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Regulatory role of mesenchymal stem cells in tumor immunity
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[Abstract] Mesenchymal stem cells (MSC) are a heterogeneous group of cells that are capable
of self-renewal and multipotent differentiation. MSC can be derived from various tissues such as bone
marrow, adipose tissue, and Wharton' s jelly in umbilical cord. MSC possess both multi-potent
differentiation and immune regulatory functions. The immune regulatory function of MSC mainly
targets inflammatory reactions, and tumors, as a special form of inflammation, can trigger various
immune cells in the body, thus MSC also play an important role in tumor immunity, Currently, most
studies believe that MSC have a negative regulatory effect on tumor immunity, but there are still many
phenomena of MSC's impact on tumor immunity that cannot be explained by this mechanism, the
regulatory roles of MSC in tumor immunity still require further clarification with more clinical trial
data, The author intends to elaborate on the latest research on how MSC regulate tumor immunity
through their interaction with lymphocytes and other immune cells.
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&) 75 B T 4l B (mesenchymal stem cells, MSC) 5518 i T 40 BRI AT AR i B AR T &,
RMERTAN AAAREFNE NS  BOER, BEEEAARLITE BAHE MSC
BE1Y . MSC e KR FE ST T SRl thin Sl T 400, v B B 45 %2 M8 35 1 40 Fi 4k 2 ]
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HAZE KEARKE . MSC AU T A KB 3
LT AR IR A SR Wharton EH,
EREEAEERE, MESHAERN, f1F MSC
AR KR+ 43z, B K N M E K
HArxt F MSC iR, EZEPELS [ LG
SR TIRE 2 A0 T, IF Bl R X MSC # s
BN XE, BT B eE",
MSC X G 2 Gt i 98 19 D BE , B 96 [ A S 55 1 B
PSR . I S AR O R R R B R
Pz, R4 X — Mo Rk, BN RERAKE
Ja RIS G L TCAE IR B ) , BN TR #27%, a0
HE EW. KFR, UL ELEREA (immune
globulin, Ig) & , ifi WL K IR 15 SIS BB g, — 2
EMAESEREM TR BN G, 4B K g, R%
MBI, IFR S ZR K B RER N . [ RIE
WALE W& MSC 7 —EBFE, & —F
FEOE 2 RE R &, B MSC 78 b J& 3 3 3% (tumor
microenvironment, TME) #* # /8 F , /& B § % 935
RIBFFE e, PP 98 4 9% (tumor immunology) £ &
B MR, MLk e Th e 5 Mg & A4k L kK R
T E SRR, LA AU X iR o 9% R 2 A i 8
240 396 3% A 5 5K R B4 1L o 5 e R e 5 2 T R G
BiiA. 1H2, BHRIA % MSC %I 8 4 2 1F F i XX
AR, MSC BE B fu s e FE A, AT fe
A

MSC i R #EHLE S I, FTIRE ARG R G
HEHIEE, M AN A R R G R R X AR
A, MSC AT # il “ B P S 40 I S 0 s AR
“IEI RN, R R T A
(regulatory T cell, Treg). MSC i 0] fE # B 88 R
i (natural killer, NK) 21 3 3% 5 , 42 #F B %k B 40 g
A R RS RLE W 1ML G A Bk, 7E8H
Bpsgh MSC it 5Pl i B M EERH R
H#&E TME B 5HMS s MEER EMERE . &
BREBPRAEEEREATERY. EHUH
MSC i i 5 i B2 20 M 5o b %0 0% 40 B A B4R R A
T i e A BB B 9T BLAR BT AR

1 MSCEHBMAMMMEEEERTMERENAYT
;!

1.1 MSC 5 NK 41 i 4 5 4E A

PR S BE R 2 o, NK g R ER R T H
SR 4 B, VLA REEM B — BB L. MSC 5
NK 40 fd 2 i) i 77 76 A B 4 5. NK 40 g 7T R 51
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MSC kA FhEd, O FEHAMAEE K
(major histocompatibility complex, MHC) [ 24}
FHXZKFFH . ULL6 455 & H %, #m L NK
HUM, TIE AL R NK 40, 758 3 T 0 T 0 A el
#Fy-THEE B, F 2 O A & MSC #4L h %h
0 B MSC2M 5 1] MSC2 X R] #1542 A b #5841 41
NK 40§ ) 3 58 20 B 3 14 I 40 i TN 7 A= g
MSC f] UL i3 7 WA T B kb %5 07 X, T iR
CD56" NK 20 Jfi #9 40 il % 3% 1 (NKp44 , NKp30,
NKG2D.DNAM- I )ik , t 7] 8 it 55 20 3 6 51 AR
# (prostaglandin, PG) E2, # #] CD56"#" NK 4 ffu
W y-TARR K EES bR e A R
1.2 MSC 5 T # & 40 fo #9 A B4R H

MSC X} g S B A W 20 hg, Ho 3 Ll 42
16 .83 TME ®2ma T i U 40 70 7 ; 38 5 40 i X
F RERA S5 MSC-4 M 5h 3 (extracellular
vesicles, EV)&W W, HEE W T HE 41 REE S
EALET R MSC RIPLRE e A .
1.2.1 @i TME ®mi T E4RAf  MSC Xt
MEGeE R EERYFEEYW, RHAREEE
BE MSC 5 T 4H inf 24 B 52 9 40 L &% 2F8cis, Xt [f] ¥
HHEAREEE /DM RS R DR, BAiEM
2F8cis TE LAY MR AR h , 7775 K &2 CD3 ™ #1 CD8*
T B 40 M 32 0 5 Tk MSC 5 Bk J 40 i 2F Scis LA
1 UEEBE 7 d)5, dE M 2R EEEE/NR AN, T
KB MSC 35 F M 41 M JE BRI Jig H R b, 25 4%
A R Wt . SR B R A R B RN
(immediate polymerase chain reaction) #& ] % B,
A MSC B A LU+ , MSC #R &4 o F 1 HLALE
ERARBREY ., RAHMEEMER, H MSCH
R 4 ,CD45 " CD3™ CD8™ T #k I 40 i 45 X (&
57 MSC i B s 4 R A Bl B 2 51 (P <C0.05)t,
XA, MSC "0 T bk 240 i A6 b 4H 41 19
g, #— P H G RIER, T MSC g4
FRLTE B Bk g8 028 b 28 40 B A2 e S B TE R 4
b, & MSC W 40 UE LR M B 1 43 rh, i 2
20 it 0 R B 7 i R R S S L AR R, ARl I,
MSC 5 i 98 4 J 48 54 F , T 52 v 4 35 40 S E i g
AR M. FRELEIN,MSC REE 8 751 N
98 AH K B £F 4 40 B (cancer-associated fibroblasts,
CAF) Fe - 8 R 41 2 40 Jfo #F 40 B, 35 T 484 fn fiek 988 3
BA M . Naito %17 8155 & 3, 3 55 40 Mo 5 A 98
O f AR B AR A, T 02 2 R A0 R b p 1) 3R T R b
(epithelial-mesenchymal transition) , 3 F# A& &
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AR = MR BB M K H (human secreted protein
acidic and rich in cysteine, SPARC) A /KF, Wi
{2 ik 928 4 R S i R 7B

HESHARA MR TME v R E G
SN EMEFS AR SR A LR RN
HARIFEME YR EE S W CAF®, CAF 5 RHE
LT MR A %, AT IE S B 2 W 0 35 43 W8 0L 1R R
YR W CAF A 5 K R [ B 4 i 40 1, LA R
20 B A0 3 B A4 e AN RLRE i U T BB i 4
MO AhBE B B 45 M, BER WAL 45 B 98 B L Ah
BB 1 T MSC # 1Ll CAF, i CAF X T &Kk
TRPC3 £ R, AT ¥ 1E #% B F (nuclear factor)-«xB
fFod bk, (et Bt ", CAF Wik B
HEm Treg WM M AMBHREAY , FERE
i 4r i C-X-C # 4k & F BL 4k (C-X-C chemokine
ligand, CXCL) 12" 1 4 48 14t R (interleukin, IL)-
6%, R bR A i P Treg B, W I B B 9 G 2
MBEZERITIFN., CAF R @d WA ER
(cyclooxygenase )-2, PGE2 Ml & fk & kK W F
(transforming growth factor, TGF)-8, % I Treg
. Treg X4 TGF-B, {2 ik IF % 4F 4 £ 41 g
HAkH CAF'™, W, CAF 5 Treg MEH W,
CAF &n] 5 H My S e M 48 M, 40 Treg M2 BB
15 440 g 3 (=] BEL 1F 20 B B 4 T ok B2 40 8 (cytotoxic T
lymphocyte, CTL) [i] it 98 .0 K #5127,

CTLYENH M SR M — R B A ™, 7
TME i8R, AIfE A E MR B E G N —1
HERNE. CTL £ 47 75 b 98 4 21U 30 1 i i
HAT, EMTMHBEHARAR R CTL, EHIA I
MEEGRERGR S, MATMEAAHHK CTL,
WA R R R ETE RN E AR, 2Tk
WHF R S5 R, MSC BE 7] 683 1 B He o0 4b Ry B4 48 20
B, A AT BESE o H A 7 =X 5 o R R L o e o 4
MAEMEIER, #iffE TME 43540, 5m T 4
HRHE A Fib 8, 3 T B e SR B AR R BT R AR, TEE
JOL P S 2 1A 9T o R AEAE
1.2.2 MSC4ri e FEHEZ 0 T bk 40 a3
S-S MSC 5 R4 MR8 2 18] F 78 XU #38.
TERRERA TR RN, RAE P 55 B9 R 1E F 2B 4k, 7]
X MSC RS AR TEM. MSCREAFE
R 2 N AT, P B R B B 0 M 4 0 Y 400 i TR
TR L, 3 S BH R A S LR e 32
WA, XS A T AR S R 11104 43
WK, BRARK B 98 38 78 B F (tumor necrosis factor,
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TNF)-a J y-T#H E 4 WAKF . kR Pm
MR SC I B 55 & B, MSC w42 i 43 3 785 K F
IL-6 RIfiEMEERKEFEHEMEAF,MH T e
MMTEE. KM PGE2 Bih MyTik®m 11-6 &,
RETT P MSC X T WREL B Mkl e, B
MSCHT T WEHMEI A XBE R, X
MSC WA B 5 R R, 2 R G5 (acute
myelogenous leukemia, AML)#i % MSC B & w] 4
WA E IL-6, 3 £ AML 40 AR 116 # ik, @52
IL-6/JAK2/5 5 ¥ S F % % 3% L W F (signal
transduction and transcriptional activation factors,
STAT)-3 {5 5 i B, & b B -18) 58 2 5% £k, AT R
i By it 2510 . MISC 7] 3 5 % 5 40 M o 445 W
BB E T B 40 et 5 ik

PR AH 26 MSC AJ 3 5 2% 43 98 J7 2 4 W 1L-10
5 STAT-3, # i #% 2 4R 40 i (dendritic cell, DC) Xf
Wi THRE AR EA, THEARE TR
Jote B Pk g , T S BB 7E 400 0 9 S L BE R RRTY), Hk
i A A0 R b o T R R s R IE B DC B 3%
i B Z AR, BB A OK ) MISC AT 3 iE 4 1L-10,
%S DC W STAT-3 BEMR LT , B BR L i) STAT-3
PEA A, AT - E AT A R F L
T B AR 4 2 B B Bk B A JR B0 TR B T L,
STAT-3 7] BH b7 B & Bk B & L - 2F 7 BEL B8 2 ok i
AR X RE DC [ T i EL 40 f % 2 Bk ARt 72
BMH, SBCT KA 5 S S KRR, ¥
BEEBMEZ B BERE THEHR »-THEE
BT E AR S, BT T M E 9L R
y-THERRE S, T o 2 00 B 40 MU et 22 L i
—H 5 B WA A e W R E . A A
MSC Al {2 3t 40 f A T 1L-6 433, (78 B 3R 4R
M DC /4 Z M, S8 # DC + MHCIL .
CD40 1 CD86 L3 4 F R K K FREAR. 68 T 4
B3 5E % M B, I MSC 89 3 g
iEee,
1.2.3 MSCilEd ek S HiETW T ik E 4
WEE 54 MSC It g S T e
M IGTE 5 AT RE R o TR MK
S5HMAENFHRAAE"), FAREH. -« T
F T JE9Y MSC 4 it % 1 #2 )7 M FE - (programmed
death,PD)-1 % PD-1 B2 /& (PD ligand, PD-L)1 Ml
PD-L2 @Rk, #minl @i PD-1 % CD4™ T #
HMLTE AL, T IL-2 2006, B2 M T 9 02 40 B B0 3 3
BiEH" . PD-L1 ] B #@ i PD-1. &M T &
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R S5 E AL, R A S BOLERY  H W W
»-FHREH WS . MSC £i5# PD-L1, Al PD-
LI/PD 1 ®ESHC/EM. WHEMEERE CTL
MELEMBAEE BOWRIMEM. PD-L1 MR
Ho R A, BE RH 1F B B8 R R MSC 5t CTL B30 #i &
A, #ETE5R CTL X B 4R BV BREE S, X F &
BEBEIRTAR. AR ,MSC 7 PD-L1
Xt T Wk 4T 5 0 AR AR BB R R
R,

1.204 MSCEVEREZW T HEHREES
Ak SRRIBOT IS # Bk e v R A 40 MR A A
B R M/ BB IEE R, 1T MSC-EV TR R
HREMN MSCEVAIBERK/NREFY, HR
720 A A R 0 o TS BN /0N R A O /N AR T 3 i
— 5 % /I B SE B Y %) 4 8 4H Ak 52 R 43 A IR SE
HEWEARSHE, FEEOTHARBEE M.
X5 MSC-EV M S EME T WHE 40 Th 6
EMdl v o THREKFA X, KKK,
MSC-EV AJ B 1K v- - FHRAKFE?, Bl ol |,
MSC 8 LA@ i 35 4 3 36 30, % o T bk B2 40 A A9 3%
BEEME R TRE, WK #F % % 40 08 6 & 3
R, Yuan HPNRRE R B R, MSC-EV W2 &
B T ME 4 Chelper T cell, Th)1 5 Th2 1
{E(Th1/Th2),# Wi # AML ARE . dik#
—$iEE ,MSC-EV 5t THEREHESELEE
AN,

Gholampour ™1 {k 4} L % 3% % M, PGE2 fE
Wi MSC 5 & % 41 0 &5 /A, ik
naiveCD4* T KB M Th17 ¥4k, B Thi7 ¥
BETR,. #mMMH IL-17,-22 5§ - o« FHEH =
B, - TFHREAXN MSC ZAEE W, — & T thiE
3, MSC & CD54 Rk, #EmEBLEFZE
CCR6 Bk #4L N F C-C B ITA K (chemokine C-C
motif ligand, CCL) 20 fE 1 F, % R4k 4t Thl7 [
MSC I Fi P2, MSC if ol i i W 5% T4k
W Th17,i% S FOXP3 (forkhead box P3) &K 5
BFX IL-10 M1 3 FREHAEFE L H3K4me3 Rk, it
MW Thl7 ) RORC ZHE X i) 3 o &4k, N
MW Th17%, Th17 A3 % % Thl B4b%¥HE
F R B &R A A TME, i Th17 ZM& w3
EME RS ®E. F MSC 7 f858@ 3 Th17,35 %)
YU 9E R AE A .

1.3 MSC5 BB HEEIER
MSC ¥k Bk E MR EE=E K@ W,
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2006 4F, Corcione %1% 41 5L B4 52, MSC X i1 24
BMHEAHMIEHE . MM BUEN LB ELW,
HAMSCs BHEABREELREMHIER, X B A
R 5 40, B S A A BB Go/Gl
BomIERSE BARATRIA., ALBERLE
A5 MSCHIEFRK BKE MM, K IgM.G 1 A
BrE A3 Z WK, 3 H CXCR4,CXCRS #1 CCR7 %
WY TR, X FH MSC mT &l B ik B 40 a4k, k%
RHE A, htal W, MSC i B HEARA
AR mBEEER,

MSC ®I 2 #ic1Z B W 2 40 i 38 58 1o 3% 40 A
G, O W E MR R g W&,
Rasmusson %5193 45 R 8 7=, MSC %1% 1L B ¥k
BAEEERE TURREEMER, LR
&R, X BUR T B R B 40 4 7 K
. BT, ZBF RS R MSC BA @i B i
B2 40 ff 3% 7 K o B S AT T E .

MSC ] 5@ i 40 i 5 20 M 22 18] B9 B 4 4 fih , 10 4l
B E A%, @S B W E ARG S FAE
ZRATTHRESER . S 5AREL EH. 4
T afk, 3w E T B 40 M8 (regulatory cell,
Breg) T 8£1), Breg Al it =AM R A & IL-10
%, PR 408 i S B T 3% L A A R
BHEHKGE, £ TME & ,Breg M EHE T
WK B 40 BLTE P9 B4 25 o G 0 4 AR Y 4 5 T BB, B T OB
S50 AT e RN, R 3 A g gk B . MISC H] il
¥ Breg P4 1L-10, Z/EAE B SR EERITR P,
MESHRBEERR EHREBHEYNTEERER
BRI 8 BELY), & LR M S, MSC 7] 1
B IL-10 7K BT Breg, S E & & CD69 f1 CD86
B B WA A SRR LR R
L AR MSC RIS AVER BHREARA
B, 25 o« FHRE= 4 R IL-10 4 K.,
Fir 98 48 & MSC K #t Breg, Al R BRIk £ F %
E R A Rk R

WA, MSC A 7] i3 & W PD-1/PD-L1 {5 5@
B, M HI PR KB B K B 40 % 5 A 4k, X AR A
VHAEREHORERE/NDBREER S C 2BE
£, TME %) MSC, 8] L4 78 40 i B 7 I 38 F 53
B3k PD-L1, K PD-L1 55 %8 4R M 4= & # L A 89
PD-L1 thEI#EF T & 46 T/B W E 40 % @ K PD-1,
2 T 32 ) 3 4 Lk G 28 T BB B FE B, A T 65 i 9 40
Mar= A G g kg ), MSC Xt PD-L1 FixHIm,
WERE S HEELE PRIELE, hit#—%
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B4F 7 MSC f %} PD-1/PD-L1 {5 S @M= L% M,

2 MSCEHftEBAMMBEERMEREHN
AR

MSC 1 R T HAth S0 5 40 0, % B g 4 0% th & 7=
H 0,3 MSC Xt DC 8% 41 g 5 58 T sl o
# Ml (myeloid-derived suppressor cell, MDSC) &
Treg WM, B REH=EEm. DT
MSC 5 b3 5 5% 40 B i) M1 B4 A 39 o e i i
TEHFETERMT,
2.1 MSC 5 DC 5% 40 M A8 AR H

MSC ¥ 4+ ith % % 41 fig B F (CCL2, Cx3cll,
TGF-1) , 3% %6 40 ffd X 7 7 55 &8 S g il ¢ CD14™
Ly6C* Cx3c1™ BB 40 M1, 3 B mik 40 I 1e) 4 5 10 )
F & Cer2hiF4/80" Cx3erlt CD206" ¥4k, B4
MEAE W40, P REFKYE TGFREREH,
HREME AR NK BHESEER X SR Z
Hedgehog {5 S i # 18 7™, FH#F Hedgehog #i 3%
fHS @M, AR N NK AR, R aRR
2 0 R B IR T RBOR X R R MSC AT E A
SRR NK 40, o 1 8 5 Bl e . CCL2
B—M/NFEAR, TESMWEMXERANR,
HMREER G R, ISR RER.
iR AR S MSC 52 58 K % 75 40 BfS 7T 38 14 89 OC S R 77
B 72, B 4 g A1 MSC W 43 CCL2, R 2,
CCL2 JRe] 554 MSC, pi i 98 40 . MSC., i 88 41 56
L gk 440 0 ) R JR0 AR A B, T3l i CCL2 Kot =X
55 43 WA VE P 00 8 P o R . E /D B R S AR A
F, B r MSC 8 CCL2 %3k, o] fif MSC R I3
FhsE Thak, WM& CCL2 5, M CD45* CD11b* 8
MR TE AR . B e T L, MSC 5 fig
980 FF 5% PR A MK R W U, T RE R el i 9 R

MSC #1 E W 41 i 77 76 /0 5 4 F©Y, MSC £
AT HOMOE B M1 BB s 40 B K AR o M2 RUE i
MR BEAES I H MSC 5 M1,.M2 #
B W40 i 2 [ AR AE AR ELAE TS . M1 BB g 4 g T
FE FREIL-PARESH -—HALLAALE
(inducible nitric oxide synthase,iNOS), % M1
L e 40 PO SR {3 SR B AL TR BB MSC R, R R
FI M1 E Mg 40 B 89 2% 14 3% 3% v AL 38 79 B 88 MSC A
B, B %5 4 ofF B 8 40 O 3 B AE SR 3R, Jia UV B
RERBR,F A ML & E 590 M50 504 5 R
H MSC J5, MSC 7] 8 & 48 & 7L i% % 40 2 MDA-
MB-231-FLUC W &4 K5 eE /1. M1 B E W4
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ML o THRKBR, B2 MSC 74 R M
B MSC2 40 jig, M1 BB g 40 i 77 3¢ fin MSC
Toll B2k 3 Kk KF., 78 Toll HZ KR I FEE
BRI T, MSC ] i) % B2 9P ) e %Y MISC2 #%4L0%,
MSC2 AT s IL-6 RSP A B2 L, AT AT
R BRI A AR R M2 R i o6 gt 4 R
M2 RIE A M@ o e M w7
(IL-10#1 TGF-B) K 5 i % A= BB F (i /AR R4 A
KB F.PGE2), °] {& o M98 4 & Btk U, X/
Fihig A8 26 MSC %5 M2 2 98 41 % B W 40 B, =T )
BHERELEK, EESUBAR S thEAFAE MSC,
HE5EHEHHALFH MSCHLL, EAGR# 8
Baifam M2 RIE AT GERARSEH
FHR MSC L5555 5, E W4 i - 49 M1 RIE Mg 4
A P r & (A 26 B 48 B 41 J)--DR . CD80, CD86)
FIRREAL, T M2 & E w40 fg 4E 9 45 & 9 (CD14,
CD163.CD206 ., ¥ B MM 1) R XM, KT
SEHEFAL MSC LA FNEMAR, 55
B MSC 30 B v 40 i v B A 5 WA Al B vt
2 0 L0 SR, AR B R TL-10 RIS E B 2, 3-hn R
% (indoleamine 2, 3-dioxygenase, IDO) K3 n,
T A R R T B 5R , FT A Treg A4 B3
T 5 B B 9 P B MISC % 37 fi e 4 i LA AR
R . Biswas ZUOBF SRR A, B A OGS M
A LA X 3 B 4 BN RE UR 1t 0 %) 48 M8 (monocyte
myeloid suppressor cel) 736 h M2 B B BE 40 , 3
i nEE AL AR . R, M1 M2 BB WA
M5 MSC HEEMERAY XK, AR, M2 BERH
M5 MSC REFFER 8T £, Wiz 4 ¥ X ik
AL, i MSC 28 &V M1.M2 B E W40 ff ¢
FHHFEAY, FETHE— PR AEE, LA
W, BRTMAT R E MSC AR #MBELEN
EH .

MSC2 %3k CD39 #1 CD73 % #H MR IMI%E, 7K
f#% ATP M ADP, i 8 o R B b 7= 4 AR E A
RAE , W FE A T N FE T B9 B4 40 B P B R R
(ATP #1 ADPYY, H i, MSC2 fER T, W #
TME o 7= A 5 vk BE R 1, il AR HF LA G e 4 ol 3K
R, A58 it 45 & CD8' CTL b Y # 4% 7t 32tk
AZA TG B E e RN, fh T 0, E MSC2,
ATP 1 ADP X 3 ZFZ M M EAER T, LKA i
T TR AR S B O R B R R R .
2.2 MSC 5 MDSC # Treg # 4 5 /£ H

MDSC 28 8 5k I ) — B 5 0 o 5 5 30 ) 40
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fi, 2 DC.E w4 e fn (8O M4 e ri k. B F B
FAH] G R 40 B B AR B, MSC A AL AT I
MDSC #58 , ¥ &l H 98 1=, 8 B A @ i 440 W &
fe# MDSC Z#REMH MER. HREW, Ha
JBC 5 98 A & MISC 43 Wb B9 Ah s R v & A 1 13/
RNA (micro RNA, miR)-21, ] L {¢ # MDSC t
CD73 & ik, #f Wi 7™ 4 R 7, /2 3 & % m &
TME", MSC # o i@ i3 7= £ — & 4k & (nitric
oxide, NO)HI TGF-8, 3 %% MDSC FJ il 58 % 5% 4
IfE. MDSC ™4 KB REMH /7 F Of 2 REE 1.
NO.TGF-B.IL-10) , A M # naive T 2 40 o 38 5
FeidAb 5 i g 40 o T, R 380 48 e Thl AN
Th17 L7 GO/G1 #1,25 CTL A1 NK 41 g i) 48
MEEE 7 5 3 A O B WG 4 D 5% i 6 AL, SR 3
I Treg k58, MDSC K4 % 1 il Th 88 v % %
-FHRERABCY, »-FHREFES MDSC Lag
AT F (PD-L1 & CD40) 2353 i, 8 it PGE2
1 S100 $545 & A (calcium binding protein) £ &
Y A8/A9 A B, @t B 4+ i i MDSC 3
FREL, v-TIREFERA Thi KB4 NK
HBES AT L, MSC T fig i i X MDSC #) #%
M, S B0 P 9 4 58 1R 1T Th R

MSC @] 43 # IDO, i IDO & — fh & W £k if1 41
EHBE, 1T % 0 F B (tryptophan) 4L A K R &R
(kynurenine, KYN), M\ i & # I 8 % 5% 0 %l 4E
B8 KYN 8 il # naive T ¥ B 240 £ &
FOXP3, it M A WM BE A REMH/ERAK CD4"
FOXP3" Tregt, #& TME t,IDO &£ a]#14] Treg
B e & Th17 $%46, BAKHLHI A MSC 4+ W 89
IDO, ¥ o B R4 KYN, i 6 & B K F T f&al
FHEB GCN2 #BsEL, T GCN2 B vl 3 | &
FI%ES B B BR 4k, AT 40 1 2 5 9 % B/mTOR {5
S, EAME B/mTOR 5 S @B HET
WE K IL-17.-22, % 5 B R 0E SN B A AR e 98 B
Treg, B B LE 50 MR & Th17 /4, & wapLA L b
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