Journal of International Neurology and Neurosurgery 2011,38(2)

1635.

[17] Milosevic MF, Frost PJ, Laperriere NJ, et al. Radiotherapy
for atypical or malignant intracranial meningioma. Int J Radat
Oncol Biol Phys, 1996, 34 (4) :817-822.

[18] Dziuk TW, Woo S, Butler EB, et al. Malignant meningio-
ma: an indication for initial aggressive surgery and adjuvant
radiotherapy. J Neurooncol , 1998, 37(2) .177-188.

[19] Mattozo CA, De Salles AA, Klement IA, et al. Stereotactic
radiation treatment for recurrent nonbenign meningiomas. J
Neurosurg , 2007, 106 (5) :846-854.

[20] Rosenberg LA, Prayson RA, Lee J, et al. Long-term expe-
rience with World Health Organization Grade III ( malignant )
meningiomas at a single institution. Int J Radiat Oncol Biol
Phys ,2009 , 74 (2) :427-432.

[21] Sughrue ME, Sanai N, Shangari G, et al. Outcome and sur-
vival following primary and repeat surgery for World Health Or-

ganization Grade III meningiomas. J Neurosurg, 2010, 113

(2):202-209.

[22] Hug EB, DeVries A, Thornton AF, et al. Management of a-
typical and malignant meningiomas : role of high-dose, 3D-
conformal radiation therapy. J Neurooncol , 2000, 48 (2) :
151-160.

[23] Boskos C, Feuvret L, Noel G, et al. Combined proton and
photon conformal radiotherapy for intracranial atypical and ma-
lignant meningioma. Int J Radiat Oncol Biol Phys, 2009,
75(2) :399-406.

[24] Norden AD, Drappatz J, Wen PY. Targeted drug therapy for
meningiomas. Neurosurg Focus, 2007, 23 (4) : E12.

[25] Chamberlain MC, Glantz MJ, Fadul CE. Recurrent meningio-
ma : salvage therapy with long-acting somatostatin analogue .
Neurology , 2007, 69(10) :969-973.

[26] &%, Zvk, SEW, . 6425 KR AR G
WH R 1. [ Pl 220 2 2 40 B} 22 20 K, 20009,
36(5):406-407.

RN 5 BRERM KRR

FRE BFE s mRk g® R#pE TR
1. EHEAKFWE FIZERMZINF, LF 100050
2. B EAKFWE K IEE R Z AR R P, 6% 100050

W OE R TN R LI R MR F S K B R (0 A A AR 2 R R OG o IR FRERE 1) B O £ B TR K T O
BN BR 22 A MR AT Dy — Tl T B0 BT 5 e 9o 2 DR 52 ) D vk A IR TSR B BE 5 P A T B o RS SRR — Se BE DAY g AR 2 2
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5 T TR B R O AR R AIIE o
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3 U B A8 5 B DR A 4k 4 ik TR A A R K 3 A
iR R A T B AR, KRB R 52
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MR EE VI BR B & L 2 X kB &8 L H A 1
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XRCC1 L F AR 19q13. 2, Z 5 1 8 H
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25 A7 A Bl R M 3 25 T TR R o 4 AR T R 4
A2 BLE A B 5 5 IR o XA —
FERART M XRCCL 75 W 8 48 4 3 2L DNA 51 £
16 52 bl S AR T, B, XRCC L 78 filf R 79 & A=
Rl RER —E AR .

1.2 DNA XN %% 87 3¢ {& £ ( Double-strand Break re-
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DNA XU W 280 5% 5 1R 45477 , i 5 51 i 40 i 3E
T, F2 2y S B R BN IR R (R TR )
gk, HAE 2 i 42 A0 45 [ J5 1 4 ( HR) 0 EJE 8] 95K
Wi % (NHED) , 2 58 E 00 782, 5 1K H
KR T2 JE X & e 2 52 L H AN ED 3 ( X-ray
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R 14q32.3 , R ERZEZHEBEZH T,
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o 7B Pk, A G 0 iR AR R S ) AT S BOMOR R AR
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(4 Sy AR A G, T EL A7 A8 B Fp Ff 22 5 o Kiuru
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Met24 1 Met — & 2 B2 1 B8 4 A A% 15 9 % o XU o
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5 I 98 A o XL B HE SR K

ATM 2 A7 F 4L R 11q22-q23 , £ 34 5 20 i
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Y 8 TG 2% 8 55 M R A e XU B R B 8 I A R 35 A
ML ST ATM JE R 5 il RS S B T BT 9
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1.3 % EF BB & £ ( Nucleotide excision repair,
NER )

NER J& A28 £ 2 /) DNA #1182 i 42, 2 bl
PR B 19 EZ R LS . E— RIIEEIEHT,
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S5, 5 R B M A G R NER BRI A
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CASP8 X J5 3 + X 2 25 1 -652 6N del AJ 52 i £k
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R R A %, T RE S 2 5 Y R X i BT
- LA B B DR T RE 2 AR R
5 Hith

RADS4L 3 [H J& DNA K i ATP [ 5 ik SNF2/
SWI2 i 5t 22— , 76 20 Jfl A 22 43 24 R0 08 5 oy 24 1 25
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i J55 988 5 M AT K o

Y0 A] JE B 00 AH 56 55 ) BRIPT (SRR 2L AR 968 ) 12k
FERAZBER 1), 2% A 5] e 7
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SNPs , 25 3L i /s i F 3£ Al BRIP1 P & - 4 X [y SNP
rs4968451 , A2 & 2 W W B M & O
BRIP1 Jt[H 2 5 DNA X4k Wi 2418 &2 0 [A] U3 & 4 i
&, £ DNA fif 5 [ 7] 4 5 — 4~ DEAH-box , 5 3,
B4 5 B R BRCAT f) C oK i Af 1758 1, BRIP1
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