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Clinical Efficacy of Temozolomide in 63 Cases with Optic

Pathway Gliomas
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570102, China)

Abstract: [ Purpose | To investigate the clinical effect of surgery combined with temozolomide (TMZ)
chemotherapy for optic pathway gliomas(OPG). [ Methods | The data of 75 patients pathologicaly
proved OPG from June 2007 to September 2011 were enrolled in this study. After the surgical treat-
ment, 63 cases were treated with temozolomide based on body surface area,and 12 cases without
temozolomide as control group. All were followed up for 6~24 months. [Results] The clinical re-
sponse rate of temozolomide chemotherapy was 84.1% ,the mean tumor progression-free survival was
11.4+4.5 months. In the follow-up time,no patient in temozolomide group was recurrent,while 2 cas-
es of glioma recurrence were observed in control group. There was lower glioma recurrence rate in
temozolomide group than that in control group(y’=5.34, P<0.05). There was no significant difference of
rate of cerebral edema between two groups.[Conclusion] Postoperative combined with temozolomide
may prolong the survival ,and reduce the recurrence in patient with optic pathway gliomas.

Key words: temozolomide ;optic pathway gliomas ; chemotherapy

PR 25 J58 5 988 (optic pathway glioma, OPG) A —
o 2 DL N Dk PR R, R 2 SIS R ME P i e
() 1.5%~6.5%"", i /R 3= Z R B LTS T I IR ER 2%
h RLEF B R BT BT 2k 2R
FLENEE PR 28 e o R o UL R R AR A v R
S BRIG AR ZE SRR R AN . K2
T4 L B R B AT AR 5 IR e IR B

BoA B #:2013-01-26 15 1E B 4 :2013-03-18
BIESE ;3K £ H E-mail :270883089@qq.com

4’ ® 17@ 2013 jf‘ g 22 )& % 6 #  China Cancer,2013,Vol.22,No.6

TR fih S R AT O, AT SR G T RE S M R AT 4R
J95 1 % (neuro-fibromatosis type 1,NF-1)45 32 #F 5L
W J12 (temozolomide , TMZ) - 20 {42 K |- 17, J& i 4F
KA FER Tz 1 AL R AL R 24T 25 ), HE
T B FH AL J2 A 5L R K P 45 i 8 48 i A9 DNA
Y RE AL AR C 18 52 2 I, [ A A0 2 S I B IR S
TMZ Bt i 988 3% 45 56 % 4l A 5 HoAb 25 Wi A
B INEEPE, By T3 b il B B AT TR YT AR
) ) i 52 S 9 B S R S A A I TE] s R RTIR YT



M, SRR . R A R LS AR SOk
2007 4 6 H 2 2011 4F 9 H b & I B R G B &
TMZ 1697 19 8 & 63 il i 3E 47 73 b, B AE R 1)
TMZ I RS 7 305 P 28 i g )R B TiE I C &R

1 #ABEFE

11 —mwER

W EARE 2007 4F 6 H % 2011 4 9 HUiA &
AR5 9 FEAG A 12 R A 28 R R 75 ), Hep
Pk 32 ], ot 43 49 22 HR 36 ), A7 HR 39 ] ; A i
4~29 % YRR 17 %, Hh 63 fil ARG
A TMZIRYT o ARI7 R A B 408 A L 40
T /B R L S, LT B TR ) A
L HAY 12 B E XA R JE R IR TMZ(S 1]
AR A AT O 8,1 B E X TMZ 5, 6 Bl
EBE T T AR 22 B R AN BE IR ALY T 259)

oo HROHR 2K 28 B 43 25 .19 i) AR A R 3k g8
<3mm, 32 B4 3~5mm, 24 f5]>5mm, R A 2% 0
11 BB ok K, 48 B A FL Sk K i, 16 91 1
HOF LTS, MK AES R .23 BB E M
<0.1,21 B FE S0 0.1~0.3,31 ] f & M 11>0.3,
PERERER . T B 3Z 450RE IR 9 43 s 2L 24 1), )L
AL M L 20 ), A BB Sk R R IE A 52
i, IRYT 5N HR AR W — R R L
1.2 BITAR

63 19 ph 22 I 9 J A TR JE 7~10d 17 TMZ
feyr . HohFAR VIR 21 6, T2 VI5R I 35
], 55 PIBR I 7 491, ARSTET KPS 143 80~100
51, P390 43 4% BALTF AR HE T 52 (528 Tr%e) 55—
AP RRKAE 145~155mg/m? 1A 3 i AL 245 55 A7
TR 4% F8 190~210mg/m? 1R R i AL45 25, 97
H B E HUI TMZ, WL A% 7 5] Bt 4~6mg B MK -
B 28 d R 1 AN RS T S A 0 i
FUF 5 T ik e i T, 52 A A T B I D) RE B A
400 ) T B YT AR, A TC P 8 v B IR R A
WIS Y7 R A A Sk B MR 23 CT, 12 % 1]
HFAREGO . I 41 6 5,3 2V 4 #],55 VI
11,
1.3 BaEiFEIEN

4 FB B RH S A AR FH ko e g 2 e 1

474

RARTT IR L ARG TMZ 5254097 IF B Vs
6~24 1~ H ., 4% 35 [ [H 598 5 B 9% It (National Cancer
Institute ,NCI) A B =543 H] 85 AR HEXT TMZ 19
AN B RN AT VA AL 48 M 7K ik e A 8 1 40 e R o
IR DA B A TE O IR R
1.4 SitZ4eE

& 11 SPSS 17.0 %A #4743 v, % 1] Kaplan-
Meier J7 72 55 50 W1 A= A7 3R T s A AR ] Cox B 1)
JRUIRE: Tl V= 76 43 AT 52 i 00 Aot 28 58 S g A 255 0 ) 1R
F,P<0.05 FoREZRAZRITFE L,

2 & R

2.1 BEIHER

HIT AR TMZ B 254097 2~7 D7 RE, P
434 A7 RE . MR kL 58 A 28 i 32 9], 4 SR i 21
i, W5 e 3 B, e 1 BE R T A RCRE N 84.1%
(53/63) . biti 175 Hr o — {51 b 98 £ 355 52 X B4 2 511 4R
P22 0 S0 AR %, i B AR Sk 2 T MERE AR U IR 9T
YA SR AE B AR T AL, PR B Kk R
I F X} HE 20 (y’=5.34, P<0.05)(Table 1),
22 EFEEXRRHEZMEZR

Kaplan-Meier ¥ %; & 7~ , TMZ {697 41 &8 35 (1)
o A A7 B R 18.66 A~ H , XFHEZH K 8.6 41~ H (=
12.07,P<0.05) (Figure 1) . A= 415 5] fif 96 ~F- 12 JfC F Jié
AEAFIFTE R 114445 D H o 6 A H g Jo it e A7
N 90.12% ,9 A~ H I G i J'é A A 2 8 82.34% 1
A IR TG i J AR AR 69.31%

Table 1 Treatment efficacy between two groups

Different treatment

TMZ Control

Prognostic indicators

Visual field

Increased 58 9
Reduced 5 3
Visual acuity
Increased 60 8
Reduced 3
Functions of hypothalamic pituitary
Improved 62 11
Exacerbated 1 1
Recurrence
Yes 0 2
No 63 10
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Figure 1 Survival curve of optic pathway glioma

FARYIBR AT /N P B 5 AT L ) A R A7
DIRE, KA B RS T, SRR TR L
R, O il D BB 22 S8 ME LR 32 T AR RL, TR
REIK B VTR LLRA R, TR R A% A M J7a 240
H<10° F, AR R A AR ME R B kT Bl 5
NGEANA R, T HAE A 2 R & B 2
SRR MY AR PN R B A ) S R AL
A FARUIBRABIR SR KKK, Qi ik
7 BT IR AR RBOR | A RETH 52 TR 1 R
H, BEELB/NYILE, WOTHRE T ARIE
I7 o WOT BRI A T o iR R D) BE BEAT (U 42

KR sz Mg PR AEE) T R sk
BB A | Fp e AL AR 2 AT VRS AL, T

Table 2 Cox regression analysis results of prognosis in OPG
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