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TABLE 1. Summary of Main Features

% of
Deep Initial Follow-
Age Clinical ~ Evolution Diameter Depth Myxoid  Diagnosis  Complementary wp  5Fusion
Case No. Sex (v) Localization Description (Growth) Arca  (Pathology) Treatment  (mo) Partners
I M 4] Thigh  Pink nodule 4y slow &l Nerve sheet Reexcision 15  FBXU2X
MYX0ma, el
neurothecoma
or Spitz nevi
? M 5 Arm Shehtly  Recent Ll Spitz tumor None 9  NPAR?
pigmented (€2
3 M 21 Forarm Flesh Recent N Reed Nevus Reexcision L TPM3
colored (LFU}  {eT)
4 M 7 Shoulder Fibrous  Recent 40  Spitzoud lesion  Reexcision 1 PPEIBPI
nodule (ef)

LFU indicates lost to follow-up: M, male.
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FIGURE 1. Case 1. A, Low magnification of the lesion showing the predominant deep dermal myxoid nodule (hematoxylin and
eosin). B, Low cellularity in the deep dermal nodule with scattered clusters of medium-sized epithelioid melanocytes and plexiform
strands of spindled melanocytes (hematoxylin and eosin). C, Mucin deposits limited to the deep dermal component (Alcian blue
[AB]). D, ALK expression in the spindled melanocytes in the myxoid component (IHC). E, ALK break-apart FISH probe with loss of

fusion signal (1 fusion, 1 green, 1 red signal). F, Illustration of the FBX028(e2)-ALK(e19) fusion. FBXO028 is located on
chromosome 1g42 and ALK on chromosome 2p23.
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FIGURE 2. Case 2. A, Low magnification of the lesion showing a symmetrical compound, mainly dermal, melanocytic lesion
(hematoxylin and eosin). B, Higher magnification showing the deep dermal myxoid component (hematoxylin and eosin). C, Mucin
deposits limited to the deep dermal component (AB). D, ALK expression in the spindled melanocytes in the myxoid component and in
adjacent melanocytic nests. E, ALK break-apart FISH probe with loss of fusion signal. F, Illustration of the NPAS2(e2)-ALK(e19)
fusion. NPAS?2 is located on chromosome 2q11 and ALK on chromosome 2p23.
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FIGURE 3. Case 3. A, Low magnification of the lesion showing a mainly dermal, melanocytic lesion with mild epidermal
hyper-hematoxylin and eosin). B, Mucin deposits in the deep dermal component (AB). C, ALK expression throughout the melanocytic
proliferation. D, Higher magnification showing the deep dermal myxoid component (hematoxylin and eosin). E, ALK break-apart
FISH probe with loss of fusion signal. F, Illustration of the TPM3(e7)-ALK(e20) fusion. TPM3 is located on chromosome 1g21 and
ALK on chromosome 2p23.
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FIGURE 4. Case 4. A, low magnification showing epidermal hyperplasia and nevocytoid component. B, Higher magnification
with deep fasciculated spindled myxoid component (hematoxylin and eosin). C, Mucin deposits in the dermal component (AB). D,
ALK expression throughout the melanocytic proliferation. E, MelanA immunostaining labels only the junctional and superficial

dermal melanocytes. F, ALK break-apart FISH probe with loss of fusion signal. G, Illustration of the PPFIBP1(e9)-ALK (el9)
fusion. PPFIBP1 is located on chromosome 12p11 and ALK on chromosome 2p23.
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