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ABSTRACT Objective To study the effects of Tanshinone Il A on the liver proteome expression
of hyperlipidemia rats by isobaric tags for relative and absolute quantitation (iTRAQ) technology, and to
observe its protection for liver. Methods Totally 24 SD rats were randomly divided into the blank control
group (C group), the high fat hyperlipidemia group (HFH group), and Tanshinone Il A treatment group
(TAN group), 8 in each group. Rats in the C group were fed with common forage. High fat forage was fed
to rats in the HFH group the TAN group. Sodium Tanshinone I[ A sulfonate (10 mg - kg ™' - d ") was intra-
peritoneally injected to rats in the TAN group 4 weeks later. Equal volume of phosphate buffered saline
was intraperitoneally injected to rats in the C group and the HFH group. After 8-week medication, blood
lipid levels, liver function, and histomorphological changes of liver were detected. The total protein of liver
was extracted and labeled by iTRAQ. Then differentially expressed proteins were detected by mass spec-
trometric detection and analyzed by software. The tendency of partial differentially expressed proteins
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were detected by Western blot. Results

Compared with the C group, the levels of TC, TG, LDL-C, ALT,

and AST increased (P <0.01), and the HDL-C level decreased (P <0.01) in the HFH group. Compared
with the HFH group, the levels of ALT and AST decreased (P <0.05) in the TAN group. iTRAQ technology
analysis showed that 9 differentially expressed proteins such as CES1, Apoal, Acots2-KAT, Acots3-

KAT, and cytochrome P450 family proteins (Cyp3a2, Cyp3a18, Cyp4a3, Cyp2b2, Cyp2c23) were up-

regulated in the TAN group. Expressions of Tkt and eNT were down-regulated in the TAN group. Results

proved by Western blot (changing tendency of differentially expressed proteins such as CES1, Apoatl,

Acots2) were consistent with proteome expression results. Conclusions

Tanshinone II A might improve

liver metabolism and reduce liver lipid deposition possibly by promoting counter transport of cholesterol

and fatty acid oxidation, thus protecting the liver.
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