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Abstract : Objective
and cells. Methods
cancer AGS and SGC-7901cells,human hepatoma cancer HepG-2 cells, human neuroblastoma SH-SY5Y cells and human lung canc-
er A549 and NCI-H446 cells,human prostate cancer DU145 cells, human bladder cancer T24 cells. CCK-BR expression was detected

in the clinical cancer tissues including the stomach, breast,cervical, bladder,lung and liver and AGS and SGC-7901 cells by immuno-

To investigate the expression of cholecystokinin receptor BICCK-BR) in a variety of human tumor tissues

RT-PCR and Western Blot were used to detect the expression of CCK-BR mRNA and protein in human gastric

histochemical and immunocytochemical methods. Results CCK-BR mRNA and protein were express in the cytoplasm and cell mem-

brane of the above 8 cell lines. Positive expression of CCK-BR was discovered in the above cancer tissues. Conclusion CCK-BR are

expressed in a variety of human tumor tissues and cells.
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B 2 05 45 % % 1K (cholecystokinin receptor, CCKR) J& &
WS R G 25 8 16 32 7R 8 K 43 CCK-AR,CCK-BR
LA AL o B R E2ORE N S5 CCK-BR 254 & # 4
PR EL DI A8, L, CCK-BR W FR 0 B W K 2 Ik . AW 58 /i
Wiseah sk WAE s, B W £ 5 CCK-BR 454 MMURER #E IE# H
i 308 285 B 9 K X 40 R e A o 00 L S T A AR
KW R M ZFh 8 I8 b 1 2 4 £k B W R M CCK-BR,
S g 4 T 1 A ) 8 30 S R Al i 3 IS 9 CCK-BR
GG ARIET H B IE R 0 R A R RN T WA R AR S T R
MR KA B T . H AT, & B CCK-BR 3 278 5 1k
TE 006 0 2 40 R AR A T At 2 P R R R R
TERE D A 9T i — 25 B 1 CCK-BR 7 He Al il 58 41 23 1 fik

o A0 i R 0K
1 HM#5FE
L1 MR TERE G R R 0t PR R 2 B A8 B b vE Y

BT A S0 B 12 AR 5% P S 2 Be I s B2 Be 2011 4R
Vi) T A U0 B 1 8 98 A 20 L o A 4 L 3 A 2L T bk e 4
NGRS A 2% 3 . N BBk AGS Fit SGC-
7901 A JFE 9 40 M Bk HepG-2. A #0128 B 40 g 9 40 i #k SH-
SY5Y ., A i 4 ik A549 F1 NCI-H446 . AR 51 Jls 95 20 i £k
DU145 A G5 e 4 e ik T24 ¥l AR R, R4 i
4 Gibeo 23 @), 5 %5 DMEM. % B RPMI-1640 13 3E %

H1.0.25% 2 (1 B 9 @ HyClone 24 %], & RNA $# BUR 7
Trizol W B Invitrogen 2\ &) s RNA 3% %% 5% 77| Wy B Promega /%
AL, PCR MM B LA T4 " JDNA fRid 91 A db 52 K AR
B AFLPCREIWH E#A TH . BPt A CCK-BR mAb
W B Santa cruz A\, AR/ BUE A B G0 0 4 Sk 24
WA & 3 DAKO A\, ZRBAKRWH BD AF. KL
#i5 — 9 (PVDF) fiii \ECL-Plus &6 H . S B KA WA
Amersham /A F] & H it Marker I [ Fermentas 2\ &) s 40 Jif
K F:46 (H A& SANYO MCO-18AIC) , Olympus 7 ¥ 5 & B 1%
5 (IX51), PCR {L(ABI 9902 %), ¥% 2 & & {X ( Beckman) . #%
FR Pk AYL DYY-7C B (bRt N — {30 26 7=, 8 I AR o At
% %t (Syngene G Box) , # [ H ¥k J % 5 & % (Bio-Rad) , fif #r
X (2 E Bio-tec ELX 800),

1.2 fMiE 3 AGS.SGC-7901,A549 \NCI-H446 . T24 41 iy
Fi4 100 mL/L A4 3% & 100 kU/L HF & Z 1 100 mg/L 4
1 RPMI-1640 K: 332 i » HepG-2. SH-SY5Y . DU145 4 il
FA% 100 mL/L Jif2F 3% & 100 kU/L H# & 1 100 mg/L 4
FHEHEMNFE R DMEM 532,78 5% CO,,37 CHHFHRIF.
1.3 ¥ % 5%-PCR(RT-PCR)  Trizol — # ¥ #& B 40 i &
RNA, ¥ RNA ¥ %% 5638 50 £ 17 10 7% 56 & B cDNA, 5] ¥ LA
Premier 5 {4 H 47# 31, CCK-BR 5| ¥ F 5 K :5'-GTG
ACA GCG ACA GCC AAA GC AG-3', F#tal W FEs H.5'-
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CGA GGC GTA GCT CAG CAA GTG A-3' ¥ F B K FiE., DPBS B —HilEE b M, EWhriciy 3137 C

383 bps factin 15140795 TGG AGA AAA TCT G 7 30 min, DAB i €, 5 Gicb K. 5 0B BLALSLEC 3 B

GC ACC AC-3", T3 ¥ ¥ %l M :5-GAG GCG TAC AGG FRA .

GAT AGC AC-3', ¥ 8 B Br K BF 190 bp, P riRE R, 2.5 2 & 2

U/pLL Taq § 0.5 uL.10 pmol/L CCK-BR | F #5144 0.8 2.1 CCK-BR mRNA FI% 178 SR b b Rk 80 RT-

©L525 mmol/L Mg 5 OXZEupi 2.5 pl,2. 5 mol/L PCR Fll Western Blot £ 1l & Bt , £ F b J83 40 itg Bk 0 55 5 9 40

dNTP 2.5 pL, Pmol L ¢cDNA 2 pL, ddH, O #2225 pL. Jikk AGS 1 SGC-7901. AT % 40 i ¥k HepG-2., ifi Ji 40 I #k

A 94 C 5 min;94 C 455,57 C 455,72 C 455,30 4 A549 Fl NCI-H446 , §ij 51 fIi 5 40 Mo 4k DUL45 | J5 bt i 20 o 4k

BEH 572 C 7 ming4 CRTE. P HIZEHUGECPCR =4 L RE .15 T24 Jobh 2 B3 40 MO8 40 g bk SH-SY5Y 3% ik CCK-BR mR-

g/ L BN HE &t H)LEE«JJ\ EB %t {4,, SyngeneG Box I 14 R 4 NA FM&EH, WK 1,

HEF TP BTAE I AL 3 K. A e &

1.4 Elﬁl%r B 50‘1&<We\~tem blot) 3 ﬁﬁﬁéﬂﬂ I % ] RIPA b & @ S K ¢ & &

MIRWIAT T HR . RGBS E L B 50 pg BEAE T ;Zg
0 %6 T B 1 — ot BE TR A28 VY M4 Tk g € T i ik (SDS-PAGE) 250

HEATE EWIK G #ENS) PVDE J F, 1% B8 &5k £ 67 2 h. 199

3 CCK-BR(1 * 800 ). GAPDH (1 : 2 000 )4 C i 20 B -actin

o WFEHR =Pl 5000 FHB37 C HEH 2 h, ECL £t 386><101' —— U G — —— (CK_OR

Ja B BRG] R E A 3K, T—

1.5 4 ,,J{:A&%f*ﬂiﬁﬂﬂz% L BTA A R &

10%% Hpk 48 R B bk i A b A3, 4 e A F 95 ¢ A:RT-PCR # il 4% 4 ffid ' CCK-BR mRNA % ik ; B: Western blot

SE.0.4% Triton X-100 Z I FT L. 2H £ F 40 it 157 5% F fe 93 4k o 0 45 2 g CCK-BR # Rk
2 SP AT R, —HU T R }\ CCK-BR(1 * 20004 C i B 1 4 CCK-BR mRNA MIERAMRIE

24%10°| — T S . P
L pe—

sDI~2. B 8 El~2 i g 40 FL~2 P 4 40 G1~ 2. [ P X 1R
UN DN
E 2 I R BRI 48 48 Fh CCK-BR #9335 (IHC X 400)
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A:SGC-7901 4z F X B4 5 B: SGC-7901 Al B 42 3% 3 C: AGS ZiM 2 A X B4 s D AGS 4l MBIk &3k
&3 CCK-BR ®E ML S 45 8 (1CCX100)

2.2 ZMIERMEALAFE CCK-BR R THiT CCK-BR 2&
T AE N R 2 2 b 3R 35 A 92 S 5 21 24k 2 A N 22 Bl

R A CCK-BR ik, iR E/n. £ AN HRBAL .5
I i 2L 20 B S AL IO g 2 A o £ 2 R S A0 i 35
A CCK-BR ik, WA 2,
2.3 CCK-BR#ZEAMMIP e AT 438 CCK-BR 7E 40 g h
B R A7 AL 26 BN 96 40 B AGS i SGC-7901, 4 52 4 fd
bkl CCK-BR #9335 . & 30 ¥ Bl 40 fg o CCK-BR 34y FH
P L I 3 AR 0 RN AR M b ks, W 3,
3 it it

CCKR F 1980 H IR &8, & —Fh e 5| 2 1 i 45 1) B

BEREEZW, B 7 RER G EABKZ 8RR 842
R AY FALHE 3 AFB 4 N-sm b, & N-WESE Ak 07 5 B IR IX L &5
TANER K 5 B A B Coom L3 . CCKR 22 fk 32 % 4y
CCK-AR,CCK-BR % JLFp 7 28, & {13y 1 — 4~ 115 /;\ﬁ;@wzz
BRI R Rk . HEEMEM FA 3 Sy @ik, H
CCK-AR (94 3 22 o I8 4 e 48 2, i CCK-BR 19 i 12!i£%
HEWE, Hih .CCK-BR UM E MR, TEN SHWER
BT A TG B I AETT . AR BFSE P B W & 1 CCK-BR
7 B B e A2 B Mo b R AR — B 2 el R
ML AR, 5 0F 58 & B, 14 B IR Al g, CCK-BR K
BRI A K B /E A 2 3 W 5 CCK-BR 45 & 5 AU RE
fE 8 1E 5 E M 38 B AR 4 X 40 M MR R R Al i AR Kl
FEA R, 5 T R 0 A S e I R Rk R )
I REUR R AN B A EA SRR £
i 5 o 3B iR 3 B A 2R 3k W R AN CCK-BR, DA TR #i 0 i 92 240
H@EQ{ME’JHUA?ELL 5 M %k CCK-BR 45 4, fi¢

T R TE R S A A T AL BR SGC-7901 4 g g Al
Mikk DLD-1 vl 3iE 52 7 5 W % /CCK-BR B 43 b 3 1Y 7

FERT R AR A CCK-BR 9 microRNA FI 4547 7 B A7 4E 2%
H*%ﬁéﬁﬂ@ﬁzkﬂ’wﬁﬁﬁ“” o ARG A BUBR T i 20 b

SGC-7901 #1 AGS 35 CCK-BR 4}, /i CCK-BR # 55| 4
Pt (5 CCK-AR JE38 X ) 78 T8 A6 38 1 22 Fl Iiloggs 4l i
PR AN 9 48 i HepG-2 . A M 28 B 48 Jif 988 48 il SH-SY5Y . A Jii
TR AS49 F1 NCI-H446 , A Hi 51 I 98 40 s DU145 A5 I 78
4 T24 H il & B CCK-BR (% 3 35 , {H 2 28 il 88 41 fd 35 35
CCK-BR i EHIFE A ER 26 5 5 W R /CCK-BR H 47 W 3
AR H#E— LT

R T HE— 25 W5 CCK-BR £ A {4 M9 41 21 v 1) 22 3K 1%

00« 8 B R T AR DB 10 g A A< 18 98 dH 41 FL I A R L B
Wﬂ,,\‘ﬂ%ﬂfc%iiéﬂ,mﬂﬂi%iﬁéﬂ U A R T s R M7

Kl CCK-BR A1k, 5 R AN 45 51— 20, 76 b 3 Jiloggg 41 217
CCK-BR #3235 B . 3 76 SGC-7901 . AGS 411 Jfg o 3iF 52 CCK-
BR 3 7 40 M R AN A B b Rk, HR S S5 Ak e —

FE, CCK-BR 7 3% 25 il 88 19 & 55 AL i b Br ke 1 D o 1k — 25
W,
% Tk
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