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Analysis of expression of mitosis checkpoint gene

hsMAD2 in colorectal cancer
SHI Qiong,et al
(Key Laboratory of Laboratory Medical Diagnostics,Chongging Medical University)
[ Absiract JObjective:To study the expression of mitosis checkpoint gene hsMAD?2 in colorectal cancer. Methods:The expression
of hsMAD2 gene mRNA in colorectal cancer and normal colorectal tissue of 18 cases was quantitatively detected by RT~PCR.
Results:The ratio of hsMAD2 mRNA/ GAPDH mRNA in colorectal cancer and normal colorectal tissue were 0.1235 +0.0752
and 0.0312 £ 0.0598, respectively. The results suggested that the expression of hsMAD2 mRNA in colorectal cancer were signifi~
cant higher than in normal colorectal tissue(P<0.05). Conclusion:Compared with normal colorectal tissue,the expression of hs~
MAD2 mRNA in colorectal cancer was markedly increased. This probably indicated that to up-regulate the expression of hs~
MAD2 mRNA in colorectal cancer may be a very effective to abnormal proliferation of colorectal cancer cells. And hsMAD2

gene as a related gene to colorectal cancer can play an imporiant role in colorectal cancer pathogenesis.

[Key words] hsMAD2 gene; Quantitative RT-PCR ; Colorectal cancer

MAD2 EEVENHMAE 2o N ERKREARTE 1
HXEREZ—, 2540 M50 40 b 7 6
RN R A P EES L MAD2 R RY 1 :’fz&ﬁ R B "

s P e o : BRER MRS — E bk A
R E’rﬁ(%&@,%ﬂfﬁﬁ%ﬂ%@ﬂﬂ@?ﬁ%\,ﬂulﬁ 2005 £ 1 A ~ 2005 4 6 A KAMUIBRAL 18 B, —4+%
1T 40 R R & A Sk i A e T, B

HRERE

Z, HP—-2RATREESERE, H—RHARTHHA
HIAR L MAD2 BEH AR AX A EE 7] e
EEOWEEER, BESIES, AW MAD2 #H
(hsMAD2)E(H RIZE B 5B A% . A8 7 A
E & RT-PCR ¥k, MEFE/KEST S hsMAD2
mRNA ZELBHLTIE R SHAR PR FREE
0, A RN R RS S%,

EENB: & 7(1969- ), %, WL,
ERMRAFT O MR ek E,

-80°CIKFELRAF, LIB1R & RNA A, 18 BIEHEmALIRA
HHBFARBRRAERIA% Sem U b, FEF L. A4
JABIETA BEARAREZ SRS FREEIT. AT
B AP WENHARNE N 10PBEE AEAE 4pm
B A HE 32,3 1981 (2B KB RRKREBETR
F—TENS WAREE B LR . PRI S 41,
SHERRIE 8 B, {1431 B 58 (405 B VBUIG S8 70 DA 4 O 9% )5
B, E#E40~60 %, BLK9H,

FEARMUEE: E & PCR B4 L Genecore
E . omniscriptTM Reverse Transcriptase i3] &M B QIA-


http://www.cqvip.com

— 248 —

0 0 0_http:/;www.

BRERMKHEIR 2007 4£5 32 %% 34 (Journal of Chongging Medical University 2007. Vol 32 No.3)

GEN. platinum Taq_ polymerase W1 1 invitrogen life technolo-
girs. GE it Real—time PCR {84 3 15] ABI 25 @] 4 711 7000

12 RNA 892800
e A U — b 4R RNAL BT RT I £ |
TR AL B0 KH IR TF 9 20 BB 15 A
Tenl BFHRTE PRI, AUIIA 1710 (R B 2mal. NaAe
CpHA.0) SRR . 1/5 Rl 4 S IEmEC49: 1), 0
: LAl 12000e/min 7.0
L T=20CHRAT R
L% i LB 120000/ min .05 20min, 77 |-
A 30 IDEPC KR RNA. 28 19500
4 LB < FSE SR ORI R 5 B
RATIR cDNA £ 25 1 IZ WK R IR A 5 x
buffersdNTP - (10mmol/L): RNase (3007 1) M=MLV 1z 5 5
. L) Olig (ATOVR o3 [WIUERTIZHE 3, IBE BHEIS A 45
10min, T 80 C A
F real-time PCRMIEAFA hsMAD2 KB #5 mRNA

A hsMAD2 B[R 5 55 s
#F necore 22 G
MAD2-FAM:  CGAGTTC
MAD2-FP: GA
MAD2-RP: CCACGCTGATATAAAATGCTGTTG
B bRkt ] T B T B G ) TaKaRa 2
L), SERETFS T «

TR F (56 b

C HBEER AN GAPDH HED], HARE R 4 (1
Genecore 437
D R
15 it
A
Sl HAA

R BT R

LS AR A AT TA 5 000 M b
AL SURLIE ALY hsMAD2 FEIH mRNA §5

#£1 ERPCR LRMHMH

s W G0

o A 10 0 mal/L 0.625

SI¥IE LHE 20w mall. 1.125

514 i 20 mal/l 1125

* 7.625

ABI TagMan' 2% PCR 2x 125

- Hili 2

AR spl

#2 JEE real-lime PCR TR

(ol i 2
HBLH i B {IEER LN
HEER S RIETE
B iH KL i
ABILPRISM. HOLD  HOLD CYCLE
7900
2min 1Omin 155 0
Sequenne
S0 05 951 60't:
Detector

ULEC/GAPDH REH mRNA 15 DTECH A

2.1 RNA #9%%
UL ALE RNA 25 19 BN I %E I v vk
5 AVE LR 188 I 288 SAFH M AT L. 45404
FEAIE TG A260/A280 H7E 1.8 ~ 2.0 Z i), i1
A ey
22 ARA hsMAD2 JK B89 mRNA K692 %
MAD2 BT HERRIEIZR Y R2 H 0.99932,, 45
AR AL A LA Y hsMAD2 SEH mRNA 5 01 ¥
JGAPDH B[ mRNA 5 UUELH B 5051 0.1235 +

1
i
SENEEEE

1 i

T i

B MADY EES R 2

o g, e

H2 MAD2 BRI MY AIES

comj


http://www.cqvip.com

WECERI A58 2007 ££58 32 %% 338 (Joumnal of Chongging Medical University 2007. Vol.32 No.3}

£ 000 http://www.cqvip.com|

— 249 —

0.0752 1 0.0312 + 0.0598, i/ FH SPSS11.5 EA4XTH
HAEBITHRIT M, SR ER P<0.01L,ZREFSR
H¥EB L., RALEEHSA K hsMAD2 B H
mRNA B EH FIEHFHASR,

3 3

o0 R0 30035 R O AR E MR R S B, T X
FhetRIFIZS A LR P ERE — R RRES
), MAD2 ZR{E R Ak BIEREN—1E
RS, FEGA MO IE 5 4324 | 40 R JR) 3 8 42 o 400 B 3
HHEEREEMNER. MAD2 25K 1% AR
B HE SRERNNES, ERARERL
ST MR R 59 EANE S S8, 3k B
MAD2 5 CDC20(cell division cycle JERE &4,3F
AEEH B 40 RN, 5 APC(anaphase promo- ting
complex )45 & Mif# 5 & 51, APC A REFEMR P8
S0 4> 24 PR BARTEEY cyclinB-CDK B &4, B4
SRR, MAME EMLE S Rk brt, ATRE
MAF cenpE WS, MTWEL0H BUBL R iEH:, &
MAD2 &35, TH:HEMH APC, it 40 M BT fafk
SrEe, KBRS MAD2 BEEAKEEHRT,
KERHFRAM, H MAD2 ZXBHRHEEREEK
YRR 2 S T BB, B0l MAD2 2 mRNA £
FIRH, RS Ry EARE QEMAE, SR
B E T, fe bk MPLRFAFD, HHl
HATBER :MAD2 K RH B SEE R S AThEE
WS I AR , TOvk W i 4 P9 5 B BB - 1
BHES ERAKHARESEY, X—HBRRAT
TR REM R Lk &k —&
BT EFR, e — IS — KB
Reafk, WA —A > —KBILEREHK, ER
MR IR,

ABRFIFHE R RT-PCR F 435It 18 #i%

[ 8 FIE 3 A 415 i MAD2 Z: B mRNA KE#4T
EERN, EREAEHBALR D MAD2 EH
mRNA KB EBTFTEHEAL, 55, Poelzd G5
WREH Mad2 EASHEERZK B RERER
ARSI R FEMEER, MR EZE 8
BRESEZARATHERMOER, EHIKIAKH Mad2
FEAMFRTAREREAATRBEEND, EH
Ja 3% 58 R RS A B A A, BB AR PR
Mad2 W B ERIE, B THEN Mad2 EAFTEE
BEEBEEZE B MBERRZ A4 SR IE
HERTIERA . X4 Mad2 BB FRIK TR, 8L B
S BEWOE (O 40 S P Z B . AES A
i MAD2 BB )R 235 17T BB 2 45 1 7 40 M 1%
FEEMNFEREZ —9, £ LR, MAD2 2K mRNA
KR EERESHENRE ERPEEEEM,

$ £ X W

[1] Rieder C.L.,R.W.Cole.The checkpoint delaying anaphase in
response to chromosome monoorientation is mediated by an inhibitory
signal produced by unattached kinetochores[J].Cell Biol,1995;130(2):
941-948.

[2] Pennisi E.Cell division gatekeepers identified [J].Science,1998;
279(5350):477-479.

[3] Michel LS,Liberal V,Anupam Chatterjee,et al.Mad2 haplo—
insufficiency causes premature anaphase and chromosome instability
in mammalian cell{J].Nature,2001;409(6818):355-359.

[4] Kops GJ,Kim Y,Weaver BA,et al.ZW10 links mitotic check
point signaling to the structure kinetochore[J].Cell Biol,2005;169(1):
49-60.

[5] Poel2l G,Kasai Y,Mochizuki N,et al.Specific association of
estrogen receptor heta with the cell cycle spindle assembly
checkpoint protein MAD2 [J]}.Proc Natl Acad Sci USA,2000;97(1):
2836-2839.

[6] Gliozzo B,Sung CK,Scalia P,et al.lnsulin—stimulated cell
growth in insulin receptor substrate—1-deficient ZR-75-1 cells is
mediated by a phosphatidylinositol-3-kinase—independent pathway[J].
Cell Biochem,1998;70(6):268-280.


http://www.cqvip.com

