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ABSTRACT 

 

Background: Consumption of high doses of trans fatty acids ( TFA ) have been 

known to cause non alcoholic fatty liver disease ( NAFLD ). Liver damage caused 

by TFA dose of  5% and 10%  in Sprague Dawley rats has not been done 

 

Objective : To determine the effect of doses  5 % and 10 % of TFA on NAFLD  

 

Methods: An experimental animal study with randomized post test only control 

group design. Sample of 18 male Sprague Dawley rats were divided 3 groups, K : 

standard feed,P1 : treatment  with TFA 5 % and P2 :  treatment with TFA 10 % 

for 8 weeks.  Hepar tissue stained with HE and examined hepatic steatosis, 

ballooning degeneration and inflammatory lobuler used the scoring method of 

NAFLD activity score ( NAS ),statistics by Kruskal-Wallis nonparametric test 

followed by Mann-Whitney test 

                    

Results: fatty liver was found in group P1 and P2. There was significant 

differences between steatosis, inflammation and ballooning degeneration of both 

groups were given a dose of TFA 5% (P1) and 10% (P2) compared with the 

control group (p <0.001). TFA  5% group  had mild steatosis, inflammation mild 

to moderate and no ballooning degeneration, while the TFA 10 % group had 

steatosis and moderate to severe inflammation and degeneration balonning a small 

amount. 

 

Conclusion: TFA dose of 5% and 10% can induce  NAFLD  

 

Key word: Non alcoholic fatty liver disease ( NAFLD ). trans fatty acids ( TFA ) , 

steatosis, ballooning degeneration and inflammatory lobuler 
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ABSTRAK 

 

Latar Belakang: Konsumsi asam lemak trans (ALT ) dosis tinggi telah diketahui 

dapat menyebabkan penyakit perlemakan hati non alkohol. Kerusakan hati akibat 

asam lemak trans dosis  5 % dan 10 %   pada tikus Sprague Dawley belum pernah 

dilakukan. 

 

Tujuan : Membuktikan pengaruh pemberian ALT dosis 5 % dan 10 % terhadap 

penyakit perlemakan hati non  alkohol tikus Sprague Dawley 

 

Metode: Penelitian experimental dengan rancangan post test with control . 

Sampel 18 ekor tikus jantan Sprague Dawley dibagi secara random menjadi 3 

kelompok, K :pakan standar,  P1: dengan asam lemak trans 5 % dan P2 : dengan 

asam lemak trans 10 % selama 8 minggu. Jaringan hepar diwarnai dengan HE dan 

diperiksa steatosis hepatosit, inflamasi lobuler dan degenerasi ballooning 

menggunakan skoring metode NAFLD activity score (NAS), analisis statistik 

dengan uji nonparametrik Kruskal-Wallis dilanjutkan dengan uji Mann-Whitney     

                    

Hasil: Perlemakan hati terjadi pada kelompok P1dan P2.Terdapat perbedaan 

bermakna steatosis , inflamasi dan degenerasi ballooning kedua kelompok yang 

diberi asam lemak trans (P1,P2) dibandingkan dengan kelompok kontrol ( p < 

0,001) . Kelompok asam lemak trans 10 %  mengalami steatosis dan inflamasi 

derajat sedang ke berat dan jumlah degenerasi balonning yang sedikit, sedangkan 

kelompok asam lemak trans 5 % mengalami steatosis dan inflamasi ringan ke 

sedang dan tidak ada degenerasi ballooning. 

 

Simpulan: Pemberian asam lemak trans dosis 5 % dan 10 % dapat menyebabkan 

penyakit perlemakan hati non alkohol.  

 

 Kata kunci : Penyakit perlemakan hati non alkohol, asam lemak trans, steatosis, 

inflamasi lobuler dan degenerasi ballooning 

  


