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Efficacy and safety of Imatinib in the 78 patients with advanced melanoma har-
boring KIT mutation

MAO Lili, YU Sifan, CHEN Hanxiao, BAI Xue, WANG Xuan, SHENG Xinan, CUI Chuanliang, CHI Zhihong, TANG
Bixia, LIAN Bin, YAN Xieqiao, LI Siming, GUO Jun, SI Lu ( Key laboratory of Carcinogenesis and Translational
Research ( Ministry of Education/Beijing ), Department of Renal Cancer and Melanoma, Peking University Cancer Hospi-
tal & Institute, Beijing, 100142 )

[ Abstract ] Objective: To explore efficacy and safety of tyrosine kinase inhibitor, imatinib, in the patients with ad-
vanced melanoma haboring KIT mutation / amplification. Methods: Clinical data of 78 patients with advanced melanoma
haboring KIT mutation/amplification who were hospitalized in the Department of Renal Cancer and Melanoma, Cancer
Hospital of Peking University during November 2009 to September 2015 were retrospectively analyzed. All of the patients
received an imatinib oral treatment ( 400 mg/d ) until disease progression or occur of intolerable adverse reactions. Re-
sults: Curative effects of the 78 patients were evaluated. In the patients of the whole group, objective remission rate was
22.4% and disease control rate was 60.6% . Among the 17 patients who were partial remission, the 11 patients were 11
exon or 13 exon mutation. For the patients of whole group, median progression free time was 3.9 months ( 95% CI:
2.1 ~5.8 months ), median overall survival time was 13.2 months ( 95% CI: 10.1 ~16.3 months ), survival rate for 1
year was 57% , survival rate for 2 years was 36% and survival rate for 3 years was 19% . The most common adverse reac-

tions included edema, fatigue, anorexia, rash and neutropenia ( all incidence rate =10% ), and no fatal drug-related ad-
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verse reactions were observed. Conclusion: Imatinib could have certain curative effect for treatment of the patients with

advanced melanoma baboring KIT mutation / amplification, and good safety.
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Tab.1 Clinical charateristics of the patients

with advanced melanoma

Characteristic n( % )

Gender

Male 35(44.9)

Female 43(55.1)
Age( t/a)

Median age 55(18-80 )

<65 62(79.5)

=65 16(20.5)
Primary sites

Acral 33(42.3)

Mucosa 17(21.8)

Non-acral( cutaneous ) 15(19.2)

Unknown primary 13(16.7)
Stage

Me 3(3.8)

Mla 17(21.8)

M1b 12(15.4)

Mle 46(59.0)
Lines of previous treatment

0 37(47.4)

1 30(38.5)

2 100 12.8)

3 101.3)
LDH level

Normal 54(69.2)

Elevated 24 (30.8)
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Tab.2 Effucact of imatinib therapy for the patients
harboring KIT gene mutation[ n( % ) ]

KIT profile N PR SD PD

Exon 9 7(9.0) 1(1.3) 2(2.6) 4(5.1)
Exon 11 30(38.5) 6(7.7) 13(16.7) 11(14.1)
Exon 13 17(21.8) 5(6.4) 8(10.3) 4(5.1)
Exon 17 506.4) 1(1.3) 2(2.6) 2(2.6)
Exon 18 3(3.8) 1(1.3) 2(2.6) 0

Double mutations 11(14.1) 2(2.6) 4(5.1) 5(6.4)
Increased copys ~ 5(6.4) 1(1.3) 0 45.1)
Total 78(100) 17(21.8) 31(39.7) 30(38.5)
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A: PFS curves of the patients treated with imatinib ( mPFS: 3.9 months ); B: PFS curves of the patients received different

therapy regimens of imatinib ( mPFS for the patients received the 1™ line of imatinib therapy: 7.0 months, n =37,

the 2" line of imatinib therapy: 3.1 months, n =30 and the 3" line of imatinib therapy: 1.2 months, n=10) ( P <0.05) ;

C: OS curves of the patients treated with imatinib ( mOS: 13.2 months )
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Fig.1 Survival curves of the patients treated with imatinib
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Tab.3 Adverse reactions associated with

imatinib therapy| n( % ) ]

Adverse reaction All Grade II-1V
Edema 39(89.7) 6(7.7)
Fatigue 38(48.7) 5(6.4)
Anorexia 30(38.5) 0
Nausea 24(30.8) 0
Diarrhea 16(20.5) 2(2.6)
Rash 14( 17.9) 1(1.3)
Neutropenia 100 12.8) 1(1.3)
Increased aminotransferase 7(9.0) 1(1.3)
Vomiting 6(7.7) 0
Abdominal pain 45.1) 0
Hemorrhage 2(2.6) 0
Mental symptom 1(1.3) 1(1.3)
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