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Abstract: [ Objective | To investigate the relationship between isocitrate dehydrogenase 1(IDH1) mutations and
the feasibility of collagen gel droplet-embedded culture drug sensitivity test (CD-DST) in adjuvant chemothera-
py in gliomas. [Methods] The surgery specimens of 57 patients with high grade gliomas were collected and
carried out the CD-DST test for temozolomide and other drugs. IDHI mutations were detected by direct
squencing method. Compared with control, 16 patients were included in pilot group receiving chemotherapy
guided by CD-DST. Overall survival was compared between the pilot group and control group. [Results] IDHI
mutations were demonstrated in 13 of 57 cases (22.8%). Median overall survival was superior in IDHI mutant
group than that in IDHI wild group (12.0 months vs 7.5 months, P=0.002). The sensitivity of temozolomide,
Vp-16, carboplatin and carmustine were higher in IDHI mutant group than that in IDHI wild group. No dif-
ference was found in sensitivity of cisplatin between the two groups. The median overall survival were 12
months and 8 months in pilot and control group (P>0.05). The median overall survival were longest in patients
with guided by IDHI mutation combined with CD-DST (14 months) than other groups. [Conclusion] IDH]
mutant detection combined with CD-DST technology has a certain value in adjuvant chemotherapy in high
grade gliomas.

Subject words : glioma;isocitrate dehydrogenase 1; CD-DST; temozolomide

PR U IR R, R RAETHAIINRE 4 3.5/1077~4.5/1oﬁ H NCCN 5 rg #& th DA F R 45

B I, 24905 T PN R 9 45% 2 AT R R AR BhAR Y M ZE A IR YT VR R R I SRR AR M TR
EQWE 7574 % 8l % E (INCCC-BO4-2015 )57 5 4 7 2% T%H%Uﬂé,,\{ﬁfxiﬁ'éﬂl 7 r s, B
'$Jk/\m%}m%ﬁ(2014001008);ﬂ?%‘:P#é%lfw&ﬁﬂ EEY?%’JEJ'EJBT?XDE, e [ 2 S50 14 i PR 127 7K
SRR QOITI0601) s VRUBER TR R PR B A e G R

BHAEE AET K, T EEF B+, 7074 b3 E KW ENF,

T A AR K N O B 44 5 (110042) ; E-mail ; ARG BALIT K £ 25 R NCCN 5/ #i 47 , i) — 8 A
pzpy@163.com

o7 B B :2017-11-08 ; & 5] B #8:2017-12-29 FTR]— B B ) B8 SR FH AR TRV AR TT 7 2 05 I PRI 3%

226 P S 2o K 2018 £ %5 24 % % 3 M



25 5K, 55 IR S JBTPE RH OG  E i% Mo e 24 e I 4
A (collagen gel droplet-embedded culture drug sensi-
tivity test,CD-DST) J&— Fl = 4 37 4 19 1L 7 25 9 1k
SPGB AR | B AL G2 MTT v 46 I MERf 3 00
U TR L LR A S AR A AR S 2 B
Sl RALYT HEmE S, CD-DST 75 40 {51 0 109 25 &1 i
S B RTS8 DR W WE FUER DT R, R B
PREIAVEHT, B R 2 4%, CD-DST 7 fifi 98 F1 1 A% i
e i H A A v i DR FUI 1

SR L ZUM 1 (isocitrate dehydrogenase 1,
IDH1 ) s EA% A W) = SR IR G 0 v QB il 2 — | FL Ok
PR 9 728 FLAT I B e e S, L5 T B e )32 W A
JREUIRSG B, BT SEGE IDHT BE R R84 7
PARP it DNA 6 52 385 i1 152 5 J6 200 i e X 2 5 s
¥ (8 A7 R O P A e R ZH 2L 1% IDH T ik P 58 7%
5 B fe S AL T 24 ) 1) SRR e MR D HGE . AR
WH5¢ B e i oA 57 191 s 9000 I SR B8 RS 1A
SR BOR IS IDHT LA 45 R, g ARG
HITIRYT, AL O BUR AR AR TR
JPIR A,

1 #AMEFE

1.1 FRASRIE

2015 4 1 H % 2017 4 2 A 7 EH E R K22 b
JeA 12 B /L 7 A8 o R 5 I 02 1) e ) JB R AR A
57 B, FAR UV A 21 AT RS CD-DST 245 S0 56
FIDHT FEH 528K, YT ARAS 2h P36 525 %
AR BR AR A A S, 5T BIERE T Bk 32
), Lot 25 ] 4E 3% 40~78 %, -1 60.6 % i HL A
G W 3 G 22 19,4 9 35 i, R LS O R
Ui, PALBEVI R 18 S H (2~32 4N H),
1.2 EE4H DNA 2E

i I8 DNA 3235050 & 5 AE Ui DT HE1T DNA 942
B, Nanodrop1000 #% % % 5 A3 2 DNA ¥k B | 3K
J6% B (OD) i (A260nm/280nm) 7E 1.7~1.9 Z [a] , 4%
A4l BOR BE HL VKR DNA 1 G, -20°C AR A7
=
1.3 BHENFE

BUAEANFEZAR 60ng DNA R PCR J7ikX%f IDHI
FE 4 54 T Y . R ABI3700 74X

M & 2018 £ 24 %% 3 H

XA PRIy, PR 5 AR A5 R g3 A R H Se-
quencherd.7 ¥4,
1.4 FEMEZ &N (CD-DST)

251 B Sk e Vp-16 4 40 AR 5
AT, A o . B M E 2mg/L Vp-16
1.6mg/L. Mt %1 0.5mg/L. %A 3mg/L 1k 5L w5 {T
0.6mg/L, 40P B S B B bR A | 8 2 5 107 4H LR £F
AELHL, FrA LLBR VR WO B8 10min 35 2 31
A% 0.5mm~1.0mm® 20213, I s etk in A ks 55 3
T B I8 1 A0 9 15 FR 0, 355 7% 01 ) e D JL VAR, T
TE R 6 FLAR I BB S B e , B AL Rh 3 3 T 254
A P HEAT I E G, s DG AR T (H 9 25 Ak
PRS MOGE BEAA , C Xt B OGS BEAR , T/C (HFR0R
ARG 1 5 38 (A 3 P 40 e e i | a6 245 0y e
R
15 SHit=z4iE

B 53 B R T SPSS21.0 #AF #EAT 430 BT, 4%
AHEH 2 K25, Kaplan—Meier 52 6l A fF 2, P<
0.05 NZFAGITFEL,

2 & R

21 SRIKKERE IDH RESGRE2EEFH

57 151 s 2B 3 i e B 9g A8 v IDHT 52 7% 13 41
17 22.8%. IDHI1 %72 5 5 IDHI A58 72 [ 34 W AF
W& oA 5 PR 0 2% S Ge i 2R 5 S0 T A A A
TG Ol 25 5 e Se 112 2 X (Table 1), IDHI 728/
o0 ) 2 T R B A I v A R A A s T M A
IDHI K% 8HE (120 ~H vs 7.5 1~ ,P=0.002)
(Figure 1),
2.2 BZRHMBEFRE CD-DST # il Z5 4 R

IDH1 75 F W 5L i Vp-16 K41 K 5 H]
TT G ) A Ab 38 56 2R T/CfH 43 R 61.51% |
61.83% .70.61% .68.99% 1 69.64% , 1fii IDHI # 7575
H R R Y T/CAE 4r A 71.58% \79.31% |
80.07% .81.47% 1 67.76% . IDHI %8 7% # 1) B 5 sk
Jie ‘Vp-16 REVFIR B ETT R SMEUR S & F IDHI
KEAE WA EURYEFE IDHT 5878 F A& 5878 P
0] 22 G4 X IDHI %78 5 Vp-16 K K5
VT HURE A OE (P=0.004,P=0.012), ifi 5% 5wk
Jiie . AR R TC B A SG M (P=0.194, P=

227



Journal of Chinese Oncology,2018,Vol.24,No.3

Table 1 Clinical charactertictis in high-grade gliomas
patients with mutant IDH1 and wild IDH1

IDHImutant IDHIwild 2

Index (n=13) (n=44) P
Age(years old)
=60 2 26 6.021  0.006
<60 11 18
Gender
Male 6 26 0.711 0.304
Female 7 18
Grade
Gilomas III 8 14 2.802 0.042
Gilomas IV 6 29
Radiation
Yes 8 24 0.196 0.347
No 5 20
1.0[" |
=7 IDHI mutant
I IDHI wild
0.8
3 o6h P=0.002
Z
7
0.4
0.2
1 L L 1
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Figure 1 Overall survival curve in high-grade gliomas
patients with IDH1 mutant and IDH1 wild
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Figure 2 Overall survival curve in patients with IDH1
mutant/wild and pilot/control groups
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Table 2 Chemotherapy regimen guided by CD-DST
in high-grade gliomas patients

Total IDHI mutant IDH wild
(n=16) (n=4) (n=12)

Chemotherapy regimen

Temozolomide 11 3 8
Temozolomide +Vp-16 1 1
Cisplatin+ carmustine 2 0 2
Carmustine +Vp-16 1 1 0
Carmustine 1 0 1
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