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ORI R 12 fE F PR A AP CCRS WX K H 0, R Bt A A B 8K % % & MK 3 3% (ELISA) A& Il fn 3 # CCL3,
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Expression of chemokine receptor CCRS in human follicular thyroid carcinoma

GONG Xue-lian, GUO Bao-yu™ (Department of Biochemical Pharmacy., School of Pharmacy. Second Military Medical
University. Shanghai 200433, China)

[ABSTRACT] Objective: To study the expression of chemokine receptor CCR5 in follicular thyroid carcinoma and the serum
level of CCRS5 ligand, so as to assess the role of CCR5 in progression and metastasis of follicular thyroid carcinoma. Methods:
Fifteen samples of follicular thyroid carcinoma, 17 samples of follicular thyroid adenoma and 12 adjacent normal samples were
analyzed immunohistochemically for CCR5 expression. The sera concentrations of CCL3, CCL4 and CCL5 were measured by
ELISA in all patients. Results; CCR5 was positive in follicular thyroid carcinoma samples, with the positive rate being 73. 33% ,
and was not detected in the follicular thyroid adenoma and the normal samples(P<C0. 01). The concentrations of CCL3 and
CCLS5 in the sera of follicular thyroid carcinoma patients were significantly higher than those of the other 2 groups (P<C0.05).
Conclusion; CCR5 is highly expressed in follicular thyroid carcinoma tissues and the concentrations of CCL3 and CCL5 are

obviously increased in the sera of patients. indicating that CCR5 may play an important role in the pathogenesis of follicular

thyroid carcinoma.

[KEY WORDS| CC chemokine receptor 5; thyroid neoplasms; adenocarcinoma, follicular; CCL3; CCL5
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HA GHEHAMIZ K FK K (G protein coupled recep-
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ARBRSE 5 R BRI B 10% ~15%, Z W T 50 % LU
e 7 R R AT B AT RS R R A AR VT BR IS 5
AEFEIE N 3096 ~40% . B AR IR BR 98 iR
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1.1 @AgAAKE 2002 4 8 HZE 2006 4F 10 H
01 a] 1L PG A M TN B B A B . % 1999 4R
WHO #4525, 15 G672 R ik iR HOR IR . 55 6
B2 9 B, F35 35, 6(25~59) %, 55 U B g 55 R
PRLHZY 12 f5], FOIR BR AR 17 ), AR 3 R A2k
JrRALTT . AR EEST RO 4121, AFE PR 0.5 em
DL E B TE B HUIR B 20 S0 SR X R

1.2 Sypateienml SR AR NI
TEER FHCBR B e B 15 91 g S 21, HOIR AR 17 451
DL KA 55 R AR AL 2 12 5 0 X HR AL, F 4L 28R A
AT R A, P A H-E Y8, R SP ik ik
P difbge o, NEORIEMPLA CCRS B 5 B BT
R(MAB182) M FFEE R & D 2w, Hi/MNl Ultra-
Vision TM #3% 4H 4k & 48 (TM-015-HD) g A 3 [
Lab Vision 23wl , 55 5 25 98 4 3 5] & Ui W3 45 40 47,
PBS B —PifEa Hx i,

1.3 ELISA SUHAR & F ik 4l o i o 48 £ 4 40

Afeye® MEHTARE 3 dHMRI 10 ml, %
T 1500 r/min B0 15 min, 40 B L7, —70°C¥%
WAL %5 . CCL3,CCLA, CCL5 XU MR Je 0 K
IR G i DR BR 2 R SR A 11402
PR BRAE DT B IR UE R A, e A S 2
Lot B4 B8 09 a3 o Ak 7 CCL3, CCL4,
CCL5 By & 4, 5256 A0 98 4% MU0 & vl B 15 i 17,
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AT CEE A, ST ARMEIN L SRAF B AL 7 & i,
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Zlrft CCR5 FHPER KN 73.33%(11/15) .17 il H
ARME M 988 A0 12 1) 98 55 HY AR R 41 2138 R A D )
CCRS5 435, WK 1C. 1D, 48] CCR5 P £ XF
255 A% 8 L (P<0.01),

B 1 CCRS EiRBKFRBEALSFHRIE

Fig 1 Expression of CCRS in follicular thyroid carcinoma

A Follicular thyroid carcinoma (X 100); a and b are the amplifications ( X 400); B: Follicular thyroid carcinoma (X 400, blank control) ;

C: Follicular thyroid adenoma (X 100); D: Normal control (X400). Arrows in A showing positive staining of CCR5
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CD8 4t fu 34 Z . PR 1 AT 9 22 Mo 9 1) A= 4 L AT [ AR fieb
A KA BRI XETF CCRS wi bk BN T/B 4
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LI A0 R MCF-7 7] 3235 CCR5M', CCR5
AlaE I e R L JAK2 LA K p38 225y R BIE
R AR Y p53 LSRG, B CCR5 %
PRnT B G 0 EL A I AR R p53 A i R A A A 1
fEIFANREN p53 ZS A8 A ML Ay B 58, g — W53l
T X AR R A SR AT O R BRI P LR R A g R
AR /IS o i 0 96 Al i 3 FT R 38 CCR5. H CCR5
5 RANTESH 45 4 ] 14 Jin 2L B 98 40 i MMPs %5 [
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Tab 1 Concentrations of CCL3, CCL4, CCLS in sera of
patients with follicular thyroid carcinoma,
follicular thyroid adenoma and normal controls

(zEs,p8/pg » ml™ 1)

Concentration
Group n
CCL3 CCL4 CCL5
A 15 47.29+15.89* 34.13414.14 88.247420.82"
B 17 26.1349.75 29.834 7.17 49.73413.28
C 12 22.4148.93 32.78411.26 54.62+17.92

A Follicular thyroid carcinoma; B: Follicular thyroid adenomas;
C: Normal control. * P<C0. 05 wvs follicular thyroid adenoma group or

normal control

TRy R IR DT AR HE I IR A R R e B, T o e
TR B A s N SRS A A I L R AR
B 4 JR o] ik CCR5™™ X R[] 2 A4 (1 J5t % 4
25 I ST IR 11 o 9 L U AT AR A R B 60 96 I
JRAN MR 2 1k CCRS 38 £, H W 1% 8 & /) i
CCR5 MFRIBHE IR D . i CCR5 7T BE A7 42 i W i
SR AN IR A E R . LA B R SEUE W] CCRS W] DL3E
ok A o 3 A T e R AR VR . () 3 R Y R RS e
2% 240 O ) 42 o8 i R S A T (20 IR A0 M B B R Gk
i) CCR5 38 2 5 A [W] 4 200 it R 285 & 1 A FH 1 i g
KRG, HAEPESY LW, 5 hEAHE Tk HZ K
A1 A0 L 240 B 6% S 8 S0 7 b U8 40 ML A 7% 2
P AL Ao i v b TR R G 2 AR TR R 2 G B I A A
.

U TELPR AR g e — b 2 43P0 Y IR R L A 1
B ERA HUAR R 3R B M 22 A 1 L 2 4k & T Bl gk HIR
B A T S5 1% FROPR R B 40 P 3 A R 0o g
2 ARSI & 308 R FE OB 988 40 it RT 3Rk CCRS T
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A A K rr 6 S 5T 20 L R] R G8 CCL3 . CCLA BA K&
CCL5., H CCL5 £ A% 40 1t 1] 4% 2 1R 40 A 1) 431k 3o
HRFZE IR R SR A ML )3 o3 A TR I A 2 K
B, XN CCRS M A 1T BE 7 I 1R F R R 98 1Y)
T RN B i B Th R AR B R

FATR I, 5 H AR I8 5 0 55 TR I 4 2L
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o, ELUE 0 0R FROIR B g AR AR A il CCRS 4[] I
fiifA& CCL3.CCL5 & &M i . IR ATIA R CCR5
5 uE0rE HUR B A 5 B U RER R, BT R
AN T HEM .  5% , CCR5 7 % 2H 21 Y 2% 35 7] fE i
Ak B 928 240 Jt R Ak DR - A5 A B 28 0 A 2L, A R Y
e e PR KR L DA A B B g (9 VB H ; #:k CCR5 AT

FIE A 108 Y6 FROIR i g 1) 6 B 4 ARt Ay o A R A i
Wit 54N E MR CCL3.CCLS 54, 4T
BRANE M gk % 2 B A+ 5 CCL3 fl CCL5
4 It 2H 2 bk T 2 210 A P B B DA R R T 2
L, BRULLLAM, CCR5 i A AR S BEIR A AR 90 55 08 i
AR AR B i 25 00012 W 9 — > E 4R A, AT —
1) %5 51112 W i RE 2 AR 3E

HY T Al DR 32 R A FH I 286 R i ogg 2 4 5 A% 1
522 . CCRS 7 U8 e R FH R B o8 & 2B Je v i AR
FHAE 75 2 — P SRR T, AT LI 45 R
WFFEUR LR R B i AL PR A TR &K L I
Folls PRAG YT 4 HE 1 58 i S
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