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(Prognostic factors and current treatment of patients with

Non-alcoholic fatty liver disease: NAFLD)
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A v aw Ag . L, Aaa ¢ w9 v ' A Lo
MINN4 VDYANUID eIl Randomized Controlled Trials ﬁWNWLﬁ?LLaﬂﬂ)’EﬂﬂQN TZDs #30 antioxidants 11
Ao NAFLD/NASH (Aau1/asnnaiuaued Musso G, etal®”)
Author number/ BMI  Diabetes Agent (Daily Dose) Liver Enzymes Liver Fat Histology Comments
Age (yr) (%) Duration by Imaging
- Sanyal 20/46 31.6 0 Pioglitazone 30 mg/ Improved NA Improved steatosis NASH; Vit E 400 1U/d
2004“Y D; 6 months (normalized in and inflammation; Added in both arms;
95% patients) - fibrosis - NS weight change:+0 vs.
(NS) +0.5 kg Dropout rate:
10% (5% for possible
drug side effects)
- Belfort 55/51 33.2 48 Pioglitazone (PIO) improved Improved Steatosis and inflam- NASH; Calorie restric-
2006“” 45 mg/D; 6 months (mean Liver mation significantly tion of 500 kcal in both
fat reduction mproved; -fibrosis arms Weight change:
of 54%by improved (NS) +2.7% (PIO) vs.-1%
MRS) (placebo) Dropout rate:
13% (7 pts withdrawn
1 for fatiguet+low
extremity edema)
- Ratziu 63/54 31 31 Rosiglitazone 8 mg/D  Improved; NA Steatosis significantly =~ NASH; Weight change
2008°” (Rosi); 12 months normalized 38% improved; improve +1.5 (Rosi) vs.-1 kg
- Necroinflammation, (placebo); No lifestyle
NAS and fibrosis (NS) change was implemented.
- Aithal 74/54 30.5 0 Pioglitazone 30 mg/D  Improved NA Steatosis improved NASH; Lifestyle Inter-
2008°" (PIO); 12 months (NS), hepatocellular vention (500 kcal restric-
injury and fibrosis tion+dmodest exercise
significantly improve 30-40 min-5 days/week)
in both arms:
- Mean weight change
+3% in PIO vs.-4% in
placebo arm); Dropout
rate in PIO =17.5%
- Sanyal 247/NR  NR 0 Pioglitazone 30 mg, Improved NA Improved steatosis and NASH; Lifestyle advice
20104 vitamin E800 IU/D, inflammation (NS vs. in all arms; improved
placebo; 96 weeks vitamin E) IR; weigh change:+4.7
kg; primary endpoint met
in 34% (P=0.04 vs placebo)
- Omer 64/49 30.6 70% - Metformin 1700 mg, - Unchanged NA - NAS unchanged - NASH; weight change-10%
20107 - Rosiglitazone 4 mg, - Improved NA - NAS improved - Nonsignificant weight change
- Combination of both - Improved NA - NAS improved -Weight change:-4%
(12 months) (NS versus rosiglitazone)
- Tiikkainen 20/48 30.6 100 - Rosiglitazone 8 mg Improved Improved NA NAFLD; Metformin
2004°? or 2 g metformin liver fat ineffective on liver fat;

(16 weeks)

reduction of

51% ; MRS)

Rosi. increased serum
adiponectin by 123% and
body weight by 0.6 kg
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