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Exploring new therapeutic approaches for breast cancer: advances in targeting
lipid metabolism
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220, (RN JIH [ T k) S B il 3- -3 FR R T —
Pt 4 B A ib i B (3-hydroxy-3-methylglutaryl-CoA
reductase, HMGCR) 1 ffi & /i 24 %A 1L B (squalene
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i 64 23 A0 TS 5 AP 5 < 40 i) ACLY H) 3 #28 mT
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o5 oo FU e A b R AR T e R R AT R
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5 $i M Comeprazole) T 3k A I PR K56 i BL . TVB-
2640 72 5 AN HE NIRRT FT (1 = 32 8 14 FASN 41 77
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[ 2R 15 F % 52 31 SREBP 1§ ., SREBPI A& 1
Jig 1 R & R 0 AH 5% 25 [X , SREBP2 1 25 i [#] i &
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A R () PR VS M 1K 0T e VR T PR R T
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