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Abstract

AIM: To investigate the expression of RASAL1
(Ras GTPase-activating-like protein 1) mRNA
and protein in human colorectal carcinoma
(CRC) and to analyze its correlation with tumor
clinicopathological features.

METHODS: Fifty paraffin-embedded surgical
CRC specimens, matched tumor-adjacent tis-
sue specimens, and normal colorectal tissue
specimens were used to detect the distribution
of RASAL1 by immunohistochemistry (IHC).
Twenty fresh CRC specimens, matched tumor-
adjacent tissue specimens, and normal colorectal
tissue specimens were used to determine the
levels of RASAL1T mRNA expression by RT-PCR.
The correlation between RASAL1 expression
and tumor clinicopathological parameters was
analyzed.

RESULTS: RASAL1 was mainly localized in
the cytoplasm of glands cells. The positive rate
of RASAL1 protein expression in CRC was sig-
nificantly lower than those in tumor-adjacent
tissue and normal colorectal tissue [46% (23/50)
vs 85% (17/20), 96% (48/50), both P < 0.05]. The
positive rate of RASAL1T mRNA expression was
also significantly lower in CRC than in tumor-
adjacent tissue and normal colorectal tissue [50%
(10/20) vs 90% (18/20), 95% (19/20), both P <
0.05]. The expression of RASAL1 protein was
positively related with that of RASAL1 mRNA
(r = 0.686, P < 0.01), but negatively with tumor
differentiation degree (P < 0.05), invasive depth
(P < 0.01), lymph node metastasis (P < 0.05), and
TNM stage (P < 0.05).

CONCLUSION: The expression of RASAL1
mRNA and protein is reduced in CRC. RASAL1
expression is negatively related to tumor pro-
gression. RASAL1 may be a novel therapeutic
target for CRC.

Key Words: Colorectal carcinoma; Ras GTPase-acti-
vating-like protein 1; Ras; Immunohistochemistry;
Reverse transcription-polymerase chain reaction

Cheng GD, Chen H, Lu FL. Clinical significance of RAS-
AL1 expression in colorectal carcinoma. Shijie Huaren
Xiaohua Zazhi 2011; 19(5): 488-493

i 2

BH: ®iFRas =58 & F 8 EHE G
(RASALL)Z 3k B 72 A2 i f 89 ik 3L I
PSS

J7i%: 1K 4£2009-04/2010-052 F Rtk 64 245 1
R S5 AF A S0 AE A AR 5020, A8 B IEF LL 4R
¢ REAE, BORSERARA, 204 7 LR
W, FmFMB R EFMB IR, AR
B LEA T R 6 EL500) #EH AR ARASALL
B8t &k, ART-PCRAEM 204 #7 8f 47 A
RASAL1 mRNA# £k, o4 E 516 RIm 32
P G ET Y

ZR: RASALIZ G E 2w b AL
RASALIK & f& 25 W 5 ' 49 Fa b ik 5 0

www.wjgnet.com



1R, 5. IBEXERRASAL EESHBEBEPNRANIGHRE N

489

BAK T 5 48 R R 4L [46%(23/50) vs
85%(17/20), 96%(48/50), 3P<0.05]; RASALI
mRNA & 4 B J& F 69 Ptk R ik B8 5
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90%(18/20), 95%(19/20), 34P<0.05], RASALI
E 8 5mRNAM KL 29 R EA X = 0.686,
P<0.01), 5 i Ji 64 5> ACA2E (P<0.05). 12 £IR
JE(P<0.01). #k B4 4#4(P<0.05). TNM4H
(P<0.05) 2 fi A8 %
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&), HPRAMr A6 RO 5 A RN AWK B FI4L
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— Y RASALIEREAFRIA

- + ++ +++
ERAR 50 2 4 7 37
TEBER 20° 3 4 5 8
TBHR 50 27 12 9 2

Kruskal-Wallis HifiZ0455R: * = 57.998, P<0.05, MEN3HH
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