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Abstract

The lipid-regulating agent fibrate plays an important role in lowering the blood lipid. It can signif-
icantly reduce the level of total cholesterol, triglyceride and high-density lipoprotein in blood, and
it has less side-effect than the mostly used Statins. In this review, we mainly show the mechanism
and advantages of the fibrates, as well as the introduction of the disease high-blood-lipid or the li-
pid-regulating agents. We summary the synthesis and pharmacological activities in the past 5
years at home and abroad, including the better routes of its synthesis, changing the construction
to get the double-receptor agonist, improving the oil-water partition coefficient and the binding
rate in vivo. So we can get the new idea for the further study.
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tivated receptor-alpha, PPAR-a), #I¥i /s & 1§ B (lipoproteinlipase, LPL). #JE4 1 Al(apolipoprotein Al,
apoAl). #JEEH All (apoAll). #IEEH A V (apoA V)KL, WEos LPL W&, MM b S
H i =EE(Triglyceride, TG)MI & A, MM FFMK TG R+ = =% FE A5 & 1 (high density lipoprotein, HDL-C)
K-, AR JE [ e 1) 35 ) i, S LDL SR B /)N 17 25 R 1] KT i AR 4 AR [6] o DURE 2R 244 B PG i,



YRS L /1S 2590 O 38

W TG KT 30%~50%, [EMK LDL-C /KT 15%~20%, &2 10 HDL-C 7K 5%~15%. DU4525254i597
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TEVERAR L TOVETE s RO BURIERS, GiEEEE E e o . ERTAWEY T, Hod 4b, 4c. 4h. 4f(ln
] 3) HA BUR i B i £ AT [19] [20].

4.3. DFEEMEHERBKIEAR
2011 £ Bandgar BP, Sarangdhar RJ, Khan F, Mookkan J, Shetty P, Singh G JL & & ik 1 JE VA DU RR TG

(¢}

o
S

& B

(0]

Figure 1. The structure of compound 13
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Figure 2. The structure of compound 3f and 3l
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Figure 3. The structure of compound 4b, 4c, 4h and 4f
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2012 4= Bandgar BP, Sarangdhar RJ S ffl Fruthous K, Mookkan J, Chaudhary S %, & i& 1 2530 UURRH g
SR 2455 Y i B RO0 L BEAT AR MR RO VRAY, RIORAL DURREON B, e Ak &) 7 1 iREE 2 50 mol/kg/d,
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Figure 4. Prodrugs of fenofibrate
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Figure 5. Prodrugs of bezafibrate
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