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Analysis of the therapeutic efficacy of vericiguat combined with “new quadruple” drugs in
the treatment of heart failure caused by dilated cardiomyopathy

LIU Jiabao, ZHANG Yanjuan, WANG Liansheng, ZHAO Di’

Department of Cardiology ,the First Affiliated Hospital of Nanjing Medical University s Nanjing 210029, China

[Abstract] Objective: To explore the clinical efficacy and safety of vericiguat combined with the “new quadruple”in treating heart
failure caused by dilated cardiomyopathy (DCM). Methods: Between December 1, 2022 and February 1, 2024, a total of 43 patients
with heart failure resulting from DCM (33 males, 10 females) were consecutively recruited from the outpatient clinic and inpatient
wards of the Cardiology Department at the First Affiliated Hospital of Nanjing Medical University. Before treatment , various parameters
were measured, including left atrial diameter (LAD), left ventricular ejection fraction (LVEF) , left ventricular end-diastolic diameter
(LVEDD) , N-terminal pro B-type natriuretic peptide (NT-proBNP) , liver and kidney function, electrolytes, Minnesota Living with
Heart Failure Questionnaire (MLHFQ) scores, and 6-minute walk test (6MWT) distances. Patients with heart failure with reduced
ejection fraction (HFrEF) or mildly reduced ejection fraction (HFmrEF)were treated with vericiguat combined with“ARNI, BB, MRA,
SGLT2i” (the “new quadruple” therapy). For patients with heart failure with preserved ejection fraction (HFpEF) , vericiguat was
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combined with ARNI, BB, and SGLT2i. After 3 months of treatment, the aforementioned indicators were re-evaluated and compared
with baseline values. Results: After 3 months of treatment, significant improvements were observed in all DCM patients with heart
failure: LAD[ (41.37£6.97)mm vs. (39.30+5.19)mm, P < 0.01) 1; LVEF[ (41.02+10.33)% vs. (46.43+10.74)%, P < 0.01) ]; LVEDD
[ (61.40+7.65)mm vs. (58.56+7.03)mm, P < 0.01) J; NT-proBNP[ 1 642.5(936.4, 4 019.0)ng/L vs. 659.3(213.2, 1 297.0)ng/L, P <
0.01) J5 MLHFQ (47.79+9.67 vs. (34.86+8.94), P < 0.01) ; 6MWT [ (348.85+82.43) m vs. (401.76 +95.56) m, P < 0.01) ]. No
significant differences were found in liver or kidney function;, or electrolytes levles. Further subgroup analysis showed that vericiguat
combined with ARNI, BB, MRA, and SGLT2i improved the LVEF, reduced LVEDD and NT-proBNP levels, and enhanced 6MWT
performance in patients with HFrEF, HFmrEF, and HFpEF due to DCM. Conclusion: Vericiguat combined with the “new quadruple”
drugs has a significant therapeutic effect on patients with heart failure caused by DCM. This study provides potential data support and

guidance for the clinical treatment of DCM patients with heart failure.
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Table 1 Baseline characteristics and medication of 43 patients

Characteristic Data Characteristic Data
Male[7(%)] 33(76.74) Classification of HF according to LVEF[n(%) ]
Age(years,x £ s) 46.47 £ 12.67 HFpEF 10(23.26)
Height(cm,x + 5) 166.13 + 6.68 HFmrEF 11(25.58)
Weight (kg,x £ s) 71.12 £ 13.41 HFrEF 22(51.16)
SBP(mmHg, %  5) 118.76 + 13.67 Medication[n(%) ]
DBP(mmHg,x + 5) 77.92 +8.78 ARNI 40(93.02)
Heart rate (beats/min, x + s) 75.56 = 15.31 BB 38(88.37)
Medical history[n(%) ] Furosemide 36(83.72)
Hypertension 12(27.91) MRA 37(86.04)
Diabetes mellitus 6(13.95) SGLT2i 39(90.70)
NYHA functional class[n(%)] Vericiguat 43(100.00)
I 0O Digoxin 21(48.84)
| 18(41.86)
i1 22(51.16)
\Y 3(6.98)

F2 HEFEIELEHFHOEL "X DCM /LR B E T 80T
Table 2 Efficacy evaluation of vericiguat combined with“new quadruple "drugs in DCM patients with HF (n=43)

Characteristic Prior to medication After medication /7 P
LAD(mm,x +s) 41.37+6.97 39.30 +£5.19 4.278 <0.01
LVESD(mm,x + ) 49.47 £9.16 45.58 + 8.74 5.260 <0.01
LVEDD(mm,x +s) 61.40 £ 7.65 58.56 +7.03 4.789 <0.01
LVEF(%,x +5) 41.02 £ 10.33 46.43 £ 10.74 -5.953 <0.01
NT-proBNPLng/L, M(Pss, P55) ] 1642.5(936.4,4 019.0) 659.3(213.2,1297.0) -5.700 <0.01
MLHFQ(x +s) 47.79 £ 9.67 34.86 + 8.94 14.270 <0.01
6MWT(m,x +s) 348.85 + 82.43 401.76 + 95.56 2.767 <0.01
ALT(U/L;x £5) 26.68 + 16.73 29.87 + 18.12 -1.112 0.273
AST(U/L,x +5) 25.80 £ 11.71 28.17+£9.16 -1.206 0.235
Creatinine (pmol/L, x + s) 92.78 +37.34 97.24 +50.20 -1.221 0.229
Urea nitrogen (mmol/L, x + 5) 7.80 £4.42 7.70 £ 3.47 0.228 0.820
K*(mmol/L, x + 5) 3.96 +0.45 4.09 £ 0.38 -1.762 0.086
Na"(mmol/L,x + s) 140.30 + 3.01 139.25 +2.78 1.854 0.071
ClI"Cmmol/L, x + 5) 104.10 + 3.83 103.28 +3.25 1.074 0.289
Ca”™*(mmol/L, x + s) 2.28 +0.15 2.31+0.16 -1.146 0.259
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Figure 1 Vericiguat combined with“ ARNI, BB, and SGLT2i” improved LVEF (A), LVEDD (B), NT - proBNP (C) and

6MWT(D) in DCM patient with HFpEF(n=10)
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Figure 2 Vericiguat combined with “ARNI, BB, MRA, and SGLT2i” improved LVEF(A), LVEDD(B), NT-proBNP(C)
and 6MWT(D) in DCM patients with HFmrEF(n=11)
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Figure 3 Vericiguat combined with“ ARNI, BB, MRA, and SGLT2i” improved LVEF(A), LVEDD(B), NT-proBNP(C)

and 6MWT(D) in DCM patients with HFrEF (n=22)
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