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Clinical trial of ezetimibe and alirocumab in combination with rosuvastatin

in the treatment of coronary artery disease
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Abstract; Objective

ezetimibe tablets or alirocumab injection in conjunction with rosuvastatin

To observe the clinical efficacy and safety of

calcium tablets for the treatment of coronary heart disease ( CHD) .
Methods

Both groups took rosuvastatin calcium tablets, 10 mg once daily. The

Patients with CHD were randomly divided into two groups.

control group additionally received ezetimibe tablets, 10 mg once daily,
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while the treatment group received alirocumab injection ( subcutaneous injection, 75 mg per dose, once every two
weeks). After 6 months of treatment, the two groups were compared in terms of clinical efficacy, lipid metabolism,
This
study enrolled a total of 118 patients, with 59 assigned to treatment group and 59 to the control group. During the 6 —

cardiac function and myocardial injury markers. Adverse drug reactions during treatment were recorded. Results

month treatment period, 4 patients in the control group dropped out due to changes in their condition. In treatment
group, 6 patients dropped out, comprising 3 due to changes in the treatment plan and 3 who voluntarily withdrew from
the study midway. Ultimately, 55 patients in the control group and 53 in the treatment group were included in the final
analysis. After treatment, the total clinical effective rates were 90. 57% (48 cases/53 cases) in treatment group and
72.73% (40 cases /55 cases) in control group, with statistically significant difference (P <0.05). After treatment,
the cholesterol levels in the treatment and control groups were (2.58 +0.40) and (3.60 +0.52) mmol - L™,
respectively; low — density lipoprotein cholesterol levels were (2.16+0.36) and (2.51 £0.44) mmol - L',
respectively; N — terminal pro — brain natriuretic peptide ( NT — proBNP) levels were (301.12 + 20.11) and
(326.54 £25.84) pg + mL™' I (cTn 1) levels were (0.53+0.19) and
(0.90 £0.26) pg - L', respectively; matrix metalloproteinase —9 ( MMP —9) levels were (31.04 +4.05) and
(37.25+4.72) ng - mL™", respectively; left ventricular ejection fraction ( LVEF) were (49.79 +5.33)% and
(45.09 £5.21 )% , respectively; left ventricular end — diastolic diameter ( LVEDD) were (50.36 +3.23) and
(55.11 £3.48) mm, respectively; and left ventricular end — systolic diameter ( LVESD) were (35.04 +3.72) and

(40.64 +3.97) mm, respectively. The aforementioned indicators in treatment group showed statistically significant

, respectively; cardiac troponin

differences compared to control group (all P <0.05). Adverse drug reactions in control group included 2 cases of
nausea and vomiting, 2 cases of diarrhea, 3 cases of fatigue and 2 cases of arthralgia. Treatment group reported 2 cases
of nausea and vomiting, 3 cases of diarrhea, 2 cases of fatigue, 1 case of arthralgia and 2 cases of injection site redness
and swelling. The overall incidence rates of adverse drug reactions in treatment and control groups were 18. 87%
(10 cases/ 53 cases) and 16.36% (9 cases/55 cases), respectively, with no statistically significant difference
(P >0.05). Conclusion Both ezetimibe tablets and alirocumab injection demonstrate good therapeutic efficacy in the
treatment of coronary heart disease. However, the combination of alirocumab injection with rosuvastatin calcium tablets
can further improve lipid metabolism and cardiac function.
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Table 1 Comparison of general information in two groups(x +s)

Item Control (n =55) Treatment (n =53)
Sex ( male/female) 34/21 30/23

Age (year) 56. 84 +6. 14 57.11 +£6.36
BMI (kg + m~2) 23.40 +3. 66 23.19 +3.49
Course of disease( year) 2.67 £0. 64 2.75 0. 62
HR (beat * min~") 80.51 £5.42 80.36 £5.37
SBP(mmHg) 152.09 £12.24 151.75 +12. 14
DBP( mmHg) 91.16 £7.25 91.55+7.32

BMI: Body mass index; HR: Heart rate; SBP: Systolic blood pressure;
DBP: Diastolic blood pressure; Control group: Rosuvastatin calcium
combined with ezetimibe ; Treatment group: Rosuvastatin calcium combined

with alirocumab.
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Table 4 Comparison of clinical efficacy in two groups(n,% )

Item Control (n =55) Treatment (n =53)
Marked effect 17(30.91) 25(47.17)
Effective 23(41.82) 23(43.39)
Ineffective 15(27.27) 5(9.43)

Total effective rate 40(72.73) 48(90.57)*

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

Table 2 Comparison of blood lipid levels between the two groups(x +s)

Control (n =55)

Treatment (n =53)

Ttem
Before treatment

After treatment

Before treatment After treatment

LDL - C(mmol - L") 3.88 +0.63 2.51+0.44" 3.85 £0.59 2.16 £0.36 "
HDL - C(mmol - L™") 1.17 £0.32 1.15+0.34 1.16 £0.33 1.17 £0.34

TC(mmol - L7") 5.30£0.75 3.60 +0.52* 5.37+0.79 2.58 £0.40 "%
ApoB(g - L") 1.38 £0.21 1.19 0. 18" 1.40 £0.24 1.02 £0.15**
ApoAl(g-L~") 0.92+0.13 1.28£0.11°* 0.90 0. 11 1.35+0.16**

LDL - C: Low - density lipoprotein cholesterol; HDL — C: High — density lipoprotein cholesterol; TC: Total cholesterol; ApoB: Apolipoprotein B; ApoAl :

Apolipoprotein Al ; Compared with before treatment in the same group, * P <0. 05 ; Compared with control group at the same time,* P <0. 05.

R3 2HBHFOCIEMOABGHEIRA L (2 £ 5)

Table 3 Comparison of cardiac function and myocardial injury indexes between the two groups(x £s)

Control (n =55)

Treatment (n =53)

Item
Before treatment

After treatment

Before treatment After treatment

NT - proBNP(pg - mL~") 368. 16 £34. 65 326.54 +25.84* 363.87 £33.93 301.12 £20. 11 *#
¢cTnl(pg-L7") 1.32+0.33 0.90 +£0.26 * 1.30 +£0.32 0.53 +0.19**
MMP -9(ng - mL') 58.46 +6.29 37.25 +4.72* 58.80 = 6. 64 31.04 +4. 05 **
LVEF(% ) 40.36 +4. 18 45.09 +5.21°* 40.19 +4. 10 49.79 £5.33*#
LVEDD (mm) 58. 13 +4. 67 55.11 +3.48* 58.09 +4. 46 50.36 +3.23**
LVESD( mm) 49.20 +4.49 40.64 £3.97 48.83 +4.45 35.04 +3.72*%

NT - proBNP: N — terminal pro B — type natriuretic peptide; ¢Tn I : Cardiac troponin [ ; MMP - 9: Matrix metalloproteinase — 9; LVEF: Left ventricular

ejection fraction; LVEDD; Left ventricular end - diastolic diameter; LVESD: Left ventricular end — systolic diameter; Compared with before treatment in the

same group, * P <0. 05 ; Compared with control group at the same time,*P <0. 05.
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