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Figure 1. LXR ligand, TO901317 increases the expressions

levels of Fsp27 a and Fsp27 B genes in the normal
and ob/ob mouse livers. QPCR analyses of (A)
Fsp27 a, (B) Fsp27pB, (C) Lxra, (D) Srebpic, (E)
Fas, (F) Scd1, (G) Gpat and (H) Ppary mRNAs
were performed using liver samples from T0O901317-
treated normal and ob/ob mice. Gene expression
was normalized to 36B4 mRNA. Each bar represents
the average *= S.E.M. of 4 individual experiments.
Normal, normal genetic background mice; ob/
ob, leptin-deficient mice; Control, no TO901317
treatment. Significant differences from normal mice
with Control: *p < 0.05, **p < 0.01, **p < 0.001.
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Figure 2. Induction of the promoter activity of Fsp27a and

Fsp27 B genes by T0901317 depends on two
putative LXREs. (A) (a) Serially deleted Fsp27a A1-
A4 and (b) internal deleted Fsp27 a A4-1-4 reporter
plasmids were transfected into HEK293FT cells with
or without LXRa or RXR a expression plasmid.  (B)
Serially deleted Fsp27 3 B1-B4 reporter plasmids
were transfected into HEK293FT cells with or
without LXRa or RXRa expression plasmid. Each
bar represents the average = S.E.M. of 3 individual
experiments. Significant differences from without

LXR a expression plasmid: *p <0.01, **p <0.001.
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Figure 3. Schematic diagram illustrating the implication of
hepatic fat accumulation through LXR a-Fsp27
pathway. It is likely that LXRs can promote not only
the TG synthesis by lipogenic enzymes, but also
effective TG accumulation through Fsp27 a and
Fsp27 8.
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