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Myeloid-derived suppressor cells highly expressing CD14* DR"" " in peripheral
blood and tumor tissues of stomach carcinoma
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Hospital of Anhui Medical University, Hefei 230061, Anhui, China; 2. Research Center for Biological Therapy, No. 302
Hospital of PLA, Beijing 100039, China )
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[ Abstract ] Objective: To investigate the expression of CD14 “DR myeloid-derived suppressor cells ( MDSCs ) in
peripheral blood and tumor tissues of gastric carcinoma ( GC ) patients and its relationship with clinicopathological of GC.
Methods: Forty-three stomach carcinoma patients ( 9 stage [ , 13 stage II , 14 stage Il , 7stageIV ) were selected from
Third Affiliated Hospital of Anhui Medical University ( Mar. 2009 to Oct. 2010 ), and 26 healthy volunteers were used as
control. CD14 "DR" ~MDSCs expression in peripheral blood and gastric carcinoma tissues was detected by flow cytome-
try, and its relationship with clinicopathological of GC was analyzed. Results: CD14 *DR"™~ MDSCs expression in GC
tissues was significantly higher than those in peripheral blood of GC patients and healthy controls ([ 2.87 +1.93 ]% wvs
[2.37+1.71%,[0.89+0.47 ]% , P <0.05 and P <0.01 ), and CD14 *DR"™ " MDSCs expression in peripheral blood
of GC patients was also higher than that in healthy controls ( P <0.01 ). CD14 *DR" ~MDSCs expression in GC tissues
was positively correlated with their malignancy stage and significantly increased in advanced GC ( stage [: I: : IV =
(1.15£0.78)%:(1.71£0.92 )%:(2.25 +1.24)%:(4.85 +2.37 )% , P <0.05). Meanwhile, CD14 “DR""~MD-
SCs expression in tumor infiltration tissues was significantly higher than that in tumor un-infiltration tissues ([ 3.90 *

1.67)% vs[2.62+1.53 1% , P<0.05). Conclusion: CD14 " DR" ~MDSCs are highly expressed in peripheral blood

and GC tissues, and relates to the development and progression of GC.

[E£mB] HEER“T—H BHHERKLT( No. 2009ZX10004-309 ), Project supported by the National “the Eleventh Five-Year” Major Science
and Technology Program of China ( No. 2009ZX10004-309 )

[fEEBN ] #R1961 - ), B, Hz, FAFEIG A4 00, 2 FE R GELRAIE RIS TAE . E-mail: hefeiyiyuan@ gmail. com

[ B154E& ] #K ( DAI Fu,corresponding author ), E-mail : hefeiyiyuan@ gmail. com



+ 312

rp [ R A iRy 27,2011 4R 6 H,18(3)

[ Key words ]

i Y530 P 40 2 ( myeloid-derived suppressor
cells, MDSCs J—HEEA e i DI RE A BE R A,
TE e S5 i 2L LR A ) i, v 50 A DR B ) 1
T, LS5 P ) K /NI MR A — s AR
W5 R B, SN AR AE — B AR LA ) P A
Bk Bz 40 i K i R it CD14 fiR35 3% HLA-DR (¥
— RIS BB IR A IR A i . B e R R
DL AR 2 — R B A R e A5 2 Y
i B E L PEMIE 1 95% UL L, B ik kAR
PR 47/10 J7 Lty 24710 T30 0 AT BFEAR
i CD14* DR"™ MDSC 1 H Ji 45 41 Jal ifi B i Jed 26
ZUhRYRIRNG O , Ryt — 20 ) B 5 g O LR B A -4k
B IR TR S SR SRR

1 #MREFZ*

1.1 BF st fdfe £ R4

YEHE 2009 4F 3 A Z 2010 4F 10 A AfEFR B Y
B 43 B, AdLUBE IR G B4 812=12 W
PRifE, AR08 18 ~ 65 %, P4 50 %, o JT HiAth
RGN A SN R G e . e IR R
I A 23 A o 4= Heep T 3099 1)L T 309 13 )L T
W4 B IV 7 B, SRR R R R 26 A fg
FEXTREZH ), SEHIAEIA( 62.30 +10.87 )%, BEAE L H
I S5 AH DGR , I I T A3 R MR S B B B
PRGN . X R AW M0 5 B LA D
AN G2 B FE R, RS A A R T &
Bt A E AL B A1 JE i AT AR Y B
Sy R4

BEEHIR CD14-APC . HLA-DR-PerCP It 4 35
BD Pharmingen /A ], i U4 MEAY FACS Calibur 4
% E BD A+,
1.2 % X 2 Ja AU M 91 B e Fo BY 58 20 2% CD14°
DR"™"MDSCs #) % ik 7K -F

g et A0 J& 4 1l 100 wl, il CD14-APC( 5 pl ).
HLA-DR-PerCP( 20 pl ), IRA]J5 & 4 CHOGIEE 20
min, SR /I1 1 ml ZEA0A AW E T REDEAR 3 min, 2
L1500 x g,5 min. ] LIS 01 ml PBS, &%
JE UL 1500 x 2.5 min, 3525 FIE, 0 1% 28 H
P [ 5 Je FH O =X 20 P ASCRSE L L Flowdo A4 3 #r i
AL . T LA, SN A i 41 24U
MDSCs F 51157 5 5 Sk 2 4 k) Le A
1.3 MJgizia 8 fedE it B i M08 Mk e e

gastric carcinoma; myeloid-derived suppressor cells; immune escape; immune surveillance

[ Chin J Cancer Biother, 2011, 18(3): 311314 ]

BB ik

R T Ay AT UM EL A L MDSCs A9 A5, R
TR L 2 bk B A o 5 ke, U T i X 4
ARA3HT. VAR ZUR 51, SR Ieg 1= 41 20 v bk B 4
BLAy B 77 5 Z AR . IR 2 2R 2 D i % o
W PBS ), By YT N BB PR, 2
ANRERIIIR 5 s BT VS 26 20308 5 i 9 3 918 150 ~200 H ),
T IELH RS 2 B0 N TR VK S 10 min, 1 200
SRR B D VLI FE s GA 2 1 200 2 )5, o7 RIS 1k B
A ) s FIEWRERS BRI DU S RIR A B —R,
L2 500 x g .20 min; F 3, YIE A Sk e 40
BRI 4 6K BUAR R B N, B0 2 500 x g.20
min ; WU ] R AZ M2, SR T 10 ml PBS, B0
2 000 x g.15 min; 3% L3, AT 10 ml PBS, .0 1
500 x g .10 min; FRR ST G, A GHEG AT — 2P g
.
1.4 %itzae

FKHISPSS 13.0 Seit i, it m Wkl A 2 IES
P x s FoR o TR BRI Z A U AT A IE
oA, H—H4E77 225381 One Way Anova ) ; 45 ANAF
HIER 1, H Mann-Whitney U 46 56 5 it X 9% k) €
F Wilcoxon ¢ #5565, P <0.05 8{ P <0.01 F£/REH
EEN -

2 & R

2.1 CDI14* DR MDSCs £ B %% & & 91 7 fo Fo i
JE L LR P R A

B9 B AN IR CD14 * DR™ MDSCs fy1k
fFEEREAEL (2.37 £1.71 )% vs (0.89 +0.47 )% ,
P<0.01 ], 1M 8 % & & Bl 414U CD14* DR
MDSCs( MDSCs 5 Jif 57 21 23 v 5 jbk 0 40 Jf 7 ER A )
FKkE TAMEIM,[(2.87 £1.93)% vs (2.37 +
1.71)% , P<0.05; & 1 |, 2550000 15 9 & S
IMLAY CD14 * DR™ " MDSCs ¥ i T
2.2 TR FEAL P CDI4T DR MDSCs
84 Rk KT

FEAN[R) 4 10 B s 441 CD14 ¥ DR MDSCs
M2 3K AR AN A [R], S0 kRS Y g 4 4 P CD14 7
DR "MDSCs 2% ik B i & F % Pk AR B i 4L 4
(P<0.01,F 2A ), BFEHNE AN HIEAH L MD-
SCs FIAFELXT 73 AT & B, o 96 12 1) 24 23k L2 248 it v
CD14 " DR MDSCs &k B & = F 4N & i A3 b3



W . BB SN L RNRIZL S0 8 263k D14 DR™ - B P i 313 -

RIHHLL(3.90£1.67)% vs (2.62+1.53)% , P
<0.01,F 2B |, #—5it2#4b3, CD14* DR
MDSCs 5 4F #% | $£ 51 | 1fn 40 A2 1 % ( WBC . RBC.,
HGB .PLT ) A= fk45#5( ALT . AST . ALB . TBIL ) . fifJ&
5 CA-125 .CA19-9 .CEA )25 JCH AR (P >
0.05).

"

iL._

1 CD14*DR"™ MDSCs 7 B &
BE 3T R E SN A PE AR R R RIE
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A: Flow cytometry results; B: Mean values; HC: Healthy
control; GC: Gastric cancer; PB: Peripheral blood

B2 FESHEEEALS CDI4" DR MDSCs HRiA
Fig. 2 Expression of CD14* DR MDSCs
in gastric carcinoma tissues of different stages
A: Comparison among different stages of gastric cancer;
B: Comparison between peripheral blood and tissues of
gastric cancer. PB: Peripheral blood; TIL: Tumor-infiltrating
lymphocyte; NIL: Non tumor-infiltrating
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