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Biy: MEREEKYSEE LK (CCKR) £ AMM % 0tk
SW1990 F #4 & A B A2 4K 45 & (CCK)—8 Ak xR I8 4m At J5)
H 69 % v

FiE: KA RT-PCR kAl A MRS 40 itk SW1990 F A2
M4 F LR (CCKR)YMRNA # &k, 4m B3 A0 SW1990
an e P e & AR (CCKR) &R G K -F g Fak , R amhas
F i R B R B 69 CCK—8 ARt SW199 4m g JE) HA 64 % v

gEE- 5 AJRIRSE 0 AR SW1990 R £k CCK—-A A %

R, 42&3iA CCK-B & %4k, CCKR /£ 7% 48 bk SW1990
ey Rk E B TR, MR NI 108 g/L—
107 g/L R EFEE M, CCK-8 ARt SW1990 mAiLeg3gza ,
ENFRBE, MRS AIS Wi, G./M
3 m R Y

it CCKB AR EAMMSE MR SW1990 P &k,
CCK—8 BRABARHE SW1990 2m fLeg 38 7h, 94 4w B 6 8 ==,
CCK it CCKR IR JE s f ey 3878 b R B E 240

GEE, FIE, KA =AY, BR, BRE. BRINGBRSAERIREDRT
HZRA R IEEN BRI RIREDIRIFRRNEI0. ERENBRE 2005;13
(13):15699-1602
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fHZ2 U 45 2% (choLecystokinin, CCK) f& AKIE & i IR
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AR R R Y IR R, A RN ARELE 2 R TR
A HFER 4 E 524k (choLecystokinin receptor,
CCKR) /A T-40 JR I 11 G B TR BSZ Ak, S LAl
Z G TR T, CCK Ly 52 ARk 45 & i 5t W 41 Jeo 1 189 4. AR Hh
CCKR Xf CCK MI'H WA Z M6 A1) ik, ke 3L43 ok CCK-
A S A CCK-B %2 44 (75 W 28 32 4) W A K 284, CCK Je L2z
IRAE R R AE R T I B AR O 28 2w A
WEST B AEWL5E CCKR £E A JBE i 4t i Ak SW1990 v it ik
175 0 S CCK—8 JHR T i Ji s 441 it ) 397 7 5 i

1 #RR73E

1.1 A AR 41 R SW1990 ry L g A2 3 A 27 b 8 =
BE 2 — A FCEE B i A A RE T DM ez 54 . 41 i 773 (fi%
B 71 DMEM) £ 26 [E Gibeo 23 ) A2 7=, /N Mg A i 2 3
W 1 7 SRR B L S A A AR e R A BR A )L S pie 4l
AR F CCKR BRI i S Ak iy — Hiid A D 52 &9
(Peroxidase—-Antiperoxidase, PAP) R4 E g
At =)L A (FACScaLibur #9) fi & [EBD A 7] 4=
7=, S BTERAt A AppLe 23\ BEALER 4. B8 S 1 1
KAL) A ARG S E Leica s |7 A2 7.
1.2 7k

1.2.1 sz QMRS IMAL00 mL/LISIR AR I 10 mL,
2512 h )5 MRl &IE 50% 24 v 2 L, SR TG
WP IR E 24 h, fE40E 2.

1.2.2 g sm At sk [ECJn ROAl iRIE f S FPBS VR, 7
M 10 g/L H,0,/ HEERLWr N PP AL )85 10-20 min,
PBS WE& 5 T A 53 2E i (P s i) 12 20 %
WE P 20 min, AR 10 50 (9 CCK-A 32445k CCK-B 27
PR BEPUR CEBLN) T-37T°CFHFE 1 h, BEi)am
A1 0100 AR 5l (PiF), T 37T C T
H 30 min 5 FH PBS YEik, FEANNGE 9 M B 1) R PAP &L
&M, AE3TCTFMAE L h)a PLLPBS vbik, &n
0.4 mg/L DAB+0.3 mg/L H,0, &{15-15 min,
SRAFE AT Gl B B (0 Sk 0 i S A AN i 3R L A 3 (7L
B, #8535 IR AR (U RSURL.

1.2.3 KEIHF A —F EFRT-PCR#A/FmRNAKR (1)
4N M AEAR RNA P2 EC: SR TRIZOL ¥A32 E 41 i v iy &
RNA, (2) 519111 & )8 : 1R GeneBank m H f3E K ¢
H, Wit Primer 3 #AFHEAT US4, CCK-A ZAK5] )
Feol: L1k 57 ~tge ttt gaa ggt gat tge tg-
37, FUigI¥l 57 —gta aca ccc atc get gte ct—
37, A K /N A 340 bp. CCK-B 524K 514551 : L
Sk 57 —-gga gct gge cat tag aat ca-3’, Ui
55" -acc ccc atg agg tag gaa ac-3, § 14
FEM RN 252 bp. LIS 5 —tca ttg aca aac
tge get te=37, PUFSI¥M A5’ -cac aca gct tca
cet gag ga-3 ;¥ I WK /NA 342 bp. NS EK B-

actin /¥ LS4 5° —aag tac tcc gtg tgg
atc gg-37, FUi5|¥ A 5" -atg cat tca cct ccc
ctg tg=3", ¥ =W R/NA 486 bp. L L5 ¥t Lk
P TREAFE K. (3) SOVAT 45 4£ 0.5 mL EP & rp
SRR SR 10 X Buffer 5 uL, 50 mmol/L MgCL,
1.5 pL. dNTPs mix (10 mmol/L £E4%) 1 pL, HEHZ RNA
1 uL, CCKZZARM_LuFsI¥. FiisI¥ss 1 ul (5144
—Xf, e CCK-A 2 AR5 1)k — %, CCK-B 24K 514 A
PX) , WZB-actin LS. FW5I4% 1 ul,
RT Wi%% %M 1 uL, DNAZ-EWF 1 ul, 1N DEPC /K% 50
UL, I JafEAEE A5 N — T AT . 55°CIRE 45 min.
PCR fE3R 44 FRAR TR FE :92°C, 30 s AR :92°C,
30 s;IBKIEES5C, 30 s fEIERAE72°C, 1 min;f§
A0 Ik, Ll N JEAIRBE S 72°C, ZEH 2 min, SR

IEZE R 10 pl 2 N9, 17 g/L Bl it
Hx?’f 120 V4&AETHUK 25 min 5, TRAME T EH
KR, HEAG ST AEEE . W T,
1.2.4 tapa A 47 R0 A 40 PR dee 28 BT IR FE g 1 X 10°4>
A /L, BANPRETR 1 mL BeRE BB 12 JLIN KT AR
b R R AL IO T M A IR L mL R A SRR
FEM CCK-8 ik 0. 25 mL (£ BLALBE 5 CCK-8 JIk ¥4 i 4%
T BE R I 5 R BE) . 4l B 25 ) Pl 38 3L e ar s 4l
L —41 2 xR AL, 59 A AL B NAS 5] H BE 1)
CCK-8Jk(1 X 107 g/L. 1 X 10 g/L. 1 X 107° g/L.
1 X10° g/L. 1 X107 g/L i CCK-8 ki &) , 4441
WE A K ARG 6 hR12 h)a, WCAER 41401,
T M B, F0.01 mol/L PBS /KUEEMIR, &
700 mL/L HIKET-4°C FEE 24 hm, LAGCZMALE
UK AT, FH A 2 A BSOS A ] 94 B CCK—8 A %ot 4t ffd
JE R 5

Bt 2 4b 3R K Ll mean + SD &R, 1 WSTATA 4
WWARAEAT T ZE 50 B

2 £R

21 Skt AL R g &2 2 CCK—A S2AARAR WLBH Tk e (7,
CCK—BAZ A [ B G (00 2 I g A0 B JEE A 40 i 2 1 IR 3 €
Wk, A BRI OOk (B 1) .

B FERRENE SW1990 CCKB SRS B MBI x 250).
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2.2 RT-PCRA&M £ % N JBNE 41 Ak SW1990 S RNAZ
RT-PCR i Sh4 34 i CCK-B AZ AR (I FE K v BEFI N 2 B-ac—
tinJE W, AHN ) R BoR /N CCK-B 3244 4 252 bp,
B-actin # 486 bp, kIR B L R BIFEa—
o, ERAEY M CCK-A SZARMIFER 1B (1 2) .

1 2 3 4 5 6

252
430

B2 ABSEMIE SW1990 th CCKR BIZRIK. 1: marker; 2: B4
ZUNIE; 3—4: CCK—A SZ1kK; 5—-6: CCK—-B Z1k.

2.3 CCK-8 sk FFiz R (1)CCK-8 K THi)i6 h#k

T A SR A I, 2 1% SR 40 i 25 5 39 B 43 1)
H:Go/G I 85. 71%, Go/M I 14.28%, SHIO0.01%. 244
T4 (107° g/L) Go/G, W 77.97%, G,/M 1 20. 49%, S
W1 1. 54%. /£ CCK-8 KAL) 6 h, SW1990 4l iw kb T+
1 (Go/ Gy J0) At i LAl ose 2>, Ak T4 22 43 2445 (G./M
1) S DNA & i 8K 3 (S 30) b 35 38 . ) i & B b A
CCK—8 JH ¥ B2 11y 386 m , 4 4 39 40 b 1y BL 481 52 T i . >
CCK—8 BRI FE A 107 g/L I, 145 HAAN i b il 20T e
K, CCK-8 JRMRERY A 107 g/L I, 3858 S 4l i bk il 7t
107 g/LE AR, (2) CCR-8 Ik T-1)i7 12 hffy4 #e:
AN ASCARS I R TR, 2 11 %o R AT 40 B 55 S 3 B A3 5 )
H:Go/Gy 1 2. 30%, G./M A 97.66%, S IH0.04%. CCK-
8 AT 1AL (107 g/L) Go/G, 1 1. 02%, Go/M H 93.97%,
SHAS. 01%. 45 FUFSEAN RN 12 h)5 46K 2 5k N
225y Z40 (Go/MIR) » PRATAE1Z I L 9 3 A — B H A
CCK-8 Bk i, 107 g/L 4LHEHTHEN DNA A J 3 B 3
(S 1) Bl i hn (38 1) . (3) &Gt H Ak WSTATA 34T 77
ZEG T Go/M W 25 41IH FE M 31,19, P<O.01, fE
gl LA B R S WAL 107 g/LA1 2E R LB E
PE(P = 0.16), ity ILMbdlz Mg 2 LA 2
7551 (PK0..05) ;107 g/LAl Yy S Al 2 il A B35 7 e 2L
b 5 21 RIS T GE vl 27 3 . S W & 41 AR 124. 08,
PO. 01, fEGeTt 77 LA B8 . 2 P AL S oA %%
LA B EEZER (/X0.05) ;107 g/L 414 JoAh 5% 41 1n)
HREMZE R (X0.05) ;107 g/LA1 L LA AL [n) A 22

=1 12 h B9 CCK-8 BAXY SW1990 {BiEEEIRYEZIm(mean + SD)

FE5r107° g/L Al S LA AL A B 57T 107° g/L 5
107 g/L 41.10) TG 8. 35 4 7 5+

31TiE

UTAEK, R FEWC A 28 B 3L 52 A A o s AR rh A H
W2 E|EA. Reubi et al' RIS A B E AR A2
Z R EEAT R I, FE IR /NGl fi s A5 2 Rl fe
I8 T 4 CCK-B 324K R4 3%. CapLin et al"'WF5YilE 5
AEIE R AR AR AS T G CCK-B/ B b 25248, AT B W&, H
2 T S AP 5l 2 TR S 0 3% 1 2 0K A1 A P A A0 i )
5% v R B Ve R Rk 1 CCK-B/ B W 2324k 95%, i W
F91%, H 2 BRI B Wb 55%, B E W2 23%. A5
K RT-PCRZ, AN T A B iy 40 it bk SW1990 ri CCKR
mRNA IR IE NG L, 45 FEUF S A0 B s 40 e AR SW1990 1
FIk CCK-B ZARMI mRNA, 5 Ji et al™ Mg R4, K
FH G 5 A0 A A2V TE 52, 8 N B s 4 Ak SW1990 i,
CCK-B ZZ Rt A b FE B i FERIBHPERIE, 5 De Weerth
et al"™ e R ARFFAEMRNAZK Y K B 11 7K7 L3k
) 30E S5 A6 N JB e 20 Ji B SW1990 45 CCK-B 5244 1) %
K. N B A B Ak SW1990 1 CCKR RiE %R W T CCK-B A2
P AR O R A R bl TR .

Z AW CE S CCK-BAZ A4 Al I B2 A%, J8 TG R
FHSESZ AR R, e L ST T &5 &, & —Fhilss
SRR S A% S hAE R 1. AU I S A0 i Ak 27 vk
WESE, NN R T, CCK-B SZAR AN AFAE T4l
JRLAE LT ELA A T- 40 35 PN . 40 B L CCK-BAZ 4K 1) 235
SREE R T-ANSE, EANIRIE N COK-B 324k oA LA 414,
Il N CCK-B 2 ARt B AT g L CCK-B SZ AR W EAL A
. Tarasova et al"™ WLELH) ' Wh 254 4l i 4 1H L5 CCK-
B2 ARG &, T I AR AL N RN, EY
FORE TR A R N R DX I8, 52 A I PO EA AL A el 3
AN L, SLFROERIT I 1 h 2o 45, M SZ AR AL T s 5
I i O e S O A IS A PR g

ABIF SR FH COK—8 JHR T A Jik it 4t it ik SW1990 347
2T S . 8 U 2 A ARSI IF 5 CCK-8 Ik e fie 1k
AN ER AR, E CCK-8 JKVEFT 6 h )i RV AT A& 21 A
o g A A SW1990 #6434l i S48 ATk N S . %
CCK e 1 4u M SE i HL A, H AT Ly CCK il i CCKR ¥
T A IR B A5 5 A R IR AR DR COK L 2 A 4 & ) T g
WIRE B M {1 R 4, B G 2 0SB g i C A i Mg
BEWLE: BERRAKME, A 1, 4, 5 “BERRNLEEA E3
Fl, R — D s A T C, AT A TR A 2 R

BiEEHE EENWIR 10°g/L 107 g/L 10°g/L 10°g/L 10“g/L
Go/M 97.57 + 0.12 96.46 + 0.38 95.71 + 0.56 95.15 + 0.14 93.85 + 0.18  95.38 + 0.33
S 0.075 = 0.02 1.285 + 0.35 2.430 = 0.41 3.625 + 0.21 5.015 + 0.17 4.280 + 0.85
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FOBERRAL, TS LA R R IA A RN, s
22 24 A TEAL B I (mitogen activated protein
kinase, MAPK) f¥iE, B4 T2 N R 7 st
T35 B 5 19 58 A4 A 5 % S TR F NP—xeB At il 6 i A A
Sl E R

SRR BE CCK-8 kAR X A B A8 4l il Ak SW1990
(3 5E () J& A s, (HARE 45 A2 ] 11 CCK-8
WERHREES 107 g/L Zi AW, (i a3k 40 B 48 5 1 4 FH 4 K
[ 0 70 40 P 9 A AR 2 s 45 SRR B, CCK-8
IR REAEIE SW1990 41 i $ sk A\ S 3, BifiAy CCK-8 kit &
(R TF T HE NS IR SW1990 4 it bL 451 th 328 3 7 vy 5 H 24
CCK-8 ki Bt 107° g/L ), #n CCK-8 fk ik BF
FAS I 5388 gk N S S 40 il EL AL DRI, CCR-8 K I i
107 g/L 2 A B RS 41 A Bk SW1990 34 ) — AN AR I
FE 5 [ A4 05— 5 W BE A CORAE N B s 1) 2B L R i
ok FEZEE .

SIEHG T CCK—8 PGS A it 441 Ji ke SW1990 11 38 4 A7
AE—ANBAE MR BE, 31X 5 N BRI A1 M AR AN A IR
CCK-8 KA FI A 0. R X 105 H5 A AR N CCK 4 F At A3 H
B HIZ AN AR B T AR A7 AE A 2 Fh 4l i 26 K PR 7 Fi 41
i o 1 PN R E e e R = PN B il [ R
WURISE N 2 A, 2 i DR 2 A FH 110 &5 SR sl/r xof 75 1) CCK R
JEANZ K. ARWFFEERM, AL CCK-8 ik A FH ik i Xt
SW1990 Fy 4 5 FHE 12354 sg i, 1y H.CCK-8 Ik I F i) [i]
AR5 A0 6 B RO 1S RE . AE6 hi 107 g/LIREE R,
SW199042 H #EASHAM Ll I 12 hir Xt IEAT (1. 54%

vs 0.075%) ; MA%WEE 12 h S A4 LBttt 6 h (K
BE TS (5% vs 1.54%) . RMAE107°-107 g/L WAV
FEl N CCK—8 B A FH 1o i) A K, 3 N 348 242 U3 %) &4 i Lt 491 e
% . PRIMI$E 75 CCK R B2 M A FH IR [ 6 i 2 e B 1
AL R JET R ETHER. RE CCK-8 k24 h NIWEH
gE LR, 20U BE BE SE I SW 19904 fit Fr) 488 4l AN 41 it 94
T2, {EXF 24 hJn ) CCK-8 IRME R 45 31, & 15 T —
HHA.

J e )RR B RS W RIR T R e e R
A7) = TESENE . RS H At B e R R 2 iz i Jih
7735, ARSEBR RRATIA I RN T fif CCK J L5244
FRSCAth PRI 2% A5 JR ML T RO VR T ARG L B A
e AR ) bR S 2, SEAF I T IR S IR T
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ZEM52 6, TEHSLRE 1016, Hed42 6, KT
C Hieh 67 B, HE 244531 4], BA EnVision ka7
MR P16™* P53, PCNA #n PKC—o #9kik, LB F A
% WAL TRG 69 A,

GER: RIS a ARFENAN A 56.5%, 61.4% F= 59.4%. %
Ao, MELEHmEER (X = 18.994, P = 0.002),
HEEHSE L = 13.311, P = 0.021), GEBEY
B =17.075, P=0.004)FFH° = 11.249, P=0.047)¥



