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Function of myeloid-derived suppressor cells and strategy of reversal immuno-
suppression

QIN Guohui, ZHANG Yi (Biotherapy Center, the First Affiliated Hospital of Zhengzhou University, Zhengzhou 450052, Henan, China)

[Abstract] Myeloid-derived suppressor cells (MDSCs) are a group of highly heterogeneous immunosuppressive cells produced in the
bone marrow, which accumulate in large amounts under pathological conditions such as malignant tumors. MDSCs are the significant
cell subsets that reduce patients' response to traditional treatment and promote tumor progression. In recent years, immune checkpoint
blockade and adoptive transfusion of engineered T cells have significantly prolonged the survival of many patients with advanced
malignant tumors, but the effective rate from 15% to 40% in some solid tumors including lung cancer, colorectal cancer etc., which is
closely related to the immunosuppressive microenvironment in solid cancers. With the accumulation in tumor microenvironment,
MDSCs reduce the anti-tumor immune response of patients by inhibiting T cell or NK cell proliferation and function, which is the key
mechanism for patients tolerating to immunotherapy. Therefore, clarifying the accumulation and functional characteristics of MDSCs
is an important research direction to explore the improvement of restoring immunotherapy. This article will systematically elaborate
the regulatory mechanism of MDSC production, aggregation and immunosuppressive function, and outline the latest research progress
of targeted MDSC therapy.
[Key words] myeloid-derived suppressor cells (MDSCs); immunosuppressive function; MDSC production and migration; combined
tumor immunotherapy
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B R E R EHEE LS RERRE, MERE
1 fr (tumor mutation burden, TMB) B4 1E 4 | W7 %,
E A SRR T BRI R BE R, EEE
RF= AU IS R B R B A LT PR g R B
HERE THMIRA S BN TENE T 40 fE 04 o fip
JE I P T 40 B B e B R B S E R Y. B R,
Il PR3k 4tk R ] Y 9 0% A 2 45 [EL i 77 B 470 PD-1/PD-L1 An
FLCTLAL 72T BB SR U6 /TR AR 19%~45%""
REHRATREZT 0 (chimeric antigen receptor
T-cell,CAR-T)fE 2 M B4 i B m Ak B8 B & +H
R 2 187 34 T0%~95% , 1872 fiti e J Ji B 508 B o RORL &
TR 20%, X IR T MR E R 5 B M8 IR
FYIAE R BB IR TR o Y 40 R AR R A
R B A5 B, EoAE B R LR 0 R A B RE £ 0%
B RRAMBEREZYY, L EENH AR
(myeloid—derived suppressor cell,MDSC)7E 3 3%
PRERE, AT L8 THMEEEM. 9 W IL-10
SNG4 R FBEARCDS T E B AR 4
J7 A AR T 40 A Y K 78 Fo 3 Bk, B BS AL AR A B
G 0% RRL, fm i g e Bt RN, [ Bk, DAMDSC 4 ¥8
A R R AR RN, R R IR R IAIT R B K
AU ERIGT BRI RBEZ —,

1 MDSCHIZRE 518

1.1 MDSC# =4

T I E AT, BRE P m T2 (hematopoietic
stem cell,HSC) K sk 18] #£ [7] 48 48 2 (common myeloid
progenitor, CMP) , 7 /& 2\ & 48 ff (immature myeloid
cell, INC) 4, I f& IMC B Mt % 3 £ A FI AR, &
A -4k R B R o R 4B B L B v 4B B e AR SOIR 48
%, [EEEMRE . IE RGN A £ BRI S
24 0 ] T 0 4 b 2R IE 40 LT A 4 e/ v 4 B AR
%R % F (granulocyte—-macrophage colony-
stimulating factor,GM-CSF) &y &% B &, N 47
il IMC 1] R AR f B, R B — B R LR e A
SN eI R 2 RE,REHERIRE R a4
VLT 4 % A MDSC.

SEARTE IR ] R M T R R R
HMDSC = £ R Y ey X Ex. ELRE. L EM
% & /N RAE A F, GM-CSF . VEGF . #1 7| i % -2 (pros -
taglandin-2, PGE,) #1 2f 4, 4 B 2 (cyclooxygenase
2, C0X2) % 2 [ELWT IMC ) ok ¥ 28 8 4 1L, & ZMDSC 7
Efy HWEE S T, — TR 24 (beva -
cizumab) BT Z E i EEF W R XRA R T
7%, ¥E 18] VEGF-A RE 4% B % & /D 41 | L F MDSC 4 £ ;
T #E /N RS AL U e e o GM-CSF & PGE, [B] ## #E 4% #1

AU D R A b L R MDSC I B £ . RE A b8
HAR BT S MDSC = A R F R RAE R, (Hix &
20 fg B T 2 18 1 B vE £k ] By 4% 3 B F STAT(STAT3,
STATS5 F2 STAT6) #2 CEBP/B # 1% & #& 48 A 1 MDSC 4~
., BR, 5EEFINREHEA AL, EEEERE
07 98 /N ROk UR B9 B R 40 B P 8 R AL STAT3 /K 7 B
%, H GM-CSF Bk & G-CSF ¥ ¥ iF % /) & & 8 20
JL, Bk 4% 1 3 % 7E STAT3 #u STATS B & [ K T4t % A
% B ¥ 7/8 (interferon regulator factor 7/8,
IRF-7/8) ¥ 5% 3£ , ¥t T 3% A MDSC 89 b 4717, B 4h,
CARD9 4 F B9 Bh 25 | b J6 40 L P Mg 3K 12 5 18 B 19 33
TE A A R 5 BMDSC £ 4 B R A0 O £ % /N AR A
AEREWNEERZ",
12 MDSC Z#4H5 £

A —BEARS R RN & ZIE 458,
MDSCR B R A R E &M F A R B %% 376
B Rk AL # B A B 4 A % 4 % MDSC (monocytic
MDSC, M-MDSC) # % J¥ 4%/ #1 % MDSC (polymorphonu -
clear/granulocytic MDSC, PMN/G-MDSC), & & E &
KU TERARAR SRR , MeH 58+ R
GRARRL WA, R FlE R RTINS R K
I, — A % A # CD33'HLA-DR”'"Lin” MDSC (Lin & &
CD3.CD14.CD15.CD19.,CD20 fu CD56) 2> & & & , ix %
20 f B R R AR 0 BN R AE RO IE T AR BE AT, HEAR
H B HAMDSC Cearly-stage MDSC, eMDSC)™ ¥, & F
INEEE DK i TR, B B R %
T MDSC By £ #th A0 llg )R A % 477 2 & T M-MDSC 71 PMN/
G-MDSC 7 A~ 2%,

Gr1'CD11b" % 47 A 7 o J& /N R AL o 4 25 2 4
K AFMDSC, T Grl N & & %8 & 4 K 47 f8 457 4E B9 Ly6G
i BAZ R AE BURFAE Y Ly 6C A F, [ b CD11b'Ly6C™°
Ly6G # & XA B JB P& PMN/G-MDSC, 7 CD11b'Ly6C" -
Ly6G U 4 % = H M-MDSC"™, ZEpbg B &, Hal ¥
B> G — W W AR A A 2 MDSC A, (2 B AR 1R
MDSC & V& B 4 (A AE , & e ¥ Al Fl R @ AT S 40
% % W PMN-MDSC (CD33°CD11b'HLA-DR CD15°/CD66b" )
F1 M-MDSC(CD33°CD11b'HLA-DR CD14") , #& J& %t o &k 64
B4l 7T 52 # 4 ATMDSC T 2% 72 B B 5 40 B i An 4 41
IR I e

G /N R B S B A8 B A0 i A
3 &, M-MDSC ## PMN/G-MDSC % A T £ 32 JH # & &
EHAZT IR, RRAHE R H AR AW H
RUONER,EMB/ANRE AL EMNEEE
41 JE i = M-MDSC %% £ ¥ % % PMN/G-MDSC % , T fit
A FNEPINGMSCAEREEHKES T
418 i, B M-MDSC %% 4 B 48 21 B 2 P I, *¢ &k AL Ao
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o fE 6 2 — 25 4 A1 R M-MDSC 3T 4% E B8 35 41 f5 72
P IR 55 o M-CSF % 40 § A F R80T 14 B B AR < B o
20 fE 44k, AT T Bk AR BT M-MDSC E 7 PR R . B
It , PMN-MDSC 3Z #7 ik 4 #2156 4 47 4% 7% 30 1 48 A8 B
HR A

1.3 MDSC %7 ¥ %) 2 it B 32 L]

WA & & 25 b e AR A B 2 ST R R B R B 4 AT
MDSC 7 52 % J8 o 2R 55 o B % S8 1F B T AR AT 1
B/ BRI E AN E S R H AN A L
WDSCREH TR FHEE A&, EMDSCHE £ £ 1'
HEUBEEZRAARABER BN EE,
F N MDSCESNE A AT IAERER
HIBT TR RN EER R, MEREFHL
AT 77 8, AR B R H A R R A B AR R 1 A B
& EE IE /NI E 4 B R % E 44U MDSC &
EHEHWEL LA FHME, HMDSC & 1R i 52 4k it
e N =R: R i

BB AR 5 MDSC & £ % B M H| Bk £
B HEEMR L, W EEEFE 7 A0 H R
HHRHEE S, B, EHRARE.
COX2 ¥ & 3£ % H % ¥ 5 MDSC % @ PD-L1 #y % £,
5PD-1% 4,7 T4 CD8 T 40 it oy 4 76 fu %
17 Bk e 40 B9 2 R, B ot i ¥ 1 MDSC BA R
£ 33 TR PD-1 47 | 7| A 5L AR B8 W 9A T R R
HELEBRAELBETHHARAER. HK,E
HFRAERAMRALFR LA EFFE T
la Chypoxia—inducing factor lo, HIF-la) 2 #
MDSC % & % & ik CD39/CD73, % 3 26 jf J& B ATP 14
ADP ¥4, RERBRFERE L, B ERF XK
B 45 -0 %] CD8™ T 40 A 1Y 2 /8 ; [F] B Bk A 3F 2 1 1 9%
5 VISTA 3 7& 1% 2 MDSC %. 7% 7 %] o7 g8 B Bl 55 T 20 g
b e 7 — EEANHP, 74, MDSC F A & B R 1
(arginase 1, ARG1) fu%3| %k f%Z 2, 3 W fm & B (indole
amine 2,3 dioxygenase, ID0) # & & ik 4~ B [§ ##
CD8' T 4 Ji Bl Bl My 6 B B Fo & & R, S B ML ME T 28
L& 7= 41 J k2, #E T 98 2> CD8' T 48 g B 8 vE s
MDSC # % 42 77 72 5 2P J8 4 BF 5% 5 ROS 7 NO B 7 &
RIMEICDS THMEE ST —EEHEY,
B Mt 2 4h, MDSC 4 B 38 4 21 5 o [L-4, IL-1B & MIF
& 00 7 AL S, 43 TL—10 Fu TGE—P 48 47 4| 4 40
M FH A AT A S, TSI BT 45
W8 5 E Y, R, i B3R 3T 40 % MDSC 3 &8 1K
2. CD8" T 40 fa vy 48 78 Fn vi5 M, U AR T B4 4 = o Ao
IL-10 % 20 f 1 7, 11 L7 2 & 2D MDSC *f & £ 8. i 7
RE U E—ERyfEr THTFERIFATEEA
BIEIT R .

2 PERERE T MDSC REERHLE

MDSC # ‘B B o 7= 4 5 B vk \ ik 78 3, BE 5
AERETHBEHEHRTW RS KE LZINH )6,
R #MDSC 245 & v Jg W FR s  x R 1= 1 & 2 L
MDSC LA 3 %% %2 1 ) 4 30 3 o ok 48 F B o
2.1 AR T -4 R F 24k (chemokine receptor,
CR)E R 4% 3 % MDSC #9 £ ZHLH]

BAHTFE AR RAN N TEE, AR
EREMEFHELAELFG TN RERARAM
B3 R A RNt . IR IR s L E T
+ B b BF g 4B o B B A K AR 4T 4 4 B (cancer
associated fibroblast, CAF) % # i 48 ff 2 b 1
kW3t 5 X P CR#Y 45 &R 3t 4h B 18 31 +F CD8" T 28
B 3% NK 48 AL % %0, 9% 2% %2 48 AL MDSC 2 8 7 M T 40
(regulatory T cell, Treg) % 4. 4% #7 % 28 h & 1= fiF
AL R E Y R A E R R 7 AR R
B T MDSC % 2 # o 5% J5 M 28 B0, 2 T M-MDSC Fv
PMN-MDSC & J& . ¥ A5 A0 A /Ny 2 e ok & T A 5 H CR
FIRWAE, B MR R T e MR K
EAEFARAEE D,

1 BRI 4R AR 53 3 558 MDSC 18 XS 1L FHYALEI

M-MDSC % JB T % & 48 40 fft , 2 4 b & 2 5 %
PRk K B R GE LB R SR RO R, T O
M-MDSC % & CR #& & ix £ 47 fg 48 L , B CCR1.CCR2.
CX3CR1 1 CXCR4. 4 A~ CR *f i 89 #& fL [H F 5+ 4 &
—, % CCR1 ¥] [F B 5 CCL3.CCL4.CCL5 A1 CCL15 % #4
W F 4 &, 1 CCR2 iy B & | &, & CCL2 Fu CCL7., 4
B s /N RO R A B 4 45 B B oR, CCL1G B &
ik AR # CCR1T M-MDSC 1] fi¥ 98 3 fr 84 3T #% , [ A
£ B CCR1" PMN-MDSC A & % & , # T #7 %] CD8" T 4
ML NK 40 f G 78 5 oh &, S B A Z I E MR
AP, EIRE BREANERES/NRER &, iE
48 41 CCL2 By 4~ & 5 B K & CCR2™ M-MDSC 7& fit &
AR EHHLH , CCR2 o Fo 41 4k 89 6 F 91 B W D
M-MDSC & % , JE & b i 19 & K B2 F4h, e R BE A
o &I, 9 B A F CXCLI2 A B2 W, B
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£ %3k H % K CXCR4 B M-MDSC, #t 77 & 3T 4 ] CD8' #n
CD4" THIRIWIE7E , R ¥ BH TR TG A £,

PMN-MDSC = B2 Jy ik 2 o 1 4 20 A 19 A 5] B Bl
A 201 B, , £ % B * F % 35 CXCR1,CXCR2 #7 CCR1 48 CR,
CXCR1 *f pr By #5 v H F & 4 CXCL1 #n CXCL7, 1 5
CXCR2 %4 & #y #5 . B ¥ & 4 CXCL1.CXCL2. CXCL3.
CXCL5 . CXCL6 % , 7 1~ 6] it J& 4% & o 3 £& PMN-MDSC
WA F AT HEE. FENEREEENEA
N EHEBBF B NRAF RE/NRERNE
HH,CXCLE K& 4 b, # 1t 5 CXCR2 4 & B %
PMN-MDSC #£ fit J8 &0 iz & %" ; 0 CXCR2' PMN-MDSC F
J R B R S N E M A £ B AR BT CXCLL,
CXCL8 e b [ F e k£, Fob, F8E L8
¥ B R B ALK F 7 A K& CXCLS, {2 £ PMN-MDSC
EREARTRE, RAMBEN LR, EEHERE
& B % F,CXCL6-CXCR2 & % — % % PMN-MDSC By % #
B &5, ARRAE LR R EZR XN ER, &%
T 28 ff8 4 CXCL1 £7 CXCLS, & %k 4h & 1 # PMN-MDSC
6] B & 4L AR Ry T A%, HE T 47 I CD8T T 40 A By 3 FE
FoER M E AR, RERERBEEF IR
SRR .

B 2, T it M-MDSC & PMN-MDSC 2 % i % ##
CR,2EEHFANMBHIA R BEME FARME, 4
R 3T A4 A F-CR 1 R 4 A T 7 % MDSC R %,
T S5 75 H B8R BT 9 1 B9 CR 2 & B R e R Ay 4F =
B A AMSC RE F i E E 4,

2.2 MFIBHORIE IR AR T ik 6 2 FAUH]

Ji? 9 MR 55 oF s 0 F £ BE ol O 40 i A e R
EFaa R, BERNICLRAFRLTIE
20 j 5 8 A I T H 4 k & AR 2 MDSC 1 BiF B B AL R
EN: 0P S S Rtk YR a3 OF A i
TR L R 2 B B A K

e 5 w3 B E AR AR R 4 G M e
HAERAWH R, THRE 2NN E T4 E
HBETHERAEE B RS RN EHRE. Yes M
*x 7% B (Yes—associated protein, YAP) & 4 ¥ i 7
MR R BEEH, AN B A R E R, B
Bt YAP By 3 B R k(R 2 Aib 8 40 B4 it A T #Y CXCLS,
Hf 77 {8 {# CXCR2' PMN-MDSC 3 # Z §§ £ 8 A 41, 7
PTEN £ Smad4 £ [F #k % B9 B & 80 7| B & /N RAE AL o,
MDSC #£ Jit J65 41 41 o 19 B¢ % & &1 Hippo-YAP i B /7
# CXCL5 3t & 4~k Fr . 2 il /N RAE AL o, pl6 fo
p21 F [ Bl B 2k 58 A% 1% 9 i 40 B & A& 34 CX3CLL, A
T 12 {# CX3CR1" M-MDSC 1] ¥ J& 3% fir 1 %5 [&] B A
& 40 B8 & F miR-155 &k 35 K F B9 37 % & #E HIF-1a
WEEFEZ, HW SR CXCL2/3/5/T 4 #4LH T8 4

Wk, 1% 2 PMN-MDSC Yy i #8172 L3857 + , ANp63
£ [ 1 3% 7E Notch 71 Wnt 4513 5 3@ B 1 %8 b )8 4
MTHRE,EEE-UILREEL T, ZELHR
f/& # CXCL2 Fu CCL22 & 34 By X S AL %] , 22 7] 48 2= PMN-
MDSC F M-MDSC # X\ fif /8 # 2F 5% , & B & & 0 ) K &
B B e R A B A I 45 R B 7R R K #F CXCR4”
M-MDSC #9 2 % & PGE, oy & 3£ 2 17 % B CXCL12 #y 2~ 3
AE £, 5N 8 9 28 41 o CXCL1/2/5 B 3 3k U] 5 1R 4 fib
J& i & & R VEGF & v KM, RIRAAWHR L
N, B g 4 4 o AMPK-DACHI 2 i 45 CXCL1 4~ b #y
% EALENY,E ZH R Mael strom Y 3 3k 12 #F CXCLS #
F AT, I [E 9 3 A & B9 PMN-MDSC 78 & & A 4
RE RH#EFLETENL A,

RZ MEaErdELETH LIRS
MDSC 72 fif J& BN 35 R By < AL %, {2 /] — #
A F R i RO s B i, Bk DL
16 e 8 % A A 2t T 98 > MDSC i # o 7 AR F #E—
RN

3 #0[5) MDSC USSR a5 8T R

% K 2 A FELWT A CAR-T 40 FfL 3t 4% [l 4 76 97 1L
FREGMRF. EEECZEMNEEEMNEET
PURAL,ERENE . FEME LRESEAH
LR B R R RAER R B 5 I8 £ 0% 30 MR R
R %, T MDSC Y R &£ | & 5 3k I8 77 #
THRBEPEREADERAABERZY, HBED
MDSCR & HIFHAZMF G RHARLBATRE
BEMBERAREEEZRS RERABRETHRNEE
B Y, AT 4 A A0 I MDSC B 7= & 5 o gk L L
WrMDSC X B A B H#HMDSCE - % @R & B ™
MDSC 9 #ft L # (3= 1D
3.1 494 MDSC 49 = 4 Fa 3 f¢

MDSC #y 4 f& Fn o gk 5 B8 B0 35 = % 40 i
FHIREXT A %, F 5 GM-CSF £ 8 D & & + MDSC
P B E B 7, 70 GM-CSF 5 2% B2 Mk T 40 ff 3T 4% 5]
W ER R B B A0 R IR R RO B B, PISK R
B R A, A T R A AR B K R R B K A
I &, 400 %0 5 B 6 R 8 2D e 8 4 35 4 F MDSC By 7=
E5EA, H R A PD-1 £ L e £ N RAE A
O T R, B A B W R AT B R 47 R AR
(sunitinib) &4 5 F] 4@ if %8 14 c-Kit o VEGFR 7 ]
MDSC ¢4 4 % , 6] B B %% MDSC %, 72 W #l g % &,k &
CD8" T 4 Ffl 3% 7 Fn xh 61, MDSC 1 4 Ak B ¥ M e 48
i R e R VA=l i TR O s
F 1 2R AR R 2 B B 40 R R T MDSC Y6 T B 5 —
BFE. FAEZDIF AR E T EREY A F R R
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MDSC & #2448 A B AL, T R B8 s U B T 4
B 3T 4 B B B9 CAR-T 48 fE & SE (R F B9 W6 77 &
RUT SRR, — G R E R B B T G
EH B E S E Y, 2R WP B B R

c-Kit &1k oy B &, & D F % & MDSC &9 = £, A i
RELHRBHARET RERS, ERXKRAYER
MDSC Hy 25 4 i B Z e SR 52, L & & 7] LAME ¥ 1
MDSC #9367 R BN F # — F R K,

R 1 IERBTRR R R lE PR R B9 #E15 MDSC 892549 K 24

P S LB S YE B 2R

4 MDSC 77 4= $t GM-CSF it 40 L ) MDSC #4244 [43]
PI3K il [44]
FRER H#1] c-Kit VEGFR L fg [45]
WUBERL 25 1 MMP9 [48]
IRHEMDSC [ st 4R R {23 MDSC [711 DC 431k [46]
45 Ak YEEFR D3 i) Je 98 240 M 4 2 i3 MDSC SR 1 AR K IH T [47]
## MDSC Lh SEIN A% T BE PDES #1771  #0# ARG1/INOS (145 B [49]
ORI R M MDSC fig PJ STAT3 [51]
E-$ 37l COX2/PGE, #Iffill7f1l, J8/> ARG1 FiNOS 1) & ik [52]

P MDSC iT#% SX-682 CXCR2 #1i1]71) [53-54]
PLCSFIR FH ¥ CSF-CSF1R 1F i %l [55]
THOU T/ CXCL1 533 [19]
SemaphorindD ] CXCL1/5 2553 W [56]
123 MDSC T TR BERE , 7 VG by {23 MDSC 41, FfIK ST00A ik [57]
BRAF 111|711 1237 MDSC T [58]
GW3965 LXR 3N, i Caspase3 [59]

MDSC % ik #9 ARG1 F7 iNOS 4~ A & #if 52 1K & 3%
R AR R 28 NO Y 3R & & MDSC & 4E % 0% 30 4| o
Bery 2 A K, B L ARG A1 NOS #0157 84 5z Al & o
A0 MDSC % 8 3 RE B0 R R o . BB H R AR
— BB 5(PDES) 7 57 #y 57 Bl A 2547 I MDSC # STAT3 1
B9 , K 2> ARG1 A7 iNOS 7 %k 3% , 2t T Bl 55 MDSC
T AE R, B E £ K % (bardoxolone) HY KL
F B ROSFINOBI =&, T IR IR B ERERE
5 & 7t Bk R BE 4 5R T 48 AR 6 A0 OB 2k R
Fib B 40 B ok R B 4 kR 2 BUE MDSC Y X — X B
L6070 JE B4 — ORI B A R BRSO
b R S 2 B A I fR HY 7 A, 30 ) MDSC AL 9 STATS B4
Wk, AR 4E B B R B P MDSC XY T 40 i By 30 &1 1
FIPY . B2 41, COX2-PGE, 4 41 57 \MIF = Fu 470 1k %
] %7 4 X 4 40 4 R PFK-158 o 6 34 1~ [F) 22 B 18 (K
MDSC % J& #7 #| o &k , 3 %% 524K it & 3K 58 o 4. 0% 30
R AR,

3.2 [ABf MDSC ) I 78 38 4% 69 i 4%

MDSC 7 fit 5 #5 L By R &2 & e AL 1E I 55 Y1 AH %,
#p 1 MDSC % T 4 CR, FEL BT MDSC #y 3T # & 4 3 48 3k Bk
b BB IE TN EE R, £ TG R A 5T IE 52 CXCR2
0 5 7 B9 7 /E 4% 78 2 2> MDSC 7 it 8 38 3% o 1

RE, RERTIETHEE. EELNAE /N RE
Al CXCR2 # #| | W BX Fl #2 & T #uPD-1 367 R,
FE K /N BB KA 7 B CXCR2 41 41 57 84 6 L 8 2> B 3
Pt T 2 B B R Y R, AR 2 40 B E M R 48 A BONK
el R ) Nl O e
O WA O R8BS R N KA, CXCR2 47
| 7l SX-682 #y i | % 4 CXCR2™ PMN-MDSC #y %
& WA R EMINE BT ARG AR
Rz, CSF1/CSFIR 1 Ji % 2 ¥ & 48 M % % MDSC
B 5 — > 4 AL, CSFIR % 4K [EL o 5 89 Rz A 9% 2>
TMDSC AR E# AL R &, Mo % T HE £
JZ | B ER 4R Y . YAP # [ B9 8 4 . PGE, #1 #1 A
Bl 5 4 B 48 3T 9% 4> CXCL5 A7 CXCL12 8 4wt , i
Wi PMN-MDSC #2 M-MDSC 1 fif )& & fr gy i #% . %0 &
5 1@ H F semaphorindD y #7 %] 3 3T % 4 MDSC %
EWENTPD-1 ELFGHE F BT HRS,
ARAAKFRYE R, Z F XA A A& T
¥k & AMPK 3 % 47 %) DACH1-CXCL1 3 % & 3%0& , AT
/> 4 B i PMN-MDSC [ b B S fr i i 4%, K &2 & F
A VR =
3.3 3t MDSC AT 25489 & A

HH MDSC 7= 4 3T 4% Fn o g6 2 2 Bk A £ 0% 6
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