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b BRI A, NAIREE AT IS 7
A& T AL, S BUIL B ABE IR ( diabetes
mellitus, DM) [R5 AN W B2 T Bl bR © 28 1 T 3]
Tk BB SR H AT 2 — " BRI R BRI
U MUE PG K AR R R B BB I R, i R e
O PR IS 8H AET (B LIS PRI I T R
5 ESIALAS I ACAE L B RS L I G 7 | 22 R 4
PO RIBE PRI 1L 25— ROV RAE

TS T A HL(WHO ) R R AR 23 g 4 R . 1
BORE PR (TIDM) SRR BB PR AL i 5% ~10% ,
FE—BRBEST T 1 A R SRR A B BN, R
PR T ik EL A A s e & B M, 5 BB & B 4f i 2
BB , 195 30 A AN A, AU S Al Jy 28 42 . A
ol B B A AT AT R 7 5 2 BB PR (T2DM) | SRR
Ji & ZRARPUBBE IR , BIr oy LB ik 90% ~95% , Je: th
EZUDSE S GO AETAERT ) T 5 GO I ]
By B BE b, 5 BB B IRE T R, B 2 I 15 e
B, 3 AT SR RN bR A AR IR S R PR (435 A
FERISTRU B 20 388 2 e e TR DR | 5 6 P ke 2k
SR A BE IR , B 2595 R AR R %) o AR
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Tampasnte &4k

i 4 BR 5 Bk & 4= ( International Diabetes Federation,
IDF) Gt , 4 3ibl PR i & A B 2000 4 (i A E0
1.5 42 EF+3 2010 411 2.2 42,2025 FEHHREAE) 3 12,
e X IR R R IR E 156% o SRR N K,
AR B AR Z I E R B E A 1980 4F A
$1 1% 2 2013 4515 10% " SK11T AT 32. 2% 19 %
FEARER YT ;2017 AEGETT, 3B PR R8s A0 15
1.2 4¢, Br i be 4] 10. 9% (181 1, DM) , 4l i & 32 45
(impaired glucose tolerance, IGT) AZLZAS5 0007 A, /5
Fe4.6% ([ 1, 1GT) , #EHEF,2045 4E3 FE0E R
NECH 5 ETH RS R BRI ™ B RN FE R B A
AT BT 007 7 A i B R T 2 o 25 TR 22 5
WRE KRS E bR R U2 E T 2 Geh
7 WARTR IR ST 15T 25 2 0% 2 I Hs iy e
K5 B RS AT O B R
NBHIAWHEZ AL SR IB R AN TE 25 AN BESE
PARATEIGS T, R I AR A P 1l o = E A 2, PR, 34
K AMUSCR Y PRI A A

[7] 78, 5% T 41 it ( mesenchymal stem cell, MSC) J&—
FHABHREHRAET W ZRE T AN, 72— KM T )
SRR AR R, e AN R IEE AL E RS
FEAERT . Friedenstein % F & B T B6IR) S0 T
ZH it} ( bone marrow mesenchyml stem cell, BMSC) , Rl &
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Fig.1 Statistics on the proportion and number of diabetics with diabetes and IGT in China in 2017.

And the prediction of the proportion and number of people suffering from diabetes and IGT in 2045

(a) Statistics the proportion of Diabetes and IGT in China in 2017and 2045 (b) Statistics the number of Diabetes and IGT in China Data from

IDF in 2017 and 2045

HErPRERS 7010 B B BT AT AE A A i A0 i R BE S
J< B MSCs 7] LM 47 (UC-MSCs ) | iy 48 (PMSCs )
SMJA L (PB-MSCs ) | fig i ( ADSCs ) 45 2] 21 v 73 14 3¢
15171°1,2006 4, [EBRAN IR YT 2 23 5 T MSCs 4l
MISERRUE: (1) MSCs A 25 TE AR U (4 2 215 35 45
LRI IR A AR LI RE ARG (2) MSCs b2
#ik CD73,CD90, CD105 45 4 fifd 5% i bp 75 9, Bk =
CD45 ,CD34 ,CD14 , CD11b, CD79«, CD19 } HLA-DR
FISr T35 (3) MSCs FEARSN &4 w620 5 A 43
A AN I 40 R AN TR RE T MSCs
1 = 2R PTG O (181 2) - (1) B oo Z Rk i i
RIURIRE ST , REAE 70 o I 107 440 JE 5 240 D o 22 200 M
453 (2) MSCs (955 7005 T, RE W 73 15 25 b 240 M IR 1
AR E KA T TR T G T SRS,
faj T 5 2, MSCs BERG 4 1] T JRAETRAL , 70 i A K T,
PEAT SRR R S5 0] 32 450 40 L 4 S A7 e i 7 AR o it
% B E A2 Rl MSCs 38 B I R A
TR T S 4 . —J5 1 MSCs RS R #E0E B & B
WS L, 941 T 2 B A A A ] S B AT [
A 19 S e A AL T A UBGIRZS , i DC 4A i 75—
J7 i, MSCs Jp AT R St FRRER B T 2 4296 1L
14 D M, fok 240 O 2H 21 9 i T S e ) 1 5 o
THEIATT & RPN C A 1 2 H0E , HFTE R, Bl
JRAD s e T I 2 A2 45t , LA A B IE 2 LA, A
51— RSN I AAE 18— B8 PSR , T2DM i
AT RE L B A LA AL TGRS SR g 2 i o A

T A LA DA SO PR TR RE T — 2508 19 B
o PRI, AR SOX 40 I IR T B PR Y 20 7L LA K
FRSR R PRI HEA 7 183

1 THRRTT #ERmEI 2 FHLH

TAMMAE S PRI IATT R IHLE A - (1) RERE A1k
NI B AU, (2) 555 T RE : O 4l il 5 e 5 e ds
FrBh R B AR AL s Qe MHIFE A ; GT 41 Ag
BEORAT N TR PE B AN, RIS B 4T RE; DT 4
REAS o 1 i KL
1.1 THEEBEESLARS g A

T4 A £ e vk ae, T 40 il i 15 S e
SRR B AT ; B I 40 L 0 5 T 4 o = A B B
HEAT A WFFE U BM-MSCs iE17 5 B 41 il i 5
(1) i35 0 20 Jf o 238 JoR -+ =4 i ] it S A R TR
(PDX1) ,HANAE B 402235, 2 M 5 2 43 W6 N AT i de
ML PR 5175 5 i 40 00l J % 25 R0 v 10 W% 22 174 40 i 4 331
17 68% +14% M1 55% +16% , 7 ik I 25 200 s LA 4 25 b
AR J7 37 I L %7 Wt T ADSCs
6] 77 5% R A A . X UC-MSCs #4715 S 1
FRIE IR T 25 5 W R A R 3R 2 80% ~
90% WA BE,3 2555 ar Ak Oy TR 2 R A I A0 e (3R
1), R = 2R 5 54 A 4 A 1T 1) T8 80 TR R PR 3 248 L
M DG BE PH 119 e 5 R g 2 28 1) 7= 25 R A T 40 i s 5 4
Rl AN IS S R T T R T R A
W R AR SR HRGE AR SMA T 10 g 4l S
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Fig.2 Introduction the function of mesenchymal stem cells

FEEIRE B /I BRI A AT o B8 B S0 1, I R AE A A
PHZARDIE ™ o ANE PR SR WK PR,
0T SN SO AR A BE A4S 20 MBI 2K A AR, A T
W o P M 7 e e 0 3 UFE T AR P i 2R3k miR-
375 (JRIVR A0 AP 25 A i ) microRNA 3 #2240
AR 3R I3 I8 B TE 45 R B, % Ge A miR-375
S DN 8 REAS O ADSCs 7K IR 5 FE#% , PDXT (1
FEBACPHEIN T B A5 1B 3R A0 2 WA R T
24 5 e PR 25 8 A7 A 9 A 2 R 28 D5 £ R
W, A B0 PDX-1 mRNA B e ey 8] se o+ 4i i

®1 BARRTHEBEMNFSAFRSRARALRE

Fo WIT4

L, FE e

HEA—E MY 6.

Table 1 The processes of mesenchymal MSCs induction into insulin producing cell in vitro

FEIRA (8 AL 27 5 5 1 Oy 1 2R A7 7 I B2 2 400 M 1) 1
BRI R BRSO AL U R I R
FEEIE U T, LR 5 K 5 5 B fdf AL~ 5
PDX-1 mRNA {3 im0 7 7 Bk & 2 40 g
(IPCs) [ LB s F3F HL AL 4 i RE S 2238 5 B 4T
REAH G Y Ak A, A2 4 W 0 O = AR e i 3R L C
K g5 b T ANREANE A AN S T A R
mRNA YL 2507 P ERRR 8 44k iy TPCs , IF:

AMKIE PR BERti B R 7l B KB 2% 30k
e JeIfi 3% H-DMEM 0. 5mmol/L B-%i3& £ 2K [2021]
BM-MSCs 45— FlfiliE H-DMEM 1% e 755 L8R 20ng/ml B-FGF 2% B27 2mmol/L L- 5% Eilk 8 K
et T 1M H-DMEM 10ng/ml B-FGF . 10ng/ml &% A 2% B27 10mmol/ L 4k 8 K
UC-MSCs 45— 10% FBS H-DMEM  6mmol/L 4:Hi iz 2K [22]
— 10% FBS L-DMEM 10mmol/ L AR . 20ng/ml % i A K [ F 6 K
W= 109% FBS L-DMEM 10nmol/L {55 Z 24 6 K
ADSCs  —#ES: DMEM/F12 10mmol/L XA 2nmol/L #i5ZE-A 10nmol/L RS EHRM 3K [2627]

%-4\100pmol/L HGF ., 10nmol/L T ik {2 & FR ik 2 . B27 IfiL iE 2 4¢
Py N2 #s )
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HAERE ST, ADSCs fifi FHAME 5 755 3 K(F%
1), AT LT JBt i A G 35 DR 1 25512, Trivedi 2577 fif
Rz 9:4% ADSCs 8153 2 5 55 BM-MSCs R4, iff
175 ) 1 BUBE PRI B8 BRI ¢, IR 22 2 A A Y BETS
SRR ZIRE R A RV KR, S E K
TRE30% ~50% , 1MLiE C BRKSEF+H & 4 ~26 £%;2014
A %A B FZ 5 04T T 2 49 TIDMFR X BRI PR
PRI, 1 A B BE (BW) R I T 40 il ( HSC) |, %
111 2 % BW (HSC FlJHE & 3R 73 WA 20 g (1SC) 5 By 24
ASF R BB A5 B R 2 0, S R OR N B
WFFE A 1SC AT HSC k& i 1AM o sl A B B
o M JB A PR AT AT Y B T i — 2B BT R
e A T30 AR 2 S v S 77 A 11 JlE 5 28 4R 252 1 i) AR R 2
PERIRIBLAEN ' 52015 45 723 ] B % 35 () I R F 93 45
W 5 SRR 4 KL ISC fEMTERT AT T R4
YR 3R B A DG A SR TR - 3R AR A 2 A
B TR R B 2R (0 4 Wb i L ORI K7 S R AR 1
M, 1SC 5 BM-MSCs {R A 1557 14 KIS Hk 1% ;24 1
HHIBEVI AR R A T 120, P15 5 R AR
HH1(63.9£20.9) 1U/d 4% (38.6 £8.5) 1U/d, %52
Y1 H1(57.56 £21.82) 1U/d [ % (40.5 £15.99) 1U/d;
WFRENNIZITE 37 R T 6, G y7 TIDM #2448 T
R AT AT L o (AT IR Y IPCs HEAT
TIDM (il PRIGYT IR H S 29k . Bilan, h — M
ERLAE SRS S B S I o R 28 S I DA
15 GMP FRUESAE T A7t TPCs s BEAR Y IPCs 1 40 i %L
A YT 5 TPCs LEMR N A 5 ] 2 75 R
S5 ) BT e R P DRI 9 B B i
1.2 THERIZES R ER
1.2.1 Fapbsmh el BRsfE BB
MR TR A sos i 22— RIS oAl R
3z P Y 3 D DR 1 5 A A R [ B
i S AR HE e BONE 0 T B AN A 1 018 FH 25 0 2R 17 e
FEDA XLt 25 3 45 . A WS SR, MSCs
REAS ORI 156 2 A0 1) S8 B M, MSCss 43 WA 1) 1 A8 P J2 2B
K F (VEGF) JH 4l il 4 K Bl F (HGF) kA K A
T (TGF) 55, B AE F ML 45 A ORI 4 M 18 58 73 24, 14 5
T B AN R FETE Y L MSCs 5518 5 A L 55, R B
R BRI B 2R 4 WA KT T B 4 A T R A A
1R, JB I AN SR B s K PR TS S
WA K F 32 1k 2 Rk & BESE 55 . B4 5 MSCs
FLBE R 0 IR B 20 1 BE 0% b 2 AR/ BRI 1 K-, 5

HATRSSR AN A BRE 1™ o H MSCs 555 41 o 3
A/ U AT, 30 MSCs REAE 4 JBR &% 200 fi €0, 3%
FE—A> “ 427 o Jil B F 9 6 40 A A R, 11 40
5 A R T 75 37 O L 8 0 1 5 240 MO 0 A 0 DR AR 4
5 P I A 3, MSCss B 20 i H: VEGE L 52 B, X
PEUE T R FECT AR RE 8 7™ 42 VEGE , fie 1t RS AR IR ) 1)
MR AE ™ o RE, HA2E# Yoshiaki 457 BF 5t %
B, 200 A AR 2 x 107 4> MSCs B R4
LB 400 A5 I B A A AE 15 FEAR L, Bk 1 A A
REAL I8/ DR 5% 20 M 14 5 5K i, OF BLE RS A IS A9 58 —
FRAGI )T A1 BIVER A AE . BRI MSCs REfS
BRI BN R 1, 25 IR AR P 5 7R 0, e B
A PN AR Y A R TE AR T R Z A B RS A
F14) 200 L) LA R B ) I U2 A I 32 0 B S A %) 4 e
JEV R A5/, 156 BH MISCs K T SRy 00 i 49 FH AR 47 e 2
AL G AR o MSCs 5[5 B LR A7 I PRI
ARIE, WEEE AT T 3 (32 e B AR S A 7R BM-
MSCs I a1 i RIS, 12 4> A i BE 5 8 18], 321K
VA A ROV 5 BEH HLAG 1B 5 B AL, 3210 1B )
AR & T B, 7Ed v 6 A 5 S BB S R A
F s 25 R MR A K C IO SP-dA Bl 28 5 i HLRE %
RPN R S H v B A 0 5 R 52 1K A
A BERREA R LA T e PR3 1) 7 M e it TRl i
ity LY TIE MSCs 14 4 T 2 75 A7 19 A0 B & 6 A A 28 ol A
T R AT R

1.2.2 #E MG 1A MSCs ik FRALMENR
A4 ( major histocompatibility complex, MHC) T T A~ %
ik MHC I, th i = $L 353 4> 7 CD14 ,CD86 ,CD40L 1
CDISL, {53 MSCs H A BARAY e S 1k, MSCs 73 A
200 ML PR (R SR A AL T PR ROIR 2, AN PR e i, AT
“ULER” IS S — R AN AN e SO L B R L,
MSCs AT =4 Fif g1 2 E2 (PGE2) ™" g U SE P
WD 6 2R (TSGO) ™ FURR™ | S e 45 et
A 3T AR AR L DA 2 R )
PUARRIUHEAL , [ o400 ) 5 i 4 J P 4 i A
ML TSCO Ui IE Jr ANk A RAEFRAL. AL T AR
SN, MSCs REAZ 73 i — A AL A (B = IR A
BENSIMR I 2,3 IUUAE B 1 RO IR R A K 7 B
MLZTZNAARE 1 4 ] P R P P 0 i ST T
P 1R AL A A PR e FUBIREESE 357 S
IrTAME RAER KA AWK B, 7E MSCs 5 e 4t
PR/ BRI P, IR R B IR o BRAZ AR D A A 2
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P TL-1 B 33k Ay 40 i PR A 2 05 o 5 B Jl 5 % A
/N BRARC, 1 S 2 1 A2 A a5 9 (14 (TL-10 B 53¢ A 5~
B3) B g S B A 5 , 3X 25 SR U B MSCs (1) G2 W 9
AR T 200 P R A, S A R B A0 i 52 B S i HE TR
SR TR A AR . A B R B4R 2 1
24 Y ( matrix metalloproteinases, MMPs ) . MMP-2 #iI
MMP-9 Z: 5 MSCs 1E{K N S-S B 4 TR 205
Bl 755 MSCs He3EFR 10 T 240 S mi /b CD25, T 21
Ji0 B 38 57 RE 0 R B VS in SB-3CT (MMP-2 Al
MMP-9 kg A 50 ) A B0 T 4 P 52 38 5, ik — 20
Bk A B3k WA AR 1 BRE S S e RO T 4 a2 if
CD25 ik, RIEGBEI IR hAE ™

1.2.3 TapidRyrNRER HH, AERY B4
Hio et MSCs RERSERE RS B AN/ILhAE, 2t ds LA
TIUFHLH U, (1) MSCs 5 88 2= BRI 2 1
IPCs : MSCs HAT 1] 5 413 41 U SR BE g, (HA W 5T 3%
B, MSCs FEAR A U1 5 28 Jie Jit 14 308 A 20, A I o 32
Hh BEE , MSCs JF B4 il 1 1A N 7L FIE 78 B4 A8 52
HAG 3 , T LA — T A 20 4 O X055 1A D1 i 2 21
B, (2)MSCs fet e B A0MIAY-FHAE, X T4 Y
THA B AAETFD AT REEHED : OBA BB S 40 M k17
HEFE 5 @ DR 1A 40 B A B A Al BT Y B A
Yoshihiko 257 fF 5% % PR, 4 R 4h 1 2% ( streptozotocin ,
STZ) ¥ M I /N Bl 285 BMSCs gy v Je 7 K, A il
ORI D B A ], X B AR A B KK
TR 5 EUR A BB 5 A0 M A i 2 g . ok — 2P sk
AR BoR SN EYE BMSCs 70 HOF REAS 15 59 &
AR B A, T IR IR S kb SE A R
AN, WF5E B HEN BMSCs ] REAR B 304 B 40
ML SR 4R , i HOF & c-Met 375 B 4 /i #H 4 /g 2
—BAMECh B . A BT X STZ /N Ll
MSCs , & BH/IN BURS) P T i &2 240 O 22, I 5 25 4 15 31 i
52 ;MSCs 43 WA 1) VEGF  HGF | Ji & 28 A A= 4 P -1
(IGF-1) (/M Ak K H 7 (PDGF ) 55 41 fifg K7 XF B 4l
B AR R 2 T A AR T ] AL T A A TR R
K AN 5T 43 0 I B R A R T AR
B, S 00 3R 8 IR 5 R S MR SR IH 1 IBE 0 &4 ( paired
box4 , Paxd4 ) BEAH AR IR &) o A A HEZEABL T B 41
RISy REAE AT % STZ 5 SRR IRA %4 T MSCs
RERE ORI N UEPE B 4, GRS B 41 LAY DRt
AES 53 B B B8 H LU % o0k, X W2 S5 SET T Y
— /BT % 5 I AP R R BT R | % 4 A A £

S b PR A R 1) E B P . — , MSCs 19T A AL RE 1 P
NTE B AN SR A2 A AT TS R s MCSs 55
HEILRETR 48h J5 , BRE A0 N RO TE P (ROS) . — %
PR AR T TR B A BT R AT, (o7 9 2 40 M £ 52 240
ik HE 44K B 52 00 s Ohkouchi - 45 Hi , MSC 43 W
B EL I 1 BERE IR ROS 51L& A AR I T, ULR 3740
Ji A2 A 5 oA WF 9T R B, FE M 20 W = 1
A% AR RL v, MSC (A ARG 58 1 0 A A B Il 21 R
INAR-1 A2k, [t FAAIR T D5 A 22351 . MSCs
SI AR MR T, REASAE 52 32 40 4 M, 41 12 40 0 B O
o, BABUAALRE ST, DR IR E B 4L, AT 53 T
B B ANML A I RE
1.2.4 Tl mERERMG T2DM 2L R
LT (insulin resistance, IR) 52 A) = M, IR A9~ 4
A RIS T4 SR UL RIEMBILINA JAE A=
B RAEN T T TS R E5HFRASH T IR,
RIEFHM LIRS H IR T IR 555 T
IR - T2DM B e 5 2R AH AR 530 % 52 P 2 5 i 3
e & KA TIRE , BB B 2K R 3R A2 AR K
i 8 2 2 A K S A RS A 2 B X A
TRUETEAIE RS 57 B B AE A, T AE— 5 FE b B AE
filt H AN SE

BURTE R AR T, RAE P 570 WA 19 15 0 25 52 Wil
i £ 2R 52 VA i 2 R e 2 A 1 L, IR 5 3R 2 1A K
SRR 2 e A A R 12 B 4 (GLUT4)
BELH A mRNA 7K 19 3235, B AR 40 I 4 4 4 79 e s
MSCs BT Sz il PR -5, {13 S 8 20 B Ak A G IR
5 BB R S 2 It A 4 3 A 10 S e A0 i, A
TR 5 MR PR A8 2 1) A AR A, 49 o R I 3R R o
X R BEAT BT (7 K) st (21 K) B Beidi it STZ
Z G P MSCs M4 16097 . MSCs HiivE ), & &R
M g GLUTA FRHE NN, [ & 2 32 IR 1 (IRS-
1) FIEE G B (AKT-B) 1Y BRI ALt A7 15 242 F, B
W TEALRERE U B 41 1) Zh RE , i RE i35 B 15 %
AT 5 TR 300 1 B MSCs H ke 35 19 1 K dE, WA
BRERIG (7R Y7 T B RN B RAEAT R o ARG R
P Mitsugumin 53 # [ (MGS53 # [1) i i {2 78 B #5 1L
IRS-1 32 2 AL 1M 5 45 JB % 2 SR 50 n 5, MSCs R 2l 3%
T2DM B 8 4 B B 2R SRR, 30 4h] UL
MG53 [ FF i, 3 55 GLUT4 (IRS-1 F1 AKT-B #§ R 1k 7K
T R ™ o BAh, 7E Shree 457 g 37 () 3T3LL A
C2C12 20 Fy B & 28 FR BT B v, 22 i i ) 52 o+ 40
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J A5 A B % Ak ( ADSCs-CM ) 4b 39 1) 20 Jifd v 1k 52 19 55 25
77 A A S A IO 4, X P T ADSC-CM X6 filé
S EAGRAE R, AP GLUT4 J: PR 3 35 K F W2 7t
12, IL-6 FIEFV i I 400 o 390 i DR 3k /K - Wl 25
I, 3 AT R A W J 5 R 52 (] Bt AL A AL
GLUT4 FIEIRfk AKT-B 3% 35 (1) 34 5 Ui B 1 5 25 0% 45k
SEFFY 1 TR 5 22 A 5 3 5

£ b, MSCs K363k MHCIT HLAT HAK A G g2 B 1k 5
MSCs 155 53 WA AT LA 2445 B4 A JE &2 40 1 i L R
PPN A 1Y 1 2 240 B N Bk 1 B G e Vi R s MSCs 114 1
SRS TR FE 0 R 0 9 42 R P S e 200 B P RS, 2 i e
WEREE R (0 PESEAE s MSCs 43 WA 19 4 i PR (4 A U5
B A A2 HE R B AN AR B 1B 2 i Sl
B O I AL, H TR 2 E RO, R
MSCs 1955 53 WA 2 A W PR B 2 VE FIAIL AR

3 TR ERERRR GRS

FLTF MSCs 19368, 78 Clinical trials ( http;//www.
clinicaltrials. gov) HH 462 & P, MSCs A B T B K5 . A
AR AL L ZE 4 1 0 2= 058 A0 | SE AR 2% B AE HE

FR BB A B 5 R % S5 B IR 9T, 1
“Diabetes Mellitus, Mesenchymal Stem Cells” & & jr] 18
K MSCs T4 PR A PRATF ST, 8 0 e A 1)
FO 5T 240 ML A AT DR B S A 46 i, XA
[) A 5 4 T8 78 Jo 1 At e v a3 RACR i AT T e i e
SRR, A TR R YA T 4 0 T 1 BB R (3R
1) 2 BUBEPRH (3% 3) Al PROT 5T , 16 b oK e B
i IEE S5 7 B AN RRONE, A WE S A D A 1) L B
PR IR | 335 e T BT A 1 Pty 4
BAM 1.1 x10° ~ 180 x 10° cells /kg, #iiE =X F 8 2
AR I o oA 5 A T R B K
12 4807 450y S 3 RE A 2 AT LA G 2 i
PG A I A S A R P AR AR R I O i PR Y
IR R R, C IR 2 T /72 S R (AUCe-
pep) I-TF FPG. PPG . HbALC F 2 J5 K il (545
A, R T 240 A 1 i B 06 DA 5 oy MR s 52303 € IRk
- C IR/ A% B ( CPGRY) 14 7 s 6 W] T 40 i 1) o 12
T B2 S RE R IR 8 R AR 5 ) A2 1 A B
17 H )[R 5 2R {6l FH R0 T e i S5 110 SR ) AE
KA REARE PRI RS B 3

xR2 FAEELKRFERTABI T RERFRIGKETRRA T
Table 2 Effect of MSCs from different sources on clinical study of type 1 diabetes

J#51 2 e SFe U5 MR ZER EHr Bt 7 B 1] TRITRICR E = DTN
1 HSC 11.0 x 108 cells /kg 28 ik 36 ©~H  AUCc-pep 1, GAD |, HbAIC | , 5 [72]
2 BM-MNC 180 x 10°cells /kg 3 il 124 H  ICA (GAD il Z ok, ¢ [73]
JKKF- 1 HbAlc |
3 UC-MSCs 2.6 £1.2x107 cells 29 — 24 4~J1 FPG | ,PPG | ,HbAlc | ,C kK1,  [74]
CPGR T, By R ARt |
4 BM-MSC 2.75 x 10°cells/kg 20 #rlk 1241 CHRKF T sE— [75]
5 AD-MSC and — 20 Ik +BARROEER 24 A7 HbAle | ,C BRKT T BB ERF kR [29]
BM-HSC TS FHA } ,GAD |
6 UC-MSCs and 1.1 x 10°cells /kg and 42 JBE Bl ik 124H  AUCc-pep T, KA T ,HbALC |, [76]
aBM-MNC  106.8 x 10°cells /kg i S AR |
4 B @ SRUE AR BRI 25 5, - I A A IR T 1 25 57

R P b ik RATE 7 205 5 . 7, MSCs {6075 Wl F s 114
I PR FTIAT 1 K 2, (EZATY A VF 22 ) i £
fiptk. B, TN & T 2W 28—, In R 251
TN AT & GMP S8 —bnifk. FLUC, 40 i i ok
Uo BRORANTRI R A 1 240 A AR ALY T 20 g S A A
Wi DRe , (HR 25 AR IR AFAE , WA TR A 1R AN Rl 4 41

PEVEE I RE 1 25 52, i S8 7 W PR 1oL P i 1) e 2
WRE o FRR ARG YT I R TR o A R A
AR R YR R AR P 240 M R T e 2
et KA B — L E . B,
MSCs 2L 55 70 Wb A AR A AR B T S e A P 55
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X T BRI IR T, R 18 B2 S A UM IR T I
%o ARG, CD49a B R4 = T4 ) B 410
JLA34k il 7 CD49a HLAA (1) BE 21 8 (1 Ik 2 &
B4R T B MM, PR T RIEY ., W
BT , 30 i A T I 7 I 2R A0 X A
PP S AU . B4, Fanny Lebreton A3 i BA

ABTF ST R AR 12 5 o P ) S8 5+ 40
5 5 240 S A ) 5 A B RO B = 2 200 AT, = 4 0 i
P BRI RS AT LA DGR 5 5 HE e 24590 14 1, ) IR 5 e 19
PRAP T IR 3 40 ML, 2 P A TEAE HE A FDA A7 25 H AR,
PR ST BAE T BER A ORI AR,
HHAE MSCs X HEPRIA 19365 IR 2 S R A iS5t

x3 AREELKRIFEHNTHAEXT 2 BIERFH IR R BTHR G T
Table 3 Effect of MSCs from different sources on clinical study of type II diabetes

J¥F AR AupamEEcE  ZIAER EAr BEVIE gy e e S PUN

I BM-MSCs  3.5%1.4x10%cells 10 1248 64A  HbAlel , BB ZETRE | o

2 BM-MSCs 2.8 = 1.9 x 10%ells 118  JH#¥silik 33 4H  FPG| ,HbAlc | ,CJk/K¥ T ,CPGR T, IS  [78]
EXTES o

3 UC-MSCs 1.0 x 10 cells/kg 61 W 36 4~HA FPG| ,HbAlc | ,PPG |, CJik/KE 1 ,CPGR  [79]
1, HOMA-B 1, S ETkE |

4 UC-MSCs 1.8 x 10°cells /kg 18 ik 6 4H  FPG| ,PPG | ,CHE/KF- 1, Tregs ! 0

5 PDSC 1.35 x 10°cells /kg 10 Hk 3IAH BTk L C KR 1 .

6 ADSCs NA 40 Tk 34 FPG | HbAle | B FHEFRE | ,CUKF1 [82]

Abbreviations. AUCc-pep:The curve of C-peptide levels; HbAIC: Hemoglobin Alc; FPG: Fasting plasma glucose; PPG: Postprandial blood

glucose; ICA: Anti-islet cell antibody; GAD: Glutamate decarboxylase antibody ; CPGR : C-peptide/ glucose ratio; HOMA-B: Function analysis of islet

cells; Tregs: Regulatory T cells
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Molecular Mechanism and Clinical Research Progress of Mesenchymal
Stem Cells in the Treatment of Diabetes Mellitus

CHEN Fei WANG Xiao-bing XU Zeng-hui QIAN Qi-jun
(Shanghai Cell Therapy Engineering Technology Research Center, Shanghai 200000, China)

Abstract Diabetes is a chronic metabolic disease of hyperglycemia caused by various factors, which has
developed into one of the epidemic diseases. Chemical anti-diabetic drugs can control the blood glucose and delay
the progress of the disease, which needs to be taken for a long time to be effectively controlled. The current gold
standard therapy for pancreas transplantation, but it has not been widely used because of the shortage of pancreas
and the need for long-term use of immunosuppressive drugs. Mesenchymal stem cells (MSCs) are a kind of self-
proliferation cells with the potential of multi-directional differentiation and paracrine characteristics. Recent
studies have proved that MSCs have positive effects in the treatment of diabetes, and are considered as the ideal
cell type for treatment of diabetes. Therefore, this review The molecular mechanisms and clinical research of
MSCs for diabetes mellitus were briefly described.
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