2 9 2P HMSC-EXOs K 28 # 2
miR-23b-5p , 76K 4h 5 THP-1 40 g 4t 55 3% )5, ol i
0 A0 ARG A OE 5 S Tl 2 X MSCs—
EXOs #7417 19 W 25 ) i 47 43 B & B : miR-222-3p ]
TLH 0 ) T O R 2, 2R 10 5 Th1/Th2 L
B, M A 2 AML Ji AR 40 M F1 HL60 44 Jfd 1 34
T miR-139-5p 3 o 1 422 ¥ (] #1011 B - 3% A 2 1
[ 2 3k , 15T 40 1 MOLM—-16 . MV—4-11 4fl g 14 5 I
12 3 H P 72295 miR-140-3p 7£ HL60 20 it 4 7] B 4%
A 1] 10 ) 22 BRI A A 2 S ek, T
20 I 2 3 B L BEL VG o O AR T L T
e 2 40 R T2

TR BT AML 40 i 5 MSCs 2 8] /) 41 5. 1F
W 2 v (8 SC B T 1 A, 9T I B EXOs A5 19 41 i
) AH B AE AL, AS OO B F 48 78 AML B 8 i 36
Be M T 245 B T AR VR, A R T 2 B 1) i A
B 0I5 IR T SR e B AL TR SR K, 8 e
MSCs #1752y it 5 4 B2 | BHL BT B0 1 EXOs 815 5 1%
% 5 R TR b EXOs 147§ [0 3238 2% 45 T T F Bt o
22 HMmHAMEEMEREERAMBMNEER
1ER

Bk T MSC, ‘B & 30 25 55 v JL i 56 5T 2 B 40
ECs i 5 4 B | B 20 I 55, 76 B SRR BE T IR &
BETAAEZENE.

— LB B GEAIE S, I 4 5 At R T
YA Z [ A AH AR AT, R FE 2 5 8 B RE O B
AT 32 4 AML B % 9 2F J2 . AML-M2 \ M5 J5 48 20
Jitd Kz HL-60 , U937 4l Jitd 73 i 1) EXOs , #5747 VEGF |
VEGFR mRNA 2 VEGF % (1" 5 miR-92a , /£ ] T
ECs, s Mg F 3458 E 4% 5 48 T8 sUhg ), 8 o & 9
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S AR SRS R LI BRSO AR BT LA T St

B A B DI 5 S (I 41 A 3k A5 AL 9T I 24
fé-ﬁﬁ@%ﬁ%zﬂ U937 4ff Jifd 43 4 1Y) EXOs X 1t 45
AR B4R R P AN A A SRR, MV4-11 43
WA EXOs , 1] 14 5 A i 40 6 B 105 HTh = R A
I 2 WU A T 1 e 3k, i ad R AR HE R T 40
#%%ﬁﬁziﬁ?%‘ﬁﬁﬂﬁﬁé T I B I A0 A A R
A AL BERE , FE 8 B A B DUR T I A0 A
FE ;AML%%ENBE%?H}H@%H MV411 . KG-la .
NB4 4 Jfd 53 1 (4 EXOs , 78 AT fi 2 930 /0 1 1 240 B 4%
i H 85 B BURE J7, JF BH T BB 40 I R
7/%2‘:[29]

AML-EXOs 38 35 38 B 48 ECs . A5 1J7 20 A A1 %
40 AR PR AR, T GE A AML 4 A A7 0 B
BESIAEE o BUAT W 58X B 48 P9 AN 5] 56 J5i 40 it 7
T 20 555 T 90 b (R €0 oy T, DL RO 45 A i DR
EXOs [ 458 5 P 0 7 18 & 52 42 B BH o R ok o8 75 RS
A3 1 HE AN M BE , 45 A RNA I3 5 28 (1 R 42
A3 AP0 W fige 9 AML BB G PR 05 B SO AL o
2.3 BAhFEHAmSREMAmENEEER

1955 200 i T 38 5 2 oML S R g 0k %
I AT R B4 T 5 3 SR A T 0L 20 B S % A
Z (8] L EXOs A7 B 59 A0 B AR, 3 A 7R 98
T — A5 A0 g kR N 4%, ¥ R AML R
ST AR OE T — 2y, BFSE R, THP-1 230 M8 1)
EXOs # 47 2 13 1 40 Mg 58 7~ B A& 1 (programmed cell
death ligand 1, PD-L1) , 5 H 48 & 15 40 i (natural
killer cells, NK cells ) 3 [ f¥) 32 {4 — 72 ¢ 14 40 fL 5 1
HH l(programmed cell death protein 1, PD- 1) X%
54, BLTE PD=1/PD-L1 #1417 5 3 5, 4817 410 o)
NK 20 fi 19 % Ak R 240 i B 44 ) L DA 2 F 1 I 9
[ B % ki BV THP-1 43 36 19 EXOs & 7% 1R RNA
(circular RNA, circRNA ) —001264 , 1] 75 Ky 43 1 iff 44
W% B} miR-502-5p , I % RAF J5 985 3 [ 22 & B /95 &
T B P O ) Tk, SR TS p38 22 2 EIE AL R
VA -STAT3 A5 5 38 I , 75 5 B U M 1 1k 40 g 1)
M, BUAR Ak, A Ak i M Y I 400 D 5 36 3K e 5 A AT
FUOT T PD=L1 K43 WA 410 a4 4 i DA 5~ 1L-10 45, 4t
[ 28 3 T — > S S8 M il f A 35 s MOLM-14 | K562
2 B0 53 6 1) sEVs #5747 4-1BB Br 44, i i 58 5 T
YN MR T 1Y 4-1BB 4y 7454, iE— 20 bR g A5
PR 52 44 2 0 F A0 43 Ak i 30 45 500 52 A 11

5, P I EL B VY 2 S R] S AR 1 T STATS 5 5 38
i ) R S N 1 O S S = 1 PR E R W Y VA 2
VR T A0 A R S e O AR 4 R D B L i
LA T 1 IR T B BE B 92 0 T RN e Y
THP-1 . Molm—13 #fi 1 53 ¥ 1% cire_0006896 1] EXOs ,
B CD8" T 4l e N 1k, 5 41 8 11 25 & B L B HDAC1
KA Ay AR EAE T, B 3R e 2RO0 35 15 AL ] 40
WEFEMRE -1, BT MR-y
(Interferon—+y, IFN—V)%H%H@@@ B 5 40 i 75 M 4> T
FB T E, AT I 55 CD8* T 41 Ml 1Y B 1 I s B
e K562 Fll AML £8 3 11 I 99 48 Jfd 53 20 () EXOs #5
1 miR-24-3p 36 36 2 T 4 ffd , A] 15 42§ 7] DENN/
MADD %5 # 8t & & 1, JF T4 % W 7 - «B
(nuclear factor kappa B, NF-kB) . JAK/STAT J 4 Jits
HME 5 UR 1 O Y 0l B, TS S CD3' L CD4 J
CD8T 20 A 4 1=, JF 400 il HL 3 5, 41 28 9 55 1 T 21
JiL 534k, Foe 281 55 T 1 I R LA g5 L X
BB AL ] ) e (] S o 0 S RN A 2 RE L S
o T 410 1) 4 1L A 5 T =, R A i R O B
T 2l G % k%, i 1F AML 3F & .

o3 — 7 1, IR A 5T 3 R EXOs 34 58 50 75 20
JHLXSF 1 L 200 L A O VR o 18 G, NKC 4 i ok D
(14 1 36 48 (NK-EXOs ) 1] 152 480 NK 41 Ji 1) 8 £8P %
iR M, 16 AR AM BB A AR 3 HL-60 . KG-1a %5 AML
I ﬁﬁXTiE 2 5 A A /0N 5 E MR YRR AR
NK-EXOs . f2 9 2> 11 155 1714 I 48 K /)N BUAE T B
ETJ”;MIE.EE%?EH@%ME’\JEXOS ATE N AN
F1 I 975 41 i C1498 14 58 I 75 5 P8 121 NK-EVs

B o MR R PE T — o TFN—y 25 fo 28 38 5 [ 1
IX 4 R 3 1% A R IO B S, T 38 22 B R
BRI EBA MK E R -2 EHA S 2252y &
P11 A5 G B I R ) 2 3 ) 1R 45 11 IS 4 e PN 38 1
T AH SCAE 538 B, DA 8 5 i 245 78 U937 28 i
Ara-C [ BUBE 32 THBIT 2590 1 R BUR Y

25 b TR, EXOs A5 19 1 0L 40 MY 5 1 36 1l
IAE5 45 20 MR =2 (DT T W L 52 24 9 A AR R )
éﬁ(ﬂ Bl 1) . XU EAERRL S 50 M5

45 i H 'ﬁﬁaﬁ?ﬂ’*ﬁw, £ [m] #E 2 340
AML () #F P A e, IR A B A 3 26 A0 B4R W)
25 R ) e H b Y SC BT 4 T LE B X TR R
HE ) R ERBE 1 AML 297 SR WG 2 56 5,
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Osteoblast
EXOs
,y\
. miR-92a
VECF -
VEGF.,VEGFR .mRNA A. e cire 0006896

r

miR-222-3p miR-10a miR-7977

YBX1
miR-124-5p miR-196a-5p
iR_139_ SP METTLi4  |incRNA SNHGA

miR-23b- 5 FGF2
miR-140- 3p FTO

EXOs

 nlunidalene

El1 EXOs ' SHAMNFMEESEHEHMIMNEEEMENHEEERMZ%
RPN sge (L); M ANEThAE (L); EWEZNAE: Macrophage; ASMF4UMI: Adipocyte; AUE 40 : Osteoblast

3 EXOs7E AML 2T 5347 fh iy R F {9 % 8 40 B . L 4K T 58 S B8 [ Rab27a 43
EXOs #1ll il 7] GW4869 I il {7 I 9% 41 Al EXOs 9 73
% T EXOs 5 FILAS AL S BORSEMMLIENA oy e ey oo i g g 17 EXOs 7 0 PD-L1 19 3
SLAFFIR B SRR, ICAE AML B IRRZITRAR e ) sl AL 60 A A 4 T 5 5
33507 P SR L ORHO R B 3 < W Jy I 0T AT P L DRSS B A R o
FEZWITTH, EXOs BRI 2 BUEPER R g e Ro1o7a 5 Rab27h X0 R A7 L IGF 1 1 12 22
O3 T4 B A R B R A VAR T KA R o
AR, 8 o K A1 R i T EXOs $5 T 06 i 8 4 S i 4 28 95 975 F JE; SWATLER 25 b % Rab27a i
o3 T B S W P10 G0 R 2R ST R g s a0 i S TR U P S L TIE S Rab27a B2
03 Ay 6 PR32 7 2 ALK E . B0 BT 2o b SR Vs 4300, 15 E LS 2N O R
FEUE W, AML B8 3 1 %% EXOs h miR=221-3p™ Rl 350 iy (g 5 4 i 7, Sy #0 in] Rab27a 3697 AML 4R 1 T
miR—4286" (1 R IK K- 1 5 o TR, HX 28 py sz a4 4 5 40 FH SEV 43 20410 2 5 GW4869 4b 3
miRNA B0 0 B M 5 L JE HOOE & B 0 N BUSHAS (1 U5 40 S 7T 37 2o BT sEV 4 S 1
BEAE AR B B S0 Jod i A 0 Gy S, S A 1 00 40 4 A K R O, B
EXOs 767 97 4908 (9 B0 F B 82 F 007 Ao w0k 14 156 40 MK T F SEV 7 36 40
] o Ho— R H0 ] EXOs 3 06 i85 42 ol B BF EXOs A5 Bb AT B 55 UE B, 4 I PD-L1 4000 il 57) By 25 ) 2k 2
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H AR Hh A AR IAR T A TS ik

Pt o 5 H1 7 AUNP-12, 1] 28 % Thp—1 411 i 43 3 Y
EXOs % NK 4t fd (4 47 1 7 F , 9% 52 NK 20 J $0 i Jgg
T PERY S Bl HE 7] cire_001264 Fil EXOs i3 1% &
4t 591 PD-L1 LA 7R 9 4035 88 o th B IR 17 1l
95 55 N, 3 2 7% BH BT F EXOs circRNA-001264 3K )
(1% B R W 4 i Ak & PD-L1 1R, g2 T R
AML % 738 16 3% 1 08 7 50 s 12

H =2 EXOs TF & R 25 ) 346 3% 244, 3l i
FRI7 254 0 1) 25 4 K /N T M RNA S 36 M i 4 i
BT EXOs P #B , I % 5% 18 88 ) 43 1 AT & A
A S 2 ) ) F O AN A RS v % TE R THIA
57 A4 Y ) B G R R AR ™. MSCs R IR Y EVs
DA A8 52 R G i R T R BT IZ R AE MR
J7YE S F 0 KR AR, MG 5T E BRI A ok
J&& : CHEN 2811 F 21 40 Jifd > U3 19 EXOs , 1 28 2 F
43 9 8 5] AML % UL 209 I F FLT3-1TD (FMS FF %
S TR AT 3 PN H K EE ) Al miR-125b 19 ) L5
Btrie, 45 5 Won 1% 3% R 40 nl 8 3% 40 ) A i
HEJR U R L U A U A8 Y 0 2
B, H #8845 5277 58 5 IAE AR ; A B 58 3 i
P 8 T A AT 25 W) 32 41 B R N A MSCs K TR
EXOs 1) 8 1] 338 3% 2 45, B8 = 8508 ) e~Mpl+ (I /)y
M Az 2R 32 R PR ) Y B AML 41, R 3R 97 AML
ML T B Y, EXOs 38 0] 5 TR
FU T ML 5 8 1 2, ZHANG 250800 4 1 3ok 32 35 3t
i 4 43 F CD8O/CD86 (1) F Il 9 &M Jifd >k Y A ik 4
(leukemia cell-derived exosomes
CD80 and CD86, LEX-CD8086) , 31 JF & T #f 5 4k 41
e (dendritic cell, DC) %8 [n] 1Y % B & 48 (DCsLEX-
8086) ; {A& 4 52 1B 7R , LEX-CD8086 1] #% DCs 125 44
BEHL, f2 HF DCs BT 14 5 Ho B I 2 2 T gk, Al ax
Y6 DCs BE A RIS W 16 CDA* T 40 i, I 8K 3 H: 1)
Th1 37 %434k, 4% 3 Th1 %2 40 i 5L 7~ 40 TFEN— #9 43
Wh 5 [R) B 980 CD8'T 4 Jifd 184 5 K 200 Jfd %5 4 T 94k 2 4
L 0 R S P 2R 5 SN 5 AE B ) S5 L 3% DGR )
() EXOs % 1 JCie F T #i B ik J& 3697 B 09, 2 1E
A0 0 2 A AR | BRI R 2 U B
If B K RN B A . Bk R AL R 3R
B, 25T EXOs 19 58 ) 33 2% R G878 AML IR YT h B AT
T B S, O T v R A% S AR T Y JR B
T T JRE B R A A

co—overexpressing

4 RES5REE

EXOs fE 7 JC B A, 78 AML 5 15 56 (0 855 19
O 2% 20 B A HLVE I 2% rh 49 3 O BT R AR A
. AKX RS T EXOs A5 1 1095 48 j 5 5
el P 5 4% 26 At i, I HL o 4% 26 6 o 40 L (G L 2
MSCs . N K2 20 M | i 17 240 B B2 e 73 240 B ) =2 (] 7 A
HAE NS, 85 7 HAE b i A AR A S
ki ALY i 24 K 3 5T 4N i D) RE T g R 45 e BE O
A AE T o SR, R I S g 4 AL 4% Ak
G RSB, AT LA SR AT, JEHE Sl
TR AR
41 NEXINBERI MBI BB R

H A, VF 2 W5 5 1) T4 A W R R S AR
(4 240 B b 58 360 1 A7 7 U 28, BOK T EXOs | il 5%
T AN [ Y [ Y Dy g 5 B4 A AN )
¥ 2Z 1] A B0 X DL AT RS B LL AR S A, DT RH
fig 1 %5 1 B8 T 6 BE N A2 2% 4 ) A VR R Y
fEAT

AR R, R TAWE AT S NEY
Oy VeI AR AN [A] AN [) B AR 110 2% 340 T B X o
PR, G, AR ERM, &
NF- B #J #1 %) &b 3 J5 19 MSCs—EXOs , [ & & {2 14
BEAE S, BES AR 3 KG—1o 40 B A= K 5 9K 1T ] — e
20 JIT BRI T Y, H VT R KG- 1o ZH R I T
PiRT A I IS  WT= Re E N NE Va
TH K X — R RN R NF-« B 1 1 57 i
PR YT 34 Jy B £ 41 1 38 1) i B L i HR R ZE U 1Y
ELUR Ty fiE 32 2 ph P 3 2B 2 0 A S MR AR L AR
I 5 R B A AW T BT AR 4 Ak 3 i X
—GEFR . RRMPLHIRR HIHIT , 75 2 A0 B RS
LR 5 NN N0/3 % N3 TR A4 S R e T =
DL B B 5O ff 10 28 0 2 T LR 1 4 T AR AE LN
Y5 AW A DRE, R O [A] 48 6 7E AML B i 15
WL T AL
4.2 MEINEMEN EERIANE
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