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Supplemental Figure 1: Original uncropped blots

A) Analyses of Fusion/Fission proteins in LCHADD/VLCADD patients
PANEL 1:
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Analyses of Fusion/Fission proteins in LCHADD/VLCADD patients

PANEL 2:
Ctr LCHADD VLCADD

1 1 2 3 4 5 6 7 8 1

ooy sy s=m oo s R o 8 | MENT

100 83 97 113 66 87 120 140 66 89 % fold over control

100 57 56 53 47 44 37 47 45 39 % fold over control

ad.‘db--r—-ﬁh DNM1L
100 138 121 111 129 101 138 90 120 96 % fold over control
-~ = =~ | pDNM1L(Ser637)

—— - - - - - - -

100 42 37 32 25 51
— —— ——— —— — — . waws. | TUDUIIN

58 41 46 57 % fold over control

100 41 46 48 37 44 27 53 37 40 % MFN2/DNM1L
(fold over control)

% pDNM1L/DNM1L

100 30 31 29 19 51 42 46 38 59
(fold over control)



Ctr LCHADD VLCADD

kDa

1 1 2 3 4 5 67 8 1
116 (86 k

_ MFN1 (86 kDa

™oz s=ioowm s o 62 predicted; obsereved
66 75 kDa)
45
35
25

MFN2
Ctr LCHADD VLCADD

kDa 1 1 2 3 4 5 6 7 8 1

116
W G Gy w—— gy — ‘MFN2(86kDa
66 predicted)
45 e — W — B o -
35

25



Ctr LCHADD VLCADD
1 1 2 3 4 5 6 7 8 1

kDa

116 DNM1L (82 kDa

predicted)
66
45

35
25

Ctr LCHADD VLCADD
1 1 2 3 4 5 6 7 8 1

kDa

116

66

45 Tubulin 55 kDa

35

25



Ctr LCHADD VLCADD
kDa 1 1 2 3 4 5 6 7 8 1

116

pDNM1LSer673
66

45
35

25
18




Analyses of Fusion/Fission proteins in LCHADD/VLCADD patients

PANEL 3:
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B) Analyses of OXPHOS in LCHADD/VLCADD patients:

Ctr LCHADD VLCADD
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Analyses of OXPHOS in LCHADD/VLCADD patients PANEL 2:
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Analyses of OXPHOS in LCHADD/VLCADD patients PANEL 3:
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