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The progress of radiosensitive genes of human brain glioma

WANG Xi, LIU Qiang’

( 1.Departmens of Neurology, Tianjin Harbour Pospital, Tianjin 300456, China; 2.Tianjin Key Laboratory of
Molecular Nuclear Medicine, Institute of Radiation Medicine, Chinese Academy of Medical Sciences Peking
Union Medical College, Tianjin 300192, China )

[Abstract] Human gliomas are one of the most aggressive tumors in brain whlch grow infiltrativly.
Surgery is the mainstay of treatment. But as the tumor could not be entirely cut off, it is easy to relapse.
Radiotherapy plays an important role for patients with gliomas after surgery. The efficacy of radiotherapy is
associated with radio sensitivity of human gliomas. This paper makes a summary of curent situation and

progress for radiosensitive genes of human brain gliomas.

[Key words] Brain glioma; Radiosensitivity; Gene expression regulation; Gene, p53; NF-kB

R R ERGERE RO, &
BRI 35%~45% ", HIERRTFHFERYR
AREHBBOT, B THAERGHR, BEEK
TR AR, PUsk B ard 5 8 £ 60 Mo e
BEF BB ERE—5R,

EE BT 1300456, FIRHECEBTHSNH (E %); 2. 300192
K, PEHEEH LGRS EBIAT (i)
eS8 (E-mail: 196688@yahoo.com.cn)

1 pS3ER

pS3 BRRELRELHMBHRE ., BE,
SRBERREER . RRARKEXEK, FARK
R — 8B B R A ARG pS3 B H—
B BARE, RERMENKE, SHAMEE
K, p5S3 HEMRBHMEE, EHETURE KRBT
BEENBERE Y, IR ps3 BEAMRR
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b, SEFMRZIES . KRENSEYEHR G
B, p53 HRAFHHE, B AERAMKESHH,
AR REHTHE, MEBERMAIHT
DNA 5, REEEEHARME SR HIH, &N
B M T pS53 RERARINERTE, RS
BAE R RIE DRER, WISt SHEABUR, &
BHREAR, ARRENSEER psS3 HRERA
R S AR, U R

2 Survivin £H

Survivin 2 & 2 W "M % & A (inhibitor of
apoptosisprotein) KEMAZ—, EREKEEHT
A TFARKEMAR, MEMCBRRIERHR
PR FTIREIE TR Survivin K F 78 4050 8 3
ERABKEERE, REERRABHE G/M BHE
ik, BHESEMERKLEREO KRS
(caspase) FrRHLSE, MHBAT®RRE TUFHARK
IV 2% caspase7 . caspase3 IEMERIHIMWAT; &
R, ERRE{EHMEME. ATHARELY
319, B Ras BELBT77) Mg B 10 7 B9 F 00 o BB O
U8l 4iHf, Survivin RERFZXHE T, AR
Wi, MR ER, Survivin ZEE BA WM
HHRFERAREER, KB REAREZA
Survivin Z£EFE SR EAHERX S, FHF
FKKY], Survivin FFH 5 BT DNA W, £
HEHRAHR R AR SR A R R R B
EEHLHI ™Y, Survivin FE BHE T4 B2 A AR R
FEHURS b EFHALER ERK DNA SR
Ve FIFERR B BB HUAR S h 5 0L, BRTASH
FHENR, M—MYHRIURNREANIER, ©
AR R, CD133 ik M A9 Ml B f 7 T 40 g
FEMZESRGE, T HRE R E S
2 3) DNA BB E0H, KERBEMHERY, B
M, E—HHTRERENTEEE, Hit
BHRARD .

3 RE4EKETZHK (epidermal growth factor
receptor, EGFR) £H

ZH| KT X EGFR HH ¥R HHEH BT
—BAJ, EGFR Z[H i 3% R M i 5 78 40 AL X
HEAHENIRE, FEREIRSRAREH
EORBMESREANBREMINE 3 HEH

(phosphatidylinositol3 kinase, PI3k) #1(=%) & A #%
§ B ERERRRENRHNER, AHRE
8 EGFR ZHE R ¥ &, Fi siRNA Tiket, w84
BINBT BB 9, EGFR 89 2-7 5B FHK =
4 EGFRvII , KT 275~1075 B HEBMFHIM
EGFRvI, ffZ MMsMERSE &L HERORIK
Z4K, B, AEZRERNEE, FERETHE
M5 E®E, RiEMEamREEnML. ARRR
8, EGFRvIl HEF4 RI@) EGFR 4 EA F&
bUREER .. PTREA ML R E T PI3K/AK #1453
HEMEBEANBESHRRER, FHEAREN
BERYH, UMHMALT, H5% DNA XEBE, A
Mr=A R, §xhzms, Edinifd®
i% EGFR-CD53 #4) EGFRvII{Ef, BEMIRIIE R
58 40 MU SR S U 1,

4 LFLAEMMET KEE (ataxia-telangiectasia
mutated, ATM) EH

ATM B2EMHERET ¥R AEMM
BY REFERERTHNER", XFEAETHME
Yk R—F R RRETHER, TEERE
WA FHESEHETRA/MEIETT R, IRERAE
BHmMEY UK BFHAMR . RRCERESIERY
RERBRY, B2, REMILFELAEHMED
KIEREMAKRHETERR, BEHTEREMR
B, YMRZISERBILMEREEROERL
4 DNA HgEs R M MR, ATM EA#
¥i%, BdEMERZEH DNA BENAREE,
—HEREARAPRESR, USRI FELT
BHESHTF, HRGOEMBIEZEGSH. S
MGMH, NTIARRESTHELAHN; B—HER
BELIBEMALA B p53 B A, RERATHE
o o, ATM ZEAX S 5MRFEIHEHMIER
FEENAEBE IR, YR AR,
Tribius % ¥ ZEJRAUE S B R B 4 R B AT™M
BEEFKKFRR, F40 8 0BT BB &
X, MERRBRRET ATM ERRABRIE
BS5ARNBAHEREL X, WEHRER,
ATM XEZERKREEPHRESHESRZEM
X, MARRSBREBHBURESIE, ATM &
B 5l s m R X RA RS BRA
3z,
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§ #EF«B (nuclear factor-kB, NF-kB)

NF-kB B—HZHNEREAF, EFHELTMR
FRtEmEE A (B) AN THRES, £%F)
Bt GE IkB BEA ML EMBERIL, FRxT
NF-«B B0, EHEEALIRER, HEREEY
%3k, REDNA BEEAM, AW ERHY
DNA XU s LA B45 . #E NF-«B 5B R RS &K
AP R B, @l BURLES Y i A I T
HHa PR Y IkBa RAEKEE, B M E IkBa 15
MALRHET NF-«B 5L 5 @8, ARER, 4K
SR S A BUR A I 5R 1S, X BB A Ao B R AR R
TR, GREB/R, X HEUR K R 4
{ERFABAFA NF-«B, MBS FERE B R
FEARE R NF«B, HRARS ATM EARE
BAAEREHEHDT, BHRERH, AIMEAS
5 NF-«B 5 5 M ¥E3 B, 8R4 V1% M fe
— W%

M5, RADSI 2. pi6 A, Bel-2 EEHLA
Bt — SRR, twEdARNERTASS
T BB R AR B R R

o5 F TR R A B 758 5 OB 2 F LI,
RETRREEIAR, AERFHGHET %
RETHEGHM, HXEERESHTTR, #
BTSRRI R, BE, XEHBESHERMN
P ZESEERMEKKEN, Bl FER
HTFREAENHR, 2EAEESHHRERERTS
BEit, X R S SR E L A T,
FRE B R EONAITIT R, MARE—SHA
B3
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