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cells, BMSC) . 7& 1 ML ) 4 25 e Ji& v % 4% 4 B %2
fER . BFgE B, BMSC ] L 7E B B i 38 55 b
L B BE L AR A R 25, 2 A SCHR i A
BMSC aJ i i 73 306 40 Jifd DA 5 3 4 22 ol A5 5 30 Bk 2
W] 1 155 200 0 B L A A (BB R A BT LA L
20 10 R A B A AR L R B A K R R
Fo S gL . MeAh, B b B SR T LI AR A BT
RAMBLIAT-HIFER™ . BMSC 1Y 22 7 fE 4 % 4 H il
AR R 2R BIR T R A S B A i R T 1 R AN AT
BRI SR IR —

1 BMSC & 44%1E

lymphocytic leukemia, CLL) . &
(chronic myeloid leukemia, CML),

BMSC Ja T rb o S5 0 19 75 1T A 20 i

DR H 4512023 —12—09

[ 4300 1 5 46 5K 1134 X E AR B4 3 42 (2022D01A09) 5 K
HET BE AR T A CRERD @RI B (TJYXZDXK-009A)

[ fa A DRI & (1998 —) 2o, W db A & N, KRR 2%
il 68 2 o 2 0 - B 2 L DT ORI R R A2 TR AT

* WIE/E#H . E-mail: tianchen@ tjmuch.com

B T A P 1 L 0 A Y A R RO BIE 5 ok e L LIS L B IR T 4R

do0i:10.3969/].issn.1007-3205.2024.12.018
[XEHS] 1007-3205(2024)12-1465-05

B A BE Y B A AR 4. W) R BT T A4 AR
(mesenchymal stem cells, MSC) " Fl1“[f] 75 Jit 3 it 411
M (mesenchymal stromal cells, MSC)” ) £ X — H.
FEFEA UL, R BR 4t A 5 35 DRA I 27 23 R) 38 5T 25 It 24
i Z= 51 45 (International Society for Cell & Gene
Therapy Mesenchymal Stromal Cell, ISCT MSC)
TE 2005 SE kK T — M e XF . B T AR TE MSC
5 BMSC A4 ) s A il B 4, i 3% 48 19 2 B A W]
A AEL A0 B 18 ST RN 23 Ak K RE Y T 4 RE A T
J5 TR Y HAT T R 43 M B VA Y O S R
By R HEEBERN . 7E 2006 4F,ISCT MSC #— 4 & £
T LNZE BMSC 1 5 i b o - O HAT I BE R 1
@ CD105, CDY0 Al CD73 % ik FH #£; @ CD11b,
CD34,CD19,CD14,CD45,CD79 K& A 2 11 41 g 4t
J& DR (human leukocyte antigen-DR, HLA-DR) %
KB s DTEMRSNA 346 R 1 40 i AR 7 20 i
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2.1 BMSC %I ALL MfEH 78 ALL 1% 22 5%
. BMSC i Z R AL 25 17X ALL 41y
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BMSC 73 #4 19 2 FLE B 5 R 3 (Galectin-3, Gal-3)
Wit A 8% T Gal-3 mRNA Az B RS 2 I F «B
(nuclear factor kappa-B, NF-«B) il %, &£ 4" ALL
M ez A7 5 F A AE TS, Tian %7 WF50 02
. T 4 Mo 20 k2 P B i % (T-cell acute
lymphoblastic leukemia, T-ALL) 2 J5 1 BMSC 43
5 T 4E 40 g A= K T 2 (fibroblast growth factor
2,FGF2),iZ N T5 T-ALL 408 b ) i 2F 4 4F K
K 5% 1K 2 (fibroblast growth factor receptor 2,
FGFR2) &5 &, AT T-ALL b 8% g Bk LB 33
ity / £ F1 I8 B/ 75 1 % 3R 48 45 1 (phosphoinositide
3-kinase/protein kinase B/mechanistic target of
rapamycin, PI3K/AKT/mTOR) {5 5 i@ i, K 41
il FGF2/FGFR2 {55 1 #% 7] fE 4 52 Ik BMSC 7
M T-ALL o & i A 25 5% wg. B AR 4% 7 7T
(infigratinib, BGJ398) fE i —Fh FGFR1-3 % £ ik
TR T D 1 5 (tyrosine kinase inhibitors, TKD) ,
AYH T-ALL 8 & W R B WIBITHCR . 75,
C-X-C & ¥ #a L W 7 Bk 12 (C-X-C motif
chemokine ligand 12, CXCL12) 4 /& BMSC 43 i 1y
— M EZER T . Madrazo &S 57 B8 . CXCL12 &
O T-ALL #0022 1 3 WL 38t A% 1y 32 2230 4 [
F il CXCL12/CXCRA {55 il B/ & T T-ALL
M H3K9 1y H Ak, {2 3F ALL 20 il () 77 3% .
CXCL12 A i B — Pt T-ALL B2 25 fl o
A

Hoy . BMSC i 4 B A EAE TS 5 % ALL 1
P LM ALL 40 0 A4 55 B LG B | 1 5E 55 AR W) o
AT o IR RR T AR BE AT fig 2 Ao 20 M 3R 14 1 1Y
AR AR RN 25 5, o PT RE 2 30 Ao 6 A A 200 J A7 4 3
IR TIMY . Zeng FRVT T B A R EEMY
Bti AH 5/ FH 28 B 1 (integrin-linked kinase-
interacting protein, Pinch-1) 7E F Ifil 35 & & BMSC
g RIE L H AT BE MR . 5 @ kK BMSC #
., ALL BMSC ' Pinch-1 mRNA F17K [ 31k B %
EVH . REAK Pinch-1 J5 . ALL 40 3¢ 30 A 48 58 s /L |
RS R T . 78 BMSC Hr il 3% 55 1l 8 4
fd %k B 43 F 1 (vascular cell adhesion molecule 1,
VCAM-1) AT LAGRI7 1 155 240 1 S 52 Bl i e+ 10 4
TR SR A . VCAM-1 il ALL 4
M2 1 09 JE H e 0 B0 JR 4 (very late antigen-4,
VLA-D 254 J5 7T LAY 5 40 B 25 B, B 5 300G NEF-
kB 3 L TS S ALL 4 i fbyrimt 250 . 284
KRN B X 26 B K 48 s ALL i HL
P b B AR R WA YT R Y ) B e A

2.2 BMSC X AML W /EH A I 40 i 5
BMSC Z [l U fE & & & AML 1 — A4~ & # FR 1k,
C A HFFEUE] BMSC 76 AML 40 Jifd (4 38 5 L 735 A1
i 25 ke AR . R, B BMISC Wl RE A B T
P AML B SOIG ST R G . AR, TEAN B o 1
BT AT 1 00 2

BMSC AJ L 1 73 106 40 Jfd DR R 40 Jfd b 228 Jo 2
FIR 252 0 AML 20 J 09 A= 9 2247 . iR 1
7R S fih B H (Syntenin) J&— S 5 41 i 18] 38 T JE Y
AN SCBER L R R AR R YT R . B =
syntenin ) BMSC, il 3 #4538 AML 4 Jfl 19 77 1% fig
JIRE FBA R RE, E AL T AML &N,
1M A B2 K74 BMSC (19 28 bR ic 9, H 3R 38 K -
(Tt o i — D R T R R R R B R
B CXCL12/CXCR4 il & P Stk i v A il 1 40
fiti Cacute myeloid leukemia stem cells, LSC) i 24 Y
S %, CXCL12 /& i BMSC f= 4 119, CXCL12 11
Bt 2 5 3 LSC W iE P & (reactive oxygen
species, ROS) ) F1 2 F1 DNA 351453 . 1 1) 55 H 78
B R 52 50 vh (58 P 1M K AR R BE T o i BT 4 i e 5
W AN A & 6 (interleukin-6, 1L-6) , #1515 5
5 55k S uE I T 3 (signal transducer and
activator of transcription 3, STAT3) i@ ¥, 5 3
AML 40 it o 28 B 4K &k B B2 1k Coxidative
phosphorylation, OXPHOS) I #, M\ 1 /- & AML
20 B L B 2

teAh . BMSC il i 40 i A 5 AR 2 5 3% AML
B U 5, P21 ¥ B 1 (p2l-activated kinase 1,
PAKD & AML M & 19 ¥ 76 9 5 #0 i 5. 1E
AML B, PAKT 5 R 3k 5 B 00 8 AR 77 A
XK. BMSC %S AML 41 PAKL Rk . s
0 M A5 5 98 T B 1/2 (Extracellular Signal-
Regulated Kinase 1/2, ERK1/2) 15 5 i 8%, #f
PAK1 7J & 43 3 7% BMSC 4 5 (1 98 7 48 Hi /E .
PAKI A BE7E A3 BMSC 5 5 (9 1 24 v & 4 G 4t
YEM 2 AML 9 —AN 8 a7 st 2 R
fiff E20 ( Ubiquitin-Conjugating Enzyme E20,
UBE20) J& —Ff & — Fl & T2 2% e il (E2 28 1Y
B, Tian 51 BFE B8 78 AML Sk I BMSC
i #k UBE20 Ja AT LU i 40 ] NF-B 38 e 2 1M
il BMSC (938 78 . T ) AML B9 %28 . HHC
BMSC # UBE2O T, fie # T BMSC B4 K . ATl
{23 AML ) 3E

BMSC AT L3 o 8 75 4 B &0 288 9 55 Oy =X ] 42
2 AML A 3G 58 W IR A R U 38 (glycogen
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synthase kinase 3 beta, GSK3R) /& ##/» RNA-26a-
5p (microRNA-26a-5p, miR-26a-5p) B B 2 4 &,
GSK3B 75 ANJE 2 k86 M (A I 52 40 g & THP-1
(human acute myelogenous leukemia monocytic
cell line THP-1, THP-1) 1 iy i & XKW T
AMLBMSC 1% 4il ifd 71 % #d Cextracellular vesicles,
EVs) X THP-1 9 2 3 /£ . #F 5277 &R
AMLBMSC ) EVs #% miR-26a-5p # 5] AML 41
J A T GSK3R IR K I HAE T Wt/ 3R
(Wnt/B-catenin) S AL S, AR 3 AML 41 g 34
PHGER AR ZE, 5 A, RS BR miR-7-5p 7E
AML H35 R4 i b #3578 98 L Ok T BMSC 19 4h
W fiT 4 B/ RNA-7-5p ( Exosome-derived
microRNA-7-5p, Exo-miR-7-5p) i i # 4| PI3K/
AKT/mTOR {5 i #% 1 8% 52 1607 57 98 2 28 S [
Bzt & 45 H 11 (oxysterol binding protein-like 11,
OSBPLI1) . AT #1  AML 3 58 . fie ok 40 94 7~
XS S B T BMSC i A2 AMBMA ) AML R Y7
& S AR B
2.3 BMSC X CLL BYFEH BRI 4 %
B, i i A 25 67 19 08 e 3 i i e . BMISC 2
# (bone marrow , BM) A= 25 i i ¢ 5 41 )l 7 =2
—, A EE iR Rt CLL #F R MR sE

BMSC i L322 3006 CLL AH G 38 [ 1M 52 Wi 9
M) & A K. BFFE R . BMSC 5 B 4 it 948t
1fiL %5 (B-cell chronic lymphocytic leukemia, B-CLL)
2 T 49 4 fil 300 BMSC B9 Noteh [A] J8 & H 2
(Notch homolog 2,Notch2) , i@ it GSK3B BB R 1L
AN R B2 05 5 B, T2 B PR TR A1
P AL, S [ROE Wnt {5 S50 #% . 2 #F CLL Y
PN [ARE . NF-«B 78 CLL &0 ' & ¥ 8 2 AE
L HFRIK EMS CLL By kA& R K ART7 #bt % U
FOEE, BMSC i #f 4 i 777 £ B F 1o (stromal
cell-derived factor 1 alpha, SDF-1a) #1728 fifg I
e A 22 #t J& 3 (lymphocyte function-associated
antigen 3, LFA-3) f# 37858 A7 1 B9 R I 30 FF CLL
AAFBIRE JT 38 T DL o 25 R 28 it NF-«B il #%
fh Ao B O S iR i CLL My ™Y, [R B, Severin
SEURESE T BMSC Xt CLL H JAK2/STATS 5%
e 3 ¢ O I 5 L) B JAK2/STATS il 50 AG490
AL AR T, CLL 40 Jfi7E 5 BMSCs s 1L-6 It 5
FrJE - STATS B RR AL KF- 3 L 0 AG490 W] i i
RIS SHP-1 512 STAT3 F1 Lyn ¥ %2 B2 % i
(lyn tyrosine kinase, Lyn) 2 #§ 2 1k, 31 fit & CLL
T P, B & RS JAK/STAT 4l il 51

AR A B e A S 0 e A L AE T

WA, BMSC HpAf 3G A 7 F1 2 1RG40 3 AT LA TE]
Fexgmg CLL M AR AT T2, B 40 A2 44 4H OC 1 2
P T84 it C-B(Protein Kinase C beta, PKC-B) o{ Lyn
WG XS T 3R CLL AR K09 3 B8 19 8 12 b AN Al
LIy, von Heydebrand 2 #i# T PKC-B %f CLL
F b iy BMSC 4 2 B A0 19 52 . BMSC # CLL
P2, 263K PKC-3, 38 1o i 38 A 25 0 55 B 2>
CLL 40 i 4 2% k7 44 17 38 AT -, BMSC H' PKC-B
() b R S BRI AR e A
LR AL . 14k, PKCB Bt Z (1) BMSC £ CLL %
fih I 1 Ak AHE 18] 5 JBR B 2R A5 T 15 Y T A0 A% T T
1Chepatocyte nuclear factor 1, Hnfl) B3R ik, 7] DA
M# CLL M TS, Gehrke %" 8 5% /% , BMSC
3 A AR R ORI N B2 A2 K BB F (vascular
endothelial growth factor, VEGF) , A] Bl CLL 4H
JiL B 98 T, A 5 BE B K 293 ( Monoclonal
Antibody 293, mAb293)BHWr VEGF )43 i ] & &
FEARIL B 7% CLL 40 A7 .

WF5E 7R . BMSC 5 B-CLL 20 8 i) 6 B
/> B-CLL 1 ¥ 7=, Bottcher 2505 B 57 B IR,
BMSC i 18 34 1% Notch-c-Myc-EZH2 {2 5 1 & o #5
il CLL 41 g vp 72 ¢ PESE T2 Bd 4K 1 (Programmed
Death-Ligand 1,PD-LD Y i, BHKr PD-11/PD-1
AHE AR PR I R AT CLL A8 rh IS 1 R 2l B A e
IRBFFE AR BE = A A7 B A5 . Bk, S 4t T
fift 4l PD-L1 238 B ML J& AN m] i A i L 1 40 ix L8
B[R] A P B AT LA B e SR 2 TR 9T X CLL BT 2
BMSC DU fil <t ) 77 R 9 CLL A e T 1
BMSC " LA 38 CLL Ay T 4 0 1 1fi s / ik 8 1
FLH (T-cell leukemia/lymphoma 1, TCL1) ., 3 & HY
TCL1 H HKF 5 8 BAR 2R IR PRAFIEA G, 78
5 BMSC  [al 55 35 J5 . TCL1 #9415 W 3% 38, i
Fos/Jun & H 1(Activator Protein-1, AP-1) %
J G B e R D K e B A — By gy 7
Z—. WP E I, BMSC 76 CLL WX B 15
SHG SR TCLY i 4 b A B E . X0 HE
i) BMSC 497 CLL 424t 1 7 — 2D iy BB AR 3
2.4 BMSC X CML KJfEH] 1 CML 1, BMSC
AT LLSE 2k AH DG PR MR R 0 A T 5 W i Y 3
it . BMSC i ST il /N Az b 3R R g 40 it 2% 1
# M la (macrophage inflammatory protein-la,
MIPTa, KA CCL3) FANEMER 7, 5 CML 41 i
FHEAEF 77 25 T B8 AR 19 98 1 1B 400 L 3K 26 ol B
4 g AN I F 32 457 IE H A9 38 1T 40 Bl Chematopoietic
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stem cell, HSC)™*,

BMSC g & & {2 #F CML 41 fifg (% 15 58, f& 97
CML 4ozt e iHE T T, Vianello
SFUU RS R BMSC X T SR IR T 1 SR B
T CML 4 o Ji 5 56 DX B 4 i bk L2988 6 2 11 (B-
cell lymphoma 6,BCL6) 3R 1k, X 2B BCL6 1 g
1 BMSC 4 19 TKI it 25 o A /R CXCR4 Hl
WS Boan i A1 S 1 RS 1/2 (Extracellular
signal-regulated kinase 1/2,Erk-1/2) . % H & B
(Protein Kinase B, Akt), & ik 8 H S6 ¥
(Ribosomal Protein S6 Kinase, S6K),STAT3 #i
STATS fie 4= 7 17 5 38 #% A9 6 . CXCR4 $5 4157
BKT140 15 5 8 T 40 il € 7=, B AR A0k 52 8 11 70
(Heat Shock Protein 70, HSP70) 1 HSP90 ££15 &
FRPL 0 o Btk 4 -2 & (Becell
lymphoma-2 protein, BCL-2) il B #k & 41 g J8 - K
## H (B-cell lymphoma-extra large protein, BCL-
XL) K A i 2R R R 7 4 4 & ¢ (Cytochrome
c» Cyt o) FIER A LR P AT A2 1 2 JbE K 4 Wi TS
RGBS H % IAP 45 & | A 8RR,
BKT140 W35 7 BMSC (4 15, 45 %0 A 32k
THMA T IFFRAR T 5 BMSCs HE 553519 CML 4
LBy BCL6 /K. XLELR Ny CXCR4 By TKI fY
AR AL T 5 BAKE

3 HiEERE

W5 1096 1) e 28 H bR 2 I R B0 B B O 455
MIRIT ik R85 & B IR YT ik . X nT LIGE
F I3 200 it 5 A 285 67 22 T 0 A B A S 5 i AR S
A7 114 1 00975 200 L P o 3% A B8 L B B A A B S
. RN BB, 2 24 1 R B S an ik ] 30+
A 3 R AR BT B i = 4R RO, R
HSC-A: 25 7 25 8] R 8] g AH B4 . BEA
M RNA W5 F12s (8] 43 B 5 20 2 A R ok vl g 3k
WA LLT f# AR BM A2 25067 A 2L R 5 S 4] 24
AR AR B ST ) 2 R A2 2 R B
HZREF . 2 R A B OB B 04 R R 96 97 . O i
JR EEFX BMSC #EA7 R #EIR IT 5408 916 97 48 A1
T S W o DA TIT B A 2050t 4 ) 1 s ) R N K
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