F36E H5M LEIpNE S IQRE S5 Vol.36 No.5
20154F 9 H JOURNAL OF SUN YAT-SEN UNIVERSITY (MEDICAL SCIENCES) Sep. 2015

NIilEE CENP-W/B23 i1 Ras 155 S dp& AR :

WRAE, RAkgs, BN, Wezhp, S 3, oWk, e, PUBTR -
(B B RS e BE B el 28408 VT8 55 5 330006)

OE. [HW) ORI ELOM i B 4 25 22k 2R 1 W (CENP-W) A B2 (1 (B23) . K R R I 3 1
(RAS) 33K B AR SeHE , [ Jride ] 78 e GO e s 20 20 AR R I I 98 B 9 5 1 B A1 2 v | 2R FH G g3 21 2 Ak 272 43 S ARG )
CENP-W [ ZR3K KN, IR Ge T2 43 W 25 111 38 78 7K 5 109 e Ao BRARFAIE A OC 28, 2R P 1 0 B0 38 92 R 55 B ¢ 1 38 it PCR
KD CENP-W \B23 | RAS (IR K-, 43875 B TJ 3- 90 5C 32 LA S 23k A G o I FHARR R siRNA T3 U251 4
CENP-W R H R 85, SR FH AR 1 B ED 75325 A St 9 ' 5 B PCR KGN RAS 2B 1 &% mRNA KA A8k, [455] B
2141 CENP-W | B23 \RAS 257K 7B & F s i dl 20, - B 55 e o8 1) s B R 1) 52 1E A 56 M s CENP-W | B23 |RAS 11
mRNA KK Z R BEA D CENP-W AT LA L RAS 33k, [4518] CENP-W B23 \RAS Fik355 5 e 1495 BRG]
SEIEAADE, CENP-W FTLAJAY RAS [3RIK, Him CENP-W AI/E B BTy VR 7B o

KRR R W A R 1T RAS ; i e JBTJ88

hE 23S R739.41 X ARERD A MBS 1672-3554(2015)05-0663-07

Correlation between CENP-W /B23 and RAS Pathway in Gliomas
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Abstract; [ Objectives] To explore the expression and correlation of CENP-W, B23 and RAS in different pathologic grade
gliomas. [Methods] The expression of CENP-W in high grade glioma tissues, low grade glioma tissues and adjacent brain tissues were
detected by immunohistochemistry, then the relationship of CENP-W protein expression levels with the clinicopathologic feature of
glioma patients were investigated. The expression levels of CENP-W | B23 and RAS were detected by real-time fluorescene quantitative
PCR and Western blotting, its correlation to the pathologic grade and the correlation between the expressions of CENP-W, B23 and
RAS was analyzed. After transfection with the specific small interference RNA (siRNA) targeting CENP-W gene to repress CENP-W
expression in U251 cells, the changes of RAS mRNA and protein levels were detected by real-time fluorescene quantitative PCR and
Western bloting. [Results] The expression levels of CENP-W,B23 and RAS in glioma tissues were significantly higher than those in
normal tissues. There was a positive correlation between the three protein expression levels and the pathological grade of glioma. There
was positive correlation between the expression level of CENP-W mRNA, B23 mRNA and RAS mRNA. The expression of RAS was
down-regulated when the expression of CENP-W was repressed by CENP-W siRNA in U251 cells. [Conclusions] Both of CENP-W
B23 and RAS expressions are positively correlated with the pathological grade of glioma. CENP-W can regulate the expression of RAS.
It implicated that CENP-W can be a novel target in gliomas treatment.
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Name Sense primer Antisense primer
CENP-W 5"AGTGGTGACTTATTGGTCCATCTG 3’ 5"AAGCGTTTGTCCTGGACTCTTC 3’
B23 5'CACCCGATGGAAGATTC 3’ 5'"GGACAGCCAGATATCAACT 3’
RAS 5'GGGGAGGGCTTTCTTTGTGTA 3’ 5'GTCCTGAGCCTGTTTTGTGTC 3’

GAPDH 5'"GTTGGAGGTCGGAGTCAACGG 3’

5'"GAGGGATCTCGCTCCTGGAGGA 3’
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A: High grade glioma tissues (III-1V); B: Low grade glioma tissues (I-1I); C; Normal brain tissues 1; CENP-W; 2. PBS control
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AR ARRH (I-1) N FH 5 (I-1V) BB AR F CENP-W BRIEE I (x200)

Fig.1 The expression of centromere protein W (CENP-W) in high grade glioma tissues, low grade glioma tissues and

adjacent brain tissues were detected by immunohistochemistry (x 200)
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Fig.2 The expression of CENP-W, B23, RAS mRNA in
high grade glioma tissues, low grade glioma tissues and

adjacent brain tissues were detected by Western blot
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Table 3 Expression of CENP-W, B23, RAS mRNA in

gliomas and normal brain tissues

Group High Grade  Low Grade ~ Normal tissues F P

CENP-W 1.43+0.18 0.83+0.14 0.23+0.09 86.0 0.018
B23 1.36+0.17 0.73+0.15 0.16+0.05 103.3 0.007
RAS 126+0.11 043+0.10 0.09+0.03 215.4 0.001
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Fig.3 The correlation expression of CENP-W, B23, RAS mRNA in gliomas and normal brain tissues
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Fig.4 The expression of CENP-W, RAS in glioma U251
cells transfected by small interference RNA (siRNA)
targeting CENP-W gene were detected by Western
blotting (A ) and real-time PCR (B)
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