Z“#igdatz. Drug Evaluation Research #5393% 568 20164E 12 A «909 o

[ & #& 1]
AERRE ARSI 2 R S5 BB R R R

FA=ZEt?, oep UL ARERS R @M

N RS SRR IR0 s g A, Jbs 100853

C WS EERIR S LR SERE o TRBESER R, NS IPRIEERE 010059
CPEANRMBEBER 340, dbst 100853

WK BRI, i 200433

[y

A W N

1§ F. WAL TR0 IR R R B R W IR, (A AR RE R IR A 2, BB ISR BT IR S T
£ 1 T CATEAN [R) A5 P 98 20 27 DL 810 T I RRORE DR 2 BRI (R AR A, U g v R0 e & A A G (9 AR IR R R Ty e L B A
Wi AT WILE R 40 B b BB R 2 i, TR ARTORARIE A ABE 1. LTRGEEE A FR 00 B AE R (V) A8 ORI R RE Rk S
IEH . TRNTERIIThEE S BE B Ar . EMIII G A5 5 5 SRR A 5 LB ¢, (B BAE X 5 5 83 26 st R e e
R IRAE R MANEAG . T 20 R AR R T I BRI RN, B AT R — EAN R, N T SO R
PEFUMIRT 75, DR A S s U R 20 A B F RN

KGR MRWIAA MR MeWiRG N, RN BEAREEGHEG A AT 1, MH[EESR S oSS A E A
FESHES: R73-051 XHERFRRRRS: A XEHHS: 1674-6376 (2016) 06-0909-10

DOI: 10.7501/j.issn.1674-6376.2016.06.001

Research progress on mechanism of lipogenesis in cancer
progression and metastasis

SHA-Ren-gao-wa*?, YIN Fan!,CHENG Hai-dong®, ZHAO Jian**

1. Cancer Center key Lab, Chinese PLA General Hospital, Beijing 100853, China

2. Molecular Pathology Laboratory ,College of Basic Medical, Inner Mongolia Medical University, Hohhot 010059, China
3. Department of General Surgery, Chinese PLA General Hospital, Beijing 100853, China

4. International Joint Cancer Research Institute, The Second Military Medical University, Shanghai 200433, China

Abstract: The fatty acids in normal tissues for energy supply are mainly from dietary free lipid. However, in fast-developing tumor
tissues, energy is supplied by lipid resynthesis, which explains why resynthesis-related genes are spotted in tumors of various origins.
And the functions of the lipogenesis genes concerning the onset of primary tumors have been basically clear. A great number of
studies have indicated that intracellular fatty acid synthase (FAS), stearoyl-CoA desaturase-1 (SCD1), and acetyl-CoA carboxylase
(ACC) all play important roles in the genesis and development of tumors. The functions of fatty acids regard energy reserve,
biomembrane structure, signal transduction, and protein acetylation. But unfortunately, the effect of lipid resynthesis on tumor
metastasis remains unclear. The curative effect of chemotherapy in malignant tumors has been unsatisfactory because of drug
resistance and the toxicity of chemotherapeutic drugs. In order to find new and selective antitumor methods, anticancer drugs targeting
lipid metabolism catalyzing enzyme are urgently to be further studied and applied.
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