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Abstract:Objective To observe the expression of the activating receptor NKG2D and its ligand MICA/B of NK cells in pa-
tients with colorectal carcinoma(CRC)during perioperative period. To investigate the relation of NKG2D-MIC and carcinoma esca-
ping from immunological surveillance. Methods To detect the activating receptor NKG2D of the NK cells in peripheral blood, the
expression of the NKG2D ligand MICA/B on tissues by flow cytometry. To detect the density of soluble MICA(sMICA)by ELISA
assay. Results The NKG2D are decreased in CRC group during preoperative period, the expression of the NKG2D ligand MICA/B
on CRC tissues is decreased, but the level of sSMICA is increased. When they were compared with control group, the distinction is
significan. The expression of NKG2D did not increased and the level of sMICA did not decreased during postoperative period. the
distinction are not significant. Conclusion The high expression of serum sMICA in CRC patients inhibited antitumor effect media-
ted by NKG2D— MIC, therefore the antitumor immune of NK cell in CRC patients was inferior. Abscise tumor could not quickly re-
verse the situation of decreased expression of NKG2D and high density of sMICA after operation.
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TS5 Ar . BRI AN ONK 400D 15 R KR e 2 40 g . 6 1 #REFE

DGR BG  AB AR EEALR A G (MHCO) 4> TER % . 1.1 #F5Ex%  (1)CRC 41:2008 4 11 J] F 2009 4F 9 J 7&
BIVAT 4 R S ORI 5 H AR ) 2 RN DR T 4 A P R Al BCDURH R 2 Wi I R AR B2 B 229 LA & 5 12 1) 45 7] CRC A&
ZERBMME RS, BARRGAMERE RN ZA K & HREZ T R FEEYT. CRC H X450 CRC AR
(NKG2ZD) 2 fish & NK 410 240 0 35: S 7 9 3 2205 A vk 2 40 0 1R CRC RG24, (2) f X B4 . 30 Il pA A e 2

Fefk Sy MHC 1 284y 7M1 2 & H (MIC) A 5 B(MICA/B) Al
UL16 454 H H s NKG2D 55 [ i 22 1 AT fil & NK 48 Jifd 9 46 it
BT 7 R s W P B AR L A HIE ST A A
CRC & F ARG HMNE M. NK 40 M 52 & NKG2D 5 i 41 21
[ AH N BE R MICA/B R 3516 0L, 48 17 NKG2D-MIC #2415

A EiINAE# . E-mail ; gyfyzxsys@yahoo. com. cn,

1.2 FZER A ZOLFRIC o ik CDI6-FITC, CD56-
FITC. NKG2D-PE, MICA/B-PE, CD3-PerCP, IgG1-FITC-
IgG2a-PE 1 10 X % 1l 2 (£ E BD A ®) ; Il 3§ MICA (sMI-
CA)ELISA i & (£ H R&D 2 &) ; FACSCalibur 3 2 21 il
(3 E BD 723 7)) ; Wellscan K3 fiff 45 { (35 22 8 2h 2 7))
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L3 JrE (DAMNE MR RS G K I 4 mL, 1 &y ED-
TA-K, HL#Eill 2 mL RIS 2 h ]WAZIN; 55 145 R AEH s m 2
mL, 538 ML & EP 45, —40 CIRAEE& . 43 5 R B 4 B X
M4 . CRC H B HE R AMAG ORJG 10~14 d) # L% b5 A
(DML REE . CRC B H F AR VI BR A s 2 2UF B 5 55 41 41
(B AL 10~15 em) . T A AU AR AU 1 h PR
B AR EP i, —40 CRESM. (O 4
AR NKG2D 9 % 3% : BC 100 pL SR 40 % 42 i i A CD16-
FITC.CD56-FITC,NKG2D-PE, CD3-PerCP % 20 pL, #§ Ji Jit
AL (1gG1-FITC-1gG20-PE) 1 Sy 1 44 %) B, s#EOL IR & 20
min; IARBEE 1XWEME 1 mL, IR, % 6 R 10
min; JIA PBS ZZ 0pi 1 mL I8 5), LLES .0 4% 8 cm, 1 000 1/
min &0 5 min F 13 A PBS Z ik 2 mL 1841 A0 7 97 3%
B0 5 min 3 F3Es IMA PBS &P 0.5 mL IRA1 G LWL
Do AT T A0 i R O R T R e TR R 25 B O
LA RE . L CD3™ CD16% CD56 " 41 Jifid # #5217 . 4 9l NKG2D
76 NK 20/ i 25 00 . (4) 3 30 40 i AU I 25 41 MICA/B
MY263% B 0.5 cm® FO/NALZUBRAS , HIL A B 4 ] 1k o4 200 i A ik
WML IR B 2 1. 0 X 10°/mL; B 5L 40 Mg B 100 pL, A
MICA/B-PE 20 pL JR 57, A1 B 2 57 B 40 4K (TgG1-FITC-1gG2a-
PE) /E S B M %t R 38 6% & 20 min; in A PBS 83 1 mL,
WAL LA 8 em NE.L2FE4R,1 000 r/min B0 5 min F _FiE ;N
APBSZiohi 0.5 mLIRA)Ja EHLA . (5) ELISA Il
sMICA 7K F AR 4 ELISA 2050 & 56 1 5 32 45k 1 77 12 9F 47 1M 7
FRAR sMICA 7K A il %€ .
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R NLEE 1.
x1 CRCABA . RFHSREXRA
NKG2D PR E 57 Lt
21 5 n NKG2D [ 41 77 43 2 (20)
fele S o R 4 35 14.51+5. 00
CRC A #i741 45 7.33£3.25"
CRC RF4 45 6.0542.59* %
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2.2 CRC 44 R im0 MICA/B 93k MICA/B [H
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(14,388, 22) Yo FI(45. 21418, 19) % , 9 20 4 40 g MICA/
B RIBMTESAL, 256 528 L (P<0.05),
2.3 CRC HFARHATG 5l REX A sMICA fyKF
#2,

%3 CRCARFIA RFHEERBERA sMICA KE

g5 2RI

21 51 n sMICA (pg/mL)
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NK 41 g 75 £k M 32 i NKG2D 5 fif 583 20 Jifo i b e i M-
CA/B [ 45 & o NK 4012410 il 4 32 1A (KIR) 55 A4 B Bl (4 19 45 &
O EEY, E P E S MICA/B mRNA £k K 5
NK i Jif 2 455 3 P 52 15 A 36 MICA /B 78 i 41 Jif 3% 1 1) 35
JKFTT RE P E & NK Al 0 He b 988 G 28 1o 25 1) SR 55

PR R PR 2 % L R 2R S e L bR i S
JE ML SE R MBI 287 Z SI . RE S AN 4R 0 & M 1 98 UE
S R kA R v NK 20 i 3 68 52 0, EL 5 98 0 ik g %5 1)
#5% ; Clayton %507 & Bl NKG2D & 3% ift 8 7 A= 1 41 ok 91 v
S 11 S 2 Wt (G HE B AR . NKG2D 2 35 W A% 2 i g 0 288 ok 3 11
FEHM Z — ., BOF5R K, CRC E#H Fik NKG2D % T g ¢
Xof B L B2 NK 41 i 988 4 28 Ty BB 32 20 40 i . MICA/B #£
CRC Ji 414U 235K F 9 55 41 21 . CRC 235 sMICA Y& i 5
fe e X B4, = K S sMICA i) NKG2D-MIC 4 & i 471
Jif g 25 17 T RE & CRC 3k 3 Bt b 987 %6 32 MLl 2 —. Zhang
2060 IFN-y REAS F 98 MICA /B 75 i 88 40 H 1) 22 3 I I
I% NK 48 it % 20 il 2 05 1 . 76 2L IR AR A IR N L sMICA fg 4%
il NK 40 2255 NKG2D, fif 38 NK 40 g 428 WL T g 488 40
Ji A 5 A MICA/B AT 38 NK 40 ff8 NKG2D K7,

EH AR T B8, CRC B MR I NKG2D iy £ ik 5
CRC 4 4 1b 8 B G A 56, 1M 355 sMICA ¥ i 5 CRC Duket
A3 5L TR AR ST 5 £ T R R B R RE PR B4 1 I N R Y K
J& Py CD8' T 4l 16 NKG2D 1 323k FAR ™ s 98 B &
sMICA 7K -5 JF ik 53 2 8 2 AJE: 75 & o b i B A 56 5
i B sMICA K- 59 & R B B A B 1 i o D dE 56T
RIS R UL NKG2D 5 sMICA 7T RLAE Jy J4 i i 1k 38 i
T PR B AR A

AW A A A B R i 2H R JE 4. X NKG2D Je sMICA
1E CRC B4 BT AR A sh B2 AT 7. WF5E &3, CRC
BETETARIBITHINGE . H NKG2D ik K sMICA ¥R B LB E .
HNBF T ARAE iR s v EL A U AR . — 7 I RE YD 5K R
b Y/ B g VR e o O R R T RE s S — AT
AR | 245 ¥ B B il 5 L3R A AT Re i I R E B e D R
. ARG F AR K BEEE NKG2ZD-MIC & 4t (1 2 15 B .
] Al R R RURE T A R R A E IR K X NK 41 R
15 £ il A R 58 AR Bk . A0SR BE K AR G bR A SR SR I L
78 S I e 2 AT S BURE AR T R LA B R EAR
Ji 10~14 d K% CRC B M ARAS . A 7T REAS BEHE ) S B T
A A NKG2D K& sMICA H 80 .
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