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= ABSTRACT =

In order to investigate the effect of riboflavin on cholesterol and MLHP (methyl linoleate
hydroperoxide ) — induced fatty liver electron microscopically, riboflavin was given to rats
receiving high cholestercl and MLHP diet for 4 weeks. 8week old male Sprague-Dawley rats
were administrated diets daily, as following group : usual diet (control), riboflavin{10ug/20gm
BW), cholesterol (50mg/gm BW), MLHP (0.1ml/20gm BW), cholesterol plus MLHP, chole-
sterol plus riboflavin, cholesterol plus MLHP plus riboflavin, by means of intubation into the
stomach for 4 weeks. Each group consisted of 10 rats. The liver of the animals were examined
ultrastructurally by transmission electronmicroscope.

The results were as follows :

1) The three group including cholesterol, MLHP, cholesterol plus MLHP feedings resulted
in fatty liver,

2) The main findings of the fatty liver were swelling and vacuolation of mitochondria, a lot
of lipid droplets, disarrangements and loss of rough endoplasmic reticulums.

3) The most striking features in the group of cholesterol plus riboflavin, cholesterol plus
MLHP plus riboflavin feeding were decrease of size and number of lipid droplets, mitochond-
rial swelling and vesiculation, with restoration of rough endoplasmic reticulums

It is postulated with above findings that riboflavin was effective in prevention of cholesterol
and MLHP —induced fatty liver.
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[J Explanation of Figures []

CON. Hepatocyte from control group shows normal appearance. N{nucleus),

rER(rough endoplasmic reticulum), M({mitochondria), CM(cell membrane).
% 8,300.

. Hepatocyte from riboflavin group shows normal appearance except moderate

increase of glycogen particles. N(nucleus}, G{glycogen particles), tTER(rough
endoplasmic reticulum), M({mitochondria). X 6,000.

. Hepatocyte from cholesterol group shows lipid droplets(L), swelling of mito-

chondria( MS), and myelin figures(F), Ni(nucleoli). x12,000.

. Hepatocyte from MLHP group shows distinct vacuolation of mitochondra(V),

swelling of mitochondria(MS), disarray of rER and organelles loss. x6,000.

. Hepatocyte from cholesterol plus MLHP group shows a number of lipid dro-

plets, mitochondrial swelling and disarray of tER. X 6,000.

. Hepatocyte from cholesterol plus riboflavin group shows nearly normal appea-

rance in comparison with Fig. CON. K(XKupffer cell). x 6,000.

. Hepatocyte from cholesterol plus riboflavin group restores mitochondrial sha-
pes and rER ammangement, but a few lipid droplets and vesiculationin mitoch-
ondria are still present. b(hile canaliculi). x6,000.




— g - AT —

— /64 ~



— Cholesterolz} MLHP & {-4t3t z|uhzbe]] @ Riboflavine] g &3 —

e
N

ek

- /&7 —



— /48 —



