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Despite	
  relevant	
  guidelines	
  recommending	
  a	
  daily	
  fat	
  intake	
  of	
  0.7-­‐1.5	
  g/kg/d,	
  hypertriglyceridemia	
  (>2mmol/L)	
  
is	
  common	
  among	
  ICU	
  paGents.	
  Lack	
  of	
  published	
  data	
  led	
  us	
  to	
  evaluate	
  risk	
  factors	
  for	
  hypertriglyceridemia.

PaGents	
  staying	
  ≥4	
  days	
  in	
  a	
  mixed	
  adult	
   ICU	
  were	
  enrolled	
  over	
  a	
  seven	
  month	
  period.	
  Pearson’s	
  correlaGons	
  
between	
  peak	
  log-­‐triglyceridemia	
  and	
  fat	
  intake	
  (g/kg/d)	
  from	
  enteral,	
  parenteral	
  and	
  propofol	
  emulsion	
  sources	
  
as	
   well	
   as	
   doses	
   of	
   propofol	
   (mg/kg/d)	
   were	
   assessed.	
   CorrelaGon	
   was	
   considered	
   as	
   small	
   for	
   coefficients	
  
between	
  0.1	
  and	
  0.3	
  and	
  medium	
  between	
  0.4	
  and	
  0.6.	
  Eight	
  pathologies	
  considered	
  as	
  risk	
  factors	
  were	
  further	
  
compared	
  to	
  a	
  control	
  group	
  using	
  Dunnea’s	
  test	
  (significant	
  if	
  p	
  <	
  0.05).	
  

Lipid	
  intake	
  didn’t	
  account	
  for	
  hypertriglyceridemia	
  even	
  when	
  guidelines	
  were	
  followed.	
  In	
  contrast,	
  our	
  results	
  
suggest	
  that	
  propofol	
  dose	
  regimen	
  (mg/kg/d)	
  and	
  some	
  clinical	
  factors	
  such	
  as	
  hepaGc	
  dysfuncGon,	
  pancreaGGs,	
  
sepsis,	
  or	
  dyslipidemia	
  may	
  be	
  correlated	
  with	
  hypertriglyceridemia.

Among	
  the	
  204	
  paGents	
  included,	
  79	
  (38.7%)	
  had	
  hypertriglyceridemia	
  even	
  though	
  guidelines	
  for	
  lipid	
  intake	
  
were	
  generally	
  followed.	
  

PaGents	
  with	
  hepaGc	
  dysfuncGon	
  (F),	
  acute	
  pancreaGGs	
  (G),	
   sepsis	
   (H)	
  or	
  dyslipidemia	
  without	
  staGn	
   (I)	
  had	
  
higher	
  mean	
   triglyceridemia	
   (p<0.05)	
  than	
  the	
  control	
  group	
   (A).	
  PaGents	
  with	
  cirrhoGc	
  ascites	
  (B),	
  diabetes	
  
(C),	
  chronic	
  renal	
  failure	
  (D)	
  or	
  staGn	
  treatment	
  (E)	
  were	
  similar	
  to	
  the	
  control	
  group.	
  (Fig.	
  1)

Fig.	
  1:	
  Boxplots	
  of	
  the	
  different	
  metabolic	
  states

Medium	
  correlaGons	
  with	
  TG Coefficients
Propofol	
  regimen 0.42
Propofol’s	
  emulsion 0.40

Small	
  correlaGons	
  with	
  TG Coefficients
Parenteral	
  nutriGon 0.27
All	
  lipid	
  intake 0.20
All	
  long-­‐chain	
  triglycerides 0.15
Parenteral	
  LCT 0.20

Table	
  1:	
  RelaGonships	
  assessed	
  with	
  Pearson’s	
  correlaGon

CorrelaGons	
   were	
   modest	
   between	
   peak	
   log-­‐
triglyceridemia	
   and	
   propofol	
   regimen	
   or	
   propofol	
  
emulsion.	
  Low	
  correlaGons	
  appeared	
  with	
  fat	
  intake	
  
(Table	
  1).
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