A Randomized, Placebo-controlled Phase 3 Study of Plozasiran in Patients With FCS: Interim Analysis of
Open Label Extension of PALISADE at 1 Year
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BACKGROUND

Persistent Chylomicronemia

= Extremely high plasma triglycerides (TG) (>9.9 mmol/L) in which fat is absorbed as particles, called
chylomicrons, cannot be cleared from the circulation’

RESULTS

Table 1. PALISADE OLE Baseline Characteristics
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Figure 3. Plozasiran Did Not Increase Total ApoB Levels Despite Increases in HDL-C and LDL-C
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Genetic testing done on patients who were not previously tested for FCS variants

*Supportive genetic testing includes but is not limited to homozygous, compound heterozygous, or double heterozygote for loss-of-function or otherwise inactivating mutations in genes
affecting lipoprotein lipase activity including LPL, APOC2, APOA5, GPIHBP1, GPD1, or LMFI1; or evidence of low LPL activity (<20% of normal) based on source-verifiable documentation.
§Not caused by alcohol or cholelithiasis.
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Treated

Placebo - Treated Continuous Treated

(n=21) (n=44)

Mean (SEM) Absolute Value, g/L
RCT Month 12 8(12) -51(7)
OLE Month 12 -61 (6) -57 (6)

*P<0.0001; TP<0.05.

Treated

Placebo - Treated Continuous Treated
(n=21) (n=44)

Mean (SEM) Absolute Value, mmol/L
RCT Month 12
OLE Month 12

9 (8)
-40 (5)

-36 (8)
-39 (8)

Treated

Placebo - Treated Continuous Treated
(n=21) (n=44)
Mean (SEM) Absolute Value, mmol/L

RCT Month 12
OLE Month 12

8(7)
-33 (4)

-30 (5)
-34.(8)

=@- Pooled Placebo == Plozasiran 25 mg =& Plozasiran 50 mg =O-Placebo = Treated =[=Continuous Treated

ABBREVIATIONS

AP, acute pancreatitis; ApoB, apolipoprotein B; APOC3, apolipoprotein C3; BMI, body mass index; Cl, confidence interval; CMH, Cochran-Mantel-Haenszel; EOS, end of study; FCS,
familial chylomicronemia syndrome; HbA1lc, glycosylated hemoglobin; HDL-C, high-density lipoprotein cholesterol; HL, hepatic lipase; HOMA-IR, homeostatic model assessment for

insulin resistance; HTG, hypertriglyceridemia; LDL-C, low-density lipoprotein cholesterol; LPL, lipoprotein lipase; mRNA, messenger RNA; N, number; OLE, open-label extension; Q1, Q3,

interquartile range; SAE, serious adverse event; SD, standard deviation; SEM, standard error of mean; siRNA, small interfering RNA; TEAE, treatment emergent adverse event; TG,
triglyceride; TRL, triglyceride rich lipoproteins; UC, ultracentrifuge; VLDL, very low-density lipoprotein; W, week.
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