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Clinical trial on the treatment of inclisiran combined with rosuvastatin in patients

with extremely high - risk atherosclerotic cardiovascular disease
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Abstract: Objective To explore the clinical therapeutic effect of

inclisiran injection combined with rosuvastatin tablets in the treatment of

patients with extremely high — risk atherosclerotic cardiovascular disease

YEZ B R ME (1980 - ), %, @l AT & i,

eI L B, O U A (ASCVD). Methods The patients with extremely high — risk ASCVD
4 R IILAF B 677 T 9 T A A5 were divided into the treatment group and the control group according to

BAS1ERE XI5%, 8 FATBE )0
MP 18553376650
E - mail ; liulianglf@ 163. com was given rosuvastatin calcium tablets 10 mg, po, ¢d, while the

the actual clinical medication regimens they received. The control group
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treatment group was given inclisiran sodium injection 284 mg, ih, for the first time, and 284 mg, ih, again after 3
months on the basis of control group. The treatment duration for both groups was 6 months. The clinical efficacy, lipid
profile, low — density lipoprotein cholesterol ( LDL — C) target attainment rate, proprotein convertase subtilisin/kexin
type 9 (PCSK9) levels, cardiac function, plaque stability, safety evaluation, and cardiovascular benefits were
compared between the two groups. Results A total of 98 patients were enrolled, with 51 in the control group and 47 in
the treatment group. After treatment, the overall response rates in the control group and the treatment group and were
68.63% (35 cases/51 cases) and 87.23%
(1.42 +0.27) and (1.26 £0.22) mmol - L', respectively; the LDL — C goal attainment rates at 3 months were
41.18% (21 cases/51 cases) and 61.70% (29 cases/47 cases), respectively; LDL — C goal attainment rates at
6 months were 52.94% (27 cases/51 cases) and 74.47% (35 cases/47 cases), respectively; PCSK9 levels at
3 months were (313.66 +41.35) and (295.63 £39.43) ng - mL™', respectively; PCSK9 levels at 6 months were
(203.71 £33.39) and (184.29 +31.54) ng - mL ™", respectively; carotid intima —media thickness were (1.01 +0.27) and
(0.91 +0.11) mm, respectively; plaque areas were (18.52 +3.76) and (16.31 +3.63) mm’, respectively;

(41 cases/47 cases ), respectively; the LDL — C levels were

proportions of unstable plaques were 39.22% (20 cases/51cases) and 19. 15% (9 cases/47 cases), respectively;
high — density lipoprotein cholesterol ( HDL — C) levels were (1.46 +0.55) and (1.47 +0.33) mmol - L™,
respectively; apolipoprotein A ( ApoA) levels were (1. 11 £0.25) and (1.10+0.29) g - L™, respectively. Except
HDL - C level and ApoA level, comparisons of other indexes between the two groups showed statistically significant
differences (P <0.05, P <0.01). No significant difference in the incidence of adverse events was observed between
the control group (5.88% , 3 cases/51 cases) and treatment group (8.51% , 4 cases/47 cases) (P >0.05).
Conclusion The combination of inclisiran injection and rosuvastatin tablet is effective in the treatment of extremely
high —risk ASCVD), significantly improving the total effective rate and the early and sustained LDL — C target attainment
rate, and more effectively reducing LDL — C levels and stabilizing plaques. The mechanism may be related to
significantly inhibiting PCSK9 levels and further enhancing lipid — lowering and plaque — stabilizing effects.

Key words: inclisiran injection; rosuvastatin tablets; atherosclerotic cardiovascular disease; proprotein convertase

subtilisin/kexin type 9; plaque stability
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Table 1 Comparison of baseline data between the two groups of
patients
Control group  Treatment group
[tem
(n=51) (n=47)

Gender( Male/Female ) 28/23 28/19
Age(years, x +5) 62.31+7.80 61.03+7.13
BMI(kg » m~2, x %5) 22.94+2.00 22.73+2.42
Underlying disease (n, %)

Hypertension 36(70.59) 29(61.70)

Diabetes mellitus 8(15.69) 8(17.02)
History of PCI (n, %) 35(68.63)  29(61.70)
Site of severe coronary stenosis (n, % )

Left anterior descending 16(31.37) 19(40.43)

Circumflex 13(25.49) 10(21.28)

Right coronary artery 22(43.14) 18(38.30)
Smoking 11(21.57) 14(29.79)
Alcohol consumption 15(29.41) 12(25.53)
Heart rate(beats - min ™!, x +s) 72.78 +7.16  71.42 +7.59

Systolic blood pressure( mmHg, x +s) 129.13 +11.69 130. 67 +8.97
Diastolic blood pressure( mmHg, x +s) 85.25+9.84  84.16 +8.06

BMI: Body mass index ; PCI: Percutaneous coronary intervention; Control

group: Rosuvastatin;Treatment group: Inclisiran combined with rosuvastatin.
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Table 5 Comparison of therapeutic effectiveness between the two

groups (n, % )

. R Item Control group(n =51) Treatment group(n =47)
ST ok oL 3
4 2 ?H.,%%’L‘Ij] ﬁb—'ﬁij&i;&i%\ﬂ_: EE?IJ l:!:?ﬁz " Effective 35(68.63) 41(87.23)
RIT)E 2 41583 LVEDD (5150 [k o 5 v 2 R B Ineffective 16(31.37) 6(12.77)

Total effective rate

35(68.63)

e 7 AL SRR BE B 5 B B E REAG (P < 0.05,
P <0.001) ,LVEF /K-35 2T+ (P < 0. 001) ;i 5

41(87.23) "

Compared with the control group, * P <0. 05.

R2 2 HBHEMARIENIHE (2 £5)
Table 2 Comparison of blood lipid profiles between the two groups(x +s)

Control Group(n =51) Treatment group(n =47)

Ttem

Before treatment After treatment Before treatment After treatment

HDL - C(mmol - L™!) 1.23 +0.32 1.46 £0. 55** 1.23 +0.28 1.47 +0. 33"
LDL - C(mmol - L") 2.72 £0.37 1.42 £0.27%* 2.73 £0.38 1.26 £0. 22%#~ =
ApoA(g - L") 1.39 +0.36 1. 11 0. 25" 1.38 +0. 34 1. 10 0. 29%#

HDL - C: High — density lipoprotein cholesterol; LDL - C: Low — density lipoprotein cholesterol; ApoA: Apolipoprotein A ; Compared with the control group

at the same time, ** P <0.01; Compared with before treatment in the same group, **P <0. 001.

R3 2 HBHFME NG HE A EER (LDL - C) iAbRR 5 FifdE A AL AL HAG 57 K 9 (PCSK9) K-F- LA
Table 3 Comparison of low — density lipoprotein cholesterol (LDL — C) goal attainment rate and proprotein convertase subtilisin/kexin type 9

(PCSK9) levels between the two groups

Control Group(n =51) Treatment group(n =47)

ltem Before 3 months of 6 months of Before 3 months of 6 months of
treatment treatment treatment treatment treatment treatment
LDL - C goal attainment (n,% ) - 21(41.18) 27(52.94) - 29(61.70) * 35(74.47)

PCSK9(ng » mL.™!, x +5) 237.84 £39.43 313.66 +41.35" 203.71 +33.39"* 231.75 +36.82 295.63 +39.43%* 184,29 +31. 54"#* *

Compared with the control group at the same time, * P <0.05, ** P <0.01; Compared with before treatment in the same group, ™ P <0. 001.

F4 2 4UBHOWRE SRR ENE LR

Table 4 Comparison of cardiac function and plaque stability between the two groups

Control Group(n =51) Treatment group(n =47)

ltem

Before treatment After treatment Before treatment After treatment

LVEDD(mm, x ) 64.23 +7.08 53.18 6. 73" 63.41 £7.25 51. 14 6. 68"
LVEF(% ) 53.04 +5.37 59. 14 6. 78 52.37 +5.22 60. 65 6. 41"
Carotid IMT(mm, % +s) 1.76 0. 35 1.01 £0. 27%# 1.78 £0.31 0.91 0. 11##~
Plaque area(mm? | x %) 29.24 +4.71 18.52 +3. 76" 28.72 +4.38 16.31 +3, 3% =
Unstable plaque (n, % ) 30(58.82) 20(39.22)* 32(68.09) 9(19.15)*#=

LVEDD: Left ventricular end - diastolic diameter; LVEF: Left ventricular ejection fraction; IMT; Intima — media thickness; Compared with the control group

at the same time, * P <0.05, ** P <0.01; Compared with before treatment at the same group, *P <0.05, P <0.001.
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