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• 	  HCV	  –	  Hepa**s	  C	  	  
• 	  The	  6	  dis*nct	  genotypes	  are	  par*cularly	  important	  when	  discussing	  HCV	  therapy,	  as	  
treatment	  outcomes	  are	  genotype	  specific.	  	  
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• 	  The	  data	  displayed	  in	  this	  graph	  shows	  that	  that	  Hepa**s	  C	  rates	  in	  BC	  are	  
significantly	  higher	  than	  the	  na*onal	  Hepa**s	  C	  rates.	  	  
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• 	  Iden*fies	  HCV	  rates	  by	  Health	  Authority	  in	  BC.	  	  
• 	  Fraser	  East	  HSDA	  (Health	  Service	  Delivery	  Area)	  had	  the	  highest	  rate	  at	  92.4per	  
100,000	  	  
• 	  Vancouver	  and	  Vancouver	  Island	  had	  rates	  of	  over	  70	  per	  100,000	  

5 



• 	  Vancouver's	  Downtown	  Eastside	  (DTES)	  is	  one	  example	  of	  a	  neighboorhood	  in	  
which	  the	  IDU	  popula*on	  have	  significant	  high	  rates	  of	  co-‐infec*on.	  	  

6 



• 	  Similar	  trends	  of	  sexual	  transmission	  among	  non-‐IDU	  MSM	  popula*on	  is	  also	  being	  
iden*fied	  in	  Vancouver.	  	  
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• 	  HIV	  significantly	  impacts	  disease	  progression	  through	  the	  inflammatory	  process.	  As	  
a	  result,	  fibrosis	  and	  inflamma*on	  eventually	  leads	  to	  the	  progression	  of	  cirrhosis.	  	  
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• 	  Co-‐infected	  individuals	  with	  cirrhosis	  have	  a	  greater	  risk	  for	  decompensated	  liver	  
disease	  including	  ascites,	  GI	  bleeds,	  hepa*c	  encephalopathy	  etc.	  	  
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• 	  In	  co-‐infected	  popula*ons,	  HAART	  has	  been	  shown	  to	  slower	  the	  rates	  of	  fibrosis	  
and	  decrease	  the	  rates	  of	  liver-‐related	  mortality.	  	  	  
• 	  The	  use	  of	  HAART	  is	  essen*al	  in	  co-‐infected	  pa*ents.	  As	  a	  result,	  guidelines	  have	  
shiZed,	  and	  co-‐infected	  individuals	  should	  be	  on	  	  an*retroviral	  therapy	  regardless	  of	  
CD4	  counts.	  
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• 	  A	  cohort	  study	  in	  Spain	  inves*gated	  	  factors	  associated	  with	  mortality.	  The	  highest	  
odds	  ra*o	  in	  this	  study	  was	  related	  to	  the	  lack	  of	  HCV	  treatment.	  As	  a	  result,	  the	  need	  
to	  evaluate	  HCV	  therapy	  in	  all	  pa*ents	  is	  essen*al.	  	  
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• 	  Annual	  HCV	  screening	  should	  be	  incorporated	  into	  prac*ce	  in	  high	  risk	  popula*ons.	  	  
• 	  Pa*ents	  with	  cirrhosis	  and	  co-‐infec*on	  require	  close	  follow-‐up	  for	  risks	  of	  
hepatocellular	  carcinoma.	  Guidelines	  suggest	  ultrasound	  (U/S)	  every	  6	  months.	  
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• 	  Iden*fy	  HCV	  genotype	  to	  determine	  length	  of	  therapy	  and	  treatment	  response.	  
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• 	  In	  pa*ents	  with	  CD4	  <500	  cells/mm3	  it	  is	  best	  to	  ini*ate	  HIV	  treatment	  first	  
• 	  In	  pa*ents	  with	  CD4	  >500cells/mm3,	  clinicians	  have	  more	  choices.	  It	  is	  known	  that	  
comple*ng	  HCV	  therapy	  first	  can	  improve	  future	  tolerance	  of	  HAART.	  
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• 	  Co-‐infected	  pa*ents	  with	  normal	  liver	  enzymes	  may	  require	  a	  liver	  biopsy	  to	  
uncover	  the	  degree	  of	  fibrosis,	  which	  can	  then	  be	  used	  to	  indicate	  the	  need	  for	  
treatment	  (covered	  by	  Pharmacare).	  	  	  
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• 	  In	  pa*ents	  with	  a	  history	  of	  depression	  or	  major	  psychosis,	  treatment	  can	  be	  
considered	  if	  they	  are	  stable	  and	  have	  the	  appropriate	  supports	  (i.e.	  physiatrist)	  	  
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• 	  Two	  forms	  of	  Pegylated	  Interferon:	  	  
• 	  Pegylated	  Interferon	  alpha-‐2a	  -‐	  Pegasys	  
• 	  Pegylated	  Interferon	  alpha-‐2b	  –	  Pegatron	  
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• 	  The	  above	  2007	  guidelines	  display	  a	  response-‐driven	  curve.	  If	  a	  rapid	  virological	  
response	  is	  iden*fied	  by	  week	  4,	  pa*ents	  can	  receive	  a	  similar	  length	  of	  treatment	  as	  
mono-‐infected	  pa*ents.	  	  
• 	  For	  genotypes	  2/3,	  if	  there	  is	  no	  response	  by	  week	  2,	  the	  guidelines	  suggest	  to	  
con*nue	  treatment	  for	  48	  weeks.	  	  
• 	  In	  pa*ents	  with	  genotype	  1	  who	  are	  mono-‐infected,	  the	  sustained	  virological	  
response	  (SVR)	  at	  48	  weeks	  is	  approximately	  50%.	  In	  pa*ents	  with	  genotype	  1	  who	  
are	  co-‐infected	  the	  SVR	  at	  48	  weeks	  is	  approximately	  30-‐40%	  
• 	  The	  same	  reduc*ons	  in	  SVR	  are	  seen	  in	  genotypes	  2/3.	  	  
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• 	  Side	  effects	  are	  the	  limi*ng	  factor	  in	  HCV	  treatment	  
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• 	  The	  Hepa**s	  B	  virus	  differs	  from	  the	  Hepa**s	  C	  virus	  in	  that	  it	  is	  a	  DNA	  virus	  with	  
covalently	  closed	  circular	  DNA.	  	  
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• 	  Hepa**s	  B	  rates	  are	  lower	  than	  Hepa**s	  C	  rates	  in	  BC	  
• 	  Most	  cases	  arise	  in	  pa*ents	  who	  come	  from	  endemic	  countries	  	  
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• 	  Higher	  levels	  of	  HBV	  DNA	  correlate	  with	  increased	  risk	  of	  hepatocellular	  carcinoma	  
and	  cirrhosis.	  	  
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• 	  Ini*al	  screening	  for	  HBV	  will	  inden*fy	  if	  pa*ents	  are	  immune,	  have	  chronic	  
infec*on,	  or	  have	  been	  vaccinated.	  
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• 	  HIV	  regimens	  that	  include	  Tenofovir	  and/or	  3TC	  are	  also	  ac*ve	  against	  HBV.	  If	  
pa*ents	  have	  not	  been	  ini*ated	  on	  HAART,	  a	  Tenofovir	  +	  FTC/3TC	  regimen	  can	  
provide	  treatment	  for	  both,	  HIV	  and	  HBV.	  	  
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