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Figure	
  S1	
  

(A)	
  Western	
  blot	
   analysis	
  of	
   LC3-­‐I	
   and	
   LC3-­‐II	
   expression	
   levels	
   in	
  MEF	
   cells	
   treated	
  with	
  DMSO	
  vehicle	
  

control	
  or	
  10	
  μM	
  PMI	
  in	
  the	
  presence	
  of	
  absence	
  of	
  bafilomycin	
  A1	
  (100	
  nM)	
  for	
  24	
  hours	
  and	
  quanNfied	
  

in	
  (B)	
  The	
  data	
  indicate	
  that	
  that	
  PMI	
  does	
  not	
  increase	
  the	
  acNvaNon	
  of	
  general	
  autophagy	
  as	
  measured	
  

by	
  the	
  conversion	
  of	
  LC3-­‐I	
  to	
  LC3-­‐II,	
  n=3.	
  (C)	
  Western	
  blot	
  to	
  compare	
  MTCO1	
  levels	
  following	
  24	
  hours	
  

PMI	
  (10	
  µM)	
  or	
  sulforaphane	
  (1	
  µM)	
  exposure	
  and	
  is	
  quanNfied	
  in	
  (D)	
  n=3.	
  The	
  data	
  demonstrates	
  that	
  

PMI	
   causes	
   a	
   decrease	
   in	
   levels	
   of	
   mitochondrial	
   protein	
   MTCO1,	
   indicaNve	
   of	
   mitophagy,	
   whereas	
  

sulforaphane	
   does	
   not.	
   (E)	
   RepresentaNve	
   images	
   of	
   LC3	
   localisaNon	
   in	
   Nrf2-­‐/-­‐	
  MEF	
   cells	
   treated	
  with	
  

DMSO	
  vehicle	
  control	
  or	
  10	
  μM	
  PMI	
  for	
  24	
  hours.	
  Scale	
  bar=	
  10	
  µm.	
  A	
  magnificaNon	
  of	
  the	
  merge	
  images	
  

is	
   shown	
   in	
   areas	
   demarcated	
   by	
   the	
   white	
   box.	
   Mitochondrial	
   LC3	
   colocalisaNon	
   is	
   quanNfied	
   in	
   (F)	
  

n=>10.	
  The	
  data	
  shows	
  that	
  in	
  the	
  absence	
  of	
  Nrf2,	
  the	
  affect	
  of	
  PMI	
  on	
  mitochondrial	
  LC3	
  localisaNon	
  is	
  

abolished.	
   (G)	
   Western	
   Blot	
   demonstraNng	
   Parkin	
   knock-­‐down	
   in	
   cell	
   lysates	
   from	
   MEFs	
   transiently	
  

transfected	
  with	
  PARK2	
  siRNA.	
  All	
  values	
  are	
  mean	
  ±	
  SEM,	
  *p<0.05	
  


