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[ Abstract] Background and purpose: KI/T mutation plays an important role during the pathogenesis of
melanoma. This study was designed to investigate the mutation status of K/T in different subtypes of melanoma.
Methods: A total number of 144 cases of melanoma were analyzed for K/T mutation (exon 9, 11, 13 and 17) by DNA
sequencing using paraffin-embedded tissues. Results: The total incidence of K/T mutation in melanoma was 9.0%
(13/144). KIT mutations in acral melanoma, mucosal melanoma, melanoma on skin with chronic sun-induced damage
(CSD) and melanoma on skin without chronic sun-induced damage (non-CSD) was 7.7% (4/52), 20% (7/35), 14.3%
(1/7) and 2.8% (1/36), respectively. Among 13 cases with K/7 mutation, 1 mutation lay in exon 9, 9 lay in exon 11 and
3 in exon 13. L576P in exon 11 was the most common type of mutation. Conclusion: The most prevalent type of KIT
mutation in patients lies in exon 11. KIT mutation could be the potential drug target in melanoma therapy.
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Tab.1 The primers used for sequencing

KIT Primer Primer sequence Sequence size/bp Temperature #/°C

9 Exon9-F 5'-TCCTAGAGTAAGCCAGGGCTT-3' 261 60
Exon9-R 5-TGGTAGACAGAGCCTAAACATCC-3'

11 Exonll1-F 5'-CCAGAGTGCTCTAATGACTG-3' 225 60
Exonl1-R 5" TGACATGGAAAGCCCCTGTT-3'

13 Exonl3-F 5-GCTTGACATCAGTTTGCCAG-3’ 193 60
Exonl13-R 5-AAAGGCAGCTTGGACACGGCTTTA-3’

17 Exonl7-F 5-TACAAGTTAAAATGAATTTAAATGGT-3' 228 55
Exonl7-R 5'-AAGTTGAAACTAAAAATCCTTTGC-3'

F: Forwards; R: Reverse
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Tab.2 Genetic mutations of KI7 in melanoma subtypes
Exon 9 Exon 11 Exon 13 Exon 17
Subtype N + %
+ % + % + % + %

Acral 52 4 7.7 3 75.0 1 25.0

Mucosal 35 7 20.0 1 14.3 5 71.4 1 143

CSD 7 1 14.3 1 100.0

Non-CSD 36 1 2.8 1 100.0

up 14 0 0

Total 144 13 9.0 1 7.7 9 69.2 3 23.1

CSD: Chronic sun-induced damage; Non-CSD: Non-chronic sun-induced damage; UP: Melanoma of unknown primary
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Fig. 1 L576P mutation

50 60
GAAGTACAGT G GAAGGGTGTT GA
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Fig.2 V559G mutation
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Fig.3 V559D mutation
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Fig. 4 K642E mutation
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