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R Zh %3 (extracellular vesicles, EV) 54 9% A b2 40 il
Wb FRIE 70 —Fh Oy 3 AR R LEV RERS EE £
AL HAR RO R A T RE e B I R R [
DNA .mRNA ,microRNA (miRNA ) }z H:Al 35 4% RNA | Jf:4%
1 H P25 R SO AN, T SR AT i ) B A2 4N R I B A —
FEZA B . EVAM S 5 T4t AGUEE s
WER BRI 5 A B R, AR IR I 1 o S AR S o A 10
T RHEEEEMN, BREiEV AN H MR SRR ER JE
K NE TSR Z BRI 4B, H AR e anif A2 ani ik
JEANM T ARSI TR AR REA IR EVY . MokikZ
W52 2B EV 76 T 50 IR R B8 (i 08 ey 2k Joe Jhy T & 4 1
BRI, AR SCRATER BV 78 1M 300% P B9 0F 5 9k i ot
Tk

— BV 1 X FFE S AEHI T X

EV & %40 55 7P WK (exosomes) . f# ¥ (microvesicles,
MV) JHT=/)MA& (apoptotic bodies) =F"" . H:A, 41 i i Py ¢
T R P AR, PRI P B T S PN 30, IR Hsf 57 s P 34
I8 AR Bk R 22 3% A& (multivesicular bodies, MVB) . K #8453
MVB 5 REHARZE G AR, o —3 o 5 A m &, B
i PR 24 30 55 24T 6 S /M G 0% B8 Y R A AR 5 S0 I A v B
RGN [ & T2 A1 8 S B, B AR 40~100 nm , %
ik CD9 . CD63 ., CD81 , Alix, TSG 101, HSP 70 %, ¥ i 1t
100 000~200 000 g /8 4 50073 B RS o 2 R o 465 5 1~
7k, BT AL M A5 26 (TG AL, S SO B L 2 TR
R B BEHLFR A MV ; MV 42 100~1 000 nm, 235 Annexin
V \Flotillin-2 . E#£ % A K .CD40 £ )8 5 i, 7 il
10 000~ 60 000xg M B3 AR T/ MASE AN I RE P 4458
T AR B AE AN RS 4% 1 000~5 000 nm fYRET , H
E N A S DNA E 5%, HAlEV Ui
ZHIEINBIR B MV 5 K EV A2t J5 R 5 4 i B, HL 4l
% R R 1 T A R 4 2 SR A e 1 2 T 6 [X 4
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EV 540 /E A =X =2 : OBV i i 2 i fil ik
5Nz AR R SS A Om SN A T (S S @BV
AERE A AL TR AR 1 2 R 0 A0 b B0 T (5 5
% s @EV 28 5 5020 i St L Rk N AW (R A
DNA .mRNA . miRNA %5 ) 23 ¥UZH A P, i o 9 55 S0 A R Uiz
(55 m R AR INfE . BV & W PRk k4 K
Al A A MR S PSS S TR R 4 A D RE R AR AR R EV 2
YR 5 2 T —Fh R AR

T BV A o R

L EVAEZME s e e KRB R A
137 (AML) YR 97 )5 REAE iR B 2 i, (RAT1 A 29 - BB & 58T
PR Ko BECB PA R AR S R I X i Y 3 2R A
W, ASSHEIR T ECE BEIE 7 1 LT RE 2 IR JE SR A
L & J7 BB 5 A B 5 2 8 P P s TS A R ML
Huan % *'0F5¢ & 3 AML 41 I B8 6% 53 W5 &5 & AML &9 AH G
mRNA .miRNA [FMBAK , AML RSB RE 08 94 5 B T
BT S BOL AR TR A K g A
I IIRE A AR BIFSE RN B AML AMIMARERS 5 Ba/F3
AT MAR B AR T LR 3RS GRS AE Y TI6E, O
$&7R AML KR SMIBARIE it 5B 88 2 b 4 AR A 5 DR B
TR 4 B A | 2 T A 4E AMIL 200 1) A= A7 S %, T R S
AML H 3 ) &R Ll . Huan 2575 220198 & B AML H 5
SN RE RS T I 1 B L T 241 B SCF . CXCL12 %R B A+,
S EE 1T #H 40 il (hematopoietic stem and progenitor cell,
HSPC) I\ -85l 5t R A1 1M ; AML SRR SN IBAE i 1%
% RNA 2 JE T 40 i, R 8 3% 5 40 i SCF . CXCL12, ANG-
PT1.TGFB1 %5 M JA 42 FHOCKL R 238 ; [RI EL 25 | e HSPC
75 L AE )1 F B, CXCR4 J c-Kit 32 35 FF A%, c-Myb,
CEBP-B.HOXA-9 451 L% S R 4l . $278 AML A A
AR I R T RE A S 5 AML e

Fei S5 BIFFT 5 B FE 0T AT A A Y5 A A 4 15 a2 LA
HEEE 2 3 (Galectin-3) , 5 41 ARG UR A M BEBE 2 PRIk EL 40
JE 1 a5 CAILL ) 200 6 5 B, 44 P 5 43 s 2 M 40 L
J2 5l N TR 9 LGALS3 mRNA % 5%, 75 ALL ifit 245 53 f2 vh
FEEM.

2. EV 7EE MR A 105 (CML) FP 4 : CML J&—F
T I T 290 R P v A M S B 5 S 1 B B SR e . AR
TP 8k i A5 s R VRS T 247 0 4 £ P CMIL 83 T35 1
SR (E AR 25 A o I AR IR S A 7 e
20 R 8 A A R 2 A T A A R R A A7 e T
Umezu 55 5T % B K562 AU BENS 230 & 2 miR-92a A4
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WA, IF $ i miR- 92a F A & K 9 A2 4l il (human
umbilical vein endothelial cells, HUVEC) , 3458 HAT 8 KA ifi
FEANEE ST o Taverna %5 HF5E & B LAMAS4 A1 i BEAS 431
B % miR-126 (Y FMBA ; 38 13 #%2 miR-126 & HUVEC, K
F CXCL12 Je i % 40 i %6 B 43 1 1 (vascular cell adhesion
molecule 1, VCAM1)mRNA } 5 H £ ik, 72 LAMAS4 41
TR KRB RE 0 TR, XA A f e 200 i 19 B s B3 2 40
JAPEFR T &35 EEAE ], Raimondo 2573 %% 31 LAMAS84 4 ffd
He VR AN WA & AL A A TR T B (TGF-B1) |, A i 4 i 3
TGF- BU/TGF-B1 Z & 4%, ¥ CML 41l id ERK . Akt \NF-
kB.SMAD2/3 4515 53 i% , T {2 4 T 3 [N BAD . BAX,
PUMA K b {8418 -5 BCL-x1 . BCL-w /L7 5, e 842
PECML AN A0 B35t . Cai 55 B 52 & B K562 41 fit
I B & BCR-ABL Rl & 5L R (7 BV, 4% BCR-ABL fil
B FE PRI, Cai %R IR S5 T R BLKS62 41
JifLSk U5 EV P BCR-ABL il 15 568 HA D REPE , ARG 76 #0 40
H PN A B BCR-ABL mRNA 75 [ , B A o Moz 41 B i) 7
TiIfiE ;45 K562 AR EV i i3 45 e e sl b /N BRI (L 1
PECML MGG FRAEIR . #8278 BV 7E CML & A= gt e i i v
BAREEAEH.

3. EV £ 1% Pk B 2 3 s (CLL) A A9 7E A - CLL 2
PG5 B R R0 AR 1 () — Ol P MBS o S A R A
5% 55 e 240 30 3 40 o ) e i R — S P A M I RS
YER, 51 CLL 40 55 8 5 B M2 A7 TG PR T B pE R A
R LB KR HLE] . Yeh %5 OB 5T & B, St A B 40 AR
Lt , CLL 40 i B A A B 3 %2 | H a-IgM H3# BCR (5%
T K T B 4 LA MM T R, T BT 1) 704K 5 e g
BRI IR . Ak, S ERRE A B I AfRAH LL , CLL 21 i ok R
AP miR-150 . miR-155 & & B i 3% & 5 Ho-1gM S
WE BN R, Paggetti 2 HF5Y & B CLL 20 M J5 4 M
IR E % miR-21 .miR-155 .miR-146a ,miR-148a & let-7g; Jf EL.
B R ARG R RN R A L RNA AR A
B R W5 s CLL K U A1 AR BE A% 45 18] 78 53+ 41 fife (MSC)
Je PN Bz A M A R BT A A, K N A e i 2 R A0 L
o | L 200 6 15553 B ) BT B R R ek el s (L 4y
g #H G 21 4B 41 i BF (cancer-associated fibroblasts, CAF)
FRY, NI LA SR (3 A GRS S W R MR FRE T . i
S R SR PR B A AR 3 5 (R a0 CLL 0 M A 85 B AR A7 T
FAR M A EFHLHIIE UE CLL i

4. BV 1EK CUR /R T - Aung 25 BIFSE % 51 B 20 ik
L4 9% 440 JH i 6% R Al #6541 CD20 9 AM i , 54T CD20 Hdii 4%
A INITTHAEIRY T MR B, (R4 e Z Pk et rTRES 5
fis e s 2451 119 % 2 o Hazan-Halevy %5 BF 5% & P 20 i bk
% (mantle cell lymphoma, MCL) 41 fitd Z & AR 20 it 24 ik
SUBSMIBAR , MCL R I8 A MIBMA REIE 4% 1E 3 A\ & MCL f£74 B
21 A 30 3 i /PR ] AR N A 3 AR PR R S R
Koch & "F 5% & B3R 12 K B 21 Jif bk L4 98 (diffuse large B-
cell lymphomas, DLBCL) HA —4= /i {2 SR TR W MR (side

population, SP) 4 i J2 IE SP 21 ML W i s A Al R 45 5 ik 12
IR SP AN AMNMA E & Wnt3a, BEMS1EH Wnt3a Z4BIT
YA, 30 4 Wt 755538 S5 V8T VR AR AT L =2 T (0 3 48, /e I B
Jed A ML A L LR R MR R R R R AR
Gutzeit % W50 L I B 210/ Ys EB % 2 /5 AUe B (L
RN A 1 (latent membrane protein 1, LMP1) 4 is 4,
H. Burkitt 7 E 83 40 i 2 DG75 4 i Sfe I AN A RE % 5 A B
o1 it 25 A o AR, R HE B AN Y 3% 5 K ) CD19 T
CD38"" CD20"" 3¢ BJ- A Ml B A B A 1Y) 73 Ak JT 5 | 1 IgD' B 4
LA, $Rs AN AR TE BB i R LA s (R 3 4
IWRULSRE Burkitt R UUIRF 55 ) g il AR v R 45 E AR A

5. EV7EZ & 1B %698 (multiple myeloma, MM) 77 i1
FH - MM 2 5 b P PR 2R AT e i 3 A R A 5 R 1%
PRI . A A A 10 40 A A A K V0 R BE I A8
JHe RS A oK S A ST 25 W RE A5 P B 0 MM R T T
MM MELLR L, BARZ 3 5 Bk MOk 2 . AR5 I
BSR4 R L E ik BT 40 I (bone marrow stromal cells,
BMSC) %5 [ Sl A 5% 48 MM & 9 i FEZE4EH . Umezu
LERIF S K PR T 32 (hypoxia resistant, HR ) MM 2l fifd GE1%
43 WA E & miR-135b B P UAMA, $ 3% miR-135b %5 4 JZ 2 it
rh, ) A = A 14 A (factor inhibiting hypoxia
inducible factor 1, FIH-1) 335 , i 1 HIF-FIH {5 538 % 14 5
PN B 240 M 1) I T i RE T 0 MM AN AR 5 14 iz 40 iR =2 8] 1)
REFVE R 5 2UAT RS2 MM 5 L8R IR Bl . Roccaro
SRS R B BMSC KRNI A RET 328 N 45 2 MM 4HT L,
MM H# BMSC K I 71 44 H miR-15a(—FiH I8 miRNA)
Fr I H N BMSC UMM, T30 1 M AT % 1
miR-15aJd/0 , NI ASREFE /Ml g A K o Bedh , MM R
BMSC SR /M & 7 TL-6 .CCL2  £T 4 75 11 % 40 M 26 F
TR A AN 59 5. BMSC /MR AGH f Lik
W) IR e R P O SR O R FE AN R FE R . BMISC R U4
WAARTE 96 AT -5 ek e S PR B A B P A R v I R AL
196 3 R S ) R PR ), MM E Jg R L FE S S, Wang
ZEPIIISE % B BMSC 5 MM 41 i E S AR . 210 FREER A 75 4
i B - 119 A1 4 s BMSC R Y5 40 10 1R BE A% 14 5% MM 41 fif i
% WUHBE ST AN 7 5 3825 P38 P53 INK Akt 555
S, FIEYE T # A Bel-2, 1 caspase-9 . caspase-3 K
TELAE i MM 4 LA 77512 5 MM 259 24519 & A

= EVIEE M T4 EBAE (HSCT) h iy fEH

HSCT H #i /32 iA SUst: mgos i 2 7k, iR
F R A KA IT R =R R 28R & IR I A 9
il R , 29 5% I &2 & R R T A A, R Oy (UK 1 i s
(donor cell leukemia, DCL) , Zhu Z&™'#lF 58 & 1 K562 40 fitd
e 4 fl & BCR-ABL mRNA K2 Y MV ; K562-MV i i
3% BCR-ABL mRNA %5 1F 8 {35 U A0, i Lo B 358
T M 0 2l S v AT R SR S B, 51 DNA
Wrd FEAL K AL, S BRI AR E A s i
AN J PR AL, W] BB & DCL 22 1) A bl
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Ak EV W] REAE N —Fh A PR & W) 4F HSCT Hh & # 5
FAEH . Aoki ZFHF 5T & B 1M BT 45 40 Jitd (hematopoietic
precursor cells, HPC) B 43 i A1 14 14 K f {2 (exosomes and
microvesicles, EMV) & #8H , H.EMV RE %% F /1A Il ; 18
K6 A1 i A HPC e U5 mRNA 258 B 861 I EMV , 2%
% ¥ HSCT 5§ HPC- mRNA 34 /il , EMV ¥ DEFA3. HBB,
ITGA2B & ITGB3 mRNA [ 9% & - 4= M 40 i i+ 4
Ji | R ZRZT AL iR VR LS B R R A A AR A
X, R R AME I EMV H HPC-mRNA #] LIAE J HSCT 5 3
M B BRI RbR S . AN, EMV mRNA Rk &
0 A G B K R R T KR R EMV
mRNA R EZ I [ BERE T~ HSCT W 54

BHYPE £ (GVHD)J& HSCT J& e WL 5 ™ 5L (1)
FRIEZ—. 21 GVHD K% 40%~75% , &% i HSCT
BT EE R 18 GVHD J& HSCT 5 G5 &1k
HIENY F B TR RS AR S T RO R A A
Haii GVHAD &AM A 5E 2 B, HEEFBA R, Wu
G R BUHSCT J5 & A4 bk GVHD B P Rz 41 it Sk g
MV B g 38 e, 4 JLRT AR S RO 0 2t GVHD & 2R 1 —
FhAWp2Eda bR . MSC 2 —2REIE 1 IR BB M B as 2 ik
TR BE A R T A0, HLAAIG Si Ji  J A R 1 e 2 U e
1. £k R IR K 7 I MSC Xt HSCT J5 GVHD 1B a8 A
B B MSCAFFE S5 43 Ak e 2E e e S 2 U
Kordelas 55" )i F| MSC SR I AN A TRYT 141 20 GVHD &
LA RARRIBYT TG R SN A 2 M A7 S A S
IL- 1B TNF-o. . IFN-y 5542 48 PR R st B b /> | iR MR TS o
A S g/, R JE R B DR O 8 8 Mgk LA B I i 3% o
R, R MSC ke U A1 s A TT BB 18 MSC i A R 9T
GVHD —Fgirid,

T 2 e

25 L TR EV LG MU0 T i A0 S SR LA
HUHIIERZR TS S P AR AR G W i I R ROy 7 1 ¥ i
=7 :(DEV AR — o B4 A ] 2R 7 =X, i 240 ok VRt
BV 38 i 43 356 JHL Y 28 25 4030 4, 18 1 L 5 T 9 o R
BE (e S A3 A e AT AL 38 5 e A A7 5 [T, 3 4
TR VR BV 1 5t A5 s P 25 40 25 e 400 T e A A s A i 3
B TR SR P TG R FH A v ik J 24 it
2y R E SR . QEV B e HAL AN
VR 1 RNA S5, Ho g AU T 2 25 M ey 1k Ly 25
PR I B A B IS A A, DT A s TR b DR AR R
HEVRBUEIN, 385 A 4L B J1 5008 5 6 EV A7 B AL
SR M I REOTA (B B A 2 AR R . BMISC KT
EV 5 MSC oA, HA AR  MERe R . B T MSC
B BIE A5 R A A AR T 4Ry T AT Ik 7
GVHD &5 G AR M 3595 B P A= 18 2 40Us ELAT ) I g FH i
St AN BT e A A R A R E 43U EV A L
AF FH 3K — g 1k Jre 1) S AL, JF & T P R i 2 A 2R
Sk IR HE AT BRI . BRI BV B SE ST AR 2

RIS Ak AR IR RN A5HG T2 0 LA [ A SR AT
To 58 A2 X AP AN AR MV, T 35 EV 20 19 T By
MR, BV B A= IR A IRLE 5 R T 0 B BV Y22 4
PEA R — PG

2 % Xk
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