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(Phytosterolemia)
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1. MTP #r 4|4 (Microsomal triglyceride transfer
protein inhibitor):
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2. A % g k9 F 3 f (Apo-B anti-sense
oligonucleotide):

% & "5 v (Apolipoprotein) £ 25 = & i< % &
55 30 "6 B (VLDL: LDL 7% Sgie ) e d & 4 7
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3. PCSK-9 #r 4] & (Proprotein Convertase

No Disease-Associated
Proteins Produced

Subtilisin Kexin-9 inhibitor):
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4. CETP #r#|#|(Cholesteryl ester transfer protein
inhibitor):
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