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[Abstract] Disorders in lipid metabolism are one of the key mechanisms driving the development of metabolic syndrome such as
obesity, diabetes, and atherosclerosis. Recent studies have shown that drug targeting to critical steps in lipid metabolism demonstrated
potentially enhanced therapeutic efficacy compared to conventional therapies. This review article first briefly summarizes the lipid
metabolism pathway targets associated with metabolic syndrome. Subsequently, we systematically elaborate on emerging targeted
delivery strategies directed toward active sites of lipid metabolism such as the liver, adipose tissue, macrophages, and atherosclerotic
plaques. The article aims to provide insights developing safer and more effective new therapies against metabolic diseases.
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SRR IS L R 20 B W O PR Y R R
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Fo [RIES, 7 i 3% 0 & BEfg 4% iz 85 - (cholesteryl
ester transport protein, CETP) AY/-5 F, VLDL 5
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FER IR R T, SRR IR S O .
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RIRTT RO /INRA E L T S 3 AR 790 falc B
R IR AN B B R, S IR IR KT
BEAIG, ATZDAREI ot A 3 T W B . X — RS AR
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WIZM A2 RS . 1% R G F B % PEG-
PLGA 1E W25 ik, #5340 AS 4R ME R
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(T E A . 9K UKL ROS Wi i 4 el 75 67 2814 B
FEHAMTTAF LATE H AR AR, DT D . I 4
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UKL, I B2 5 W L W AR B s A %) 97 L PR TR
SRR, A IR-61 K5 HEHE ] ATM Y ZRLIASY
IR-61 # ATM 8, i id 2 T ok i 2 & Py i
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A BRIE, TR ET X A G i SRR 7 ARG o
USRS, A ENGEIAE IAYT T BUEAE YR
e ASON 7 T ) SRR, SEBRIRY PRI 20

HAET, 76 767 i), GalNAc-ASO il
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