PR S TY S Drugs & Clinic E33H B 201841 A *193 -

. AR -
AT O H RisH BEERINMEERRE T4 R UL

kAL EPT, 5 @)

L R RHE RS, Ridt 300051

2.0 REERE A L%BE, Rid: 300072

3. REES AR B MRAR, Ridt 300385

. FERPEUUE R DR AE N SRR ERES R, T TR RS RO ) R R A O LA 4L (LVEF) BER
. Hold S - PR TR - B IEE (NO-cGMP-PK) {5 Sl WHLH], ot U ZEtE, MG IT O 7 558
I AHIE 2 W, 4R VIO 800 )y ZE88 R LVEF BRI R BN B I 25 243 12 J8) S NT-proBNP 7K1, {H 7 P& NT-proBNP
AKF, B LVEF FIREARAS B RN a5, R %20 52 ey, HATIRGF I e Ak

KRR AERIVENL; TR ER R R 1810 ) 2R

RESES: RI72 XERFRERD: A XERS: 1674 - 5515(2018)01 - 0193 - 04

DOI: 10.7501/j.issn.1674-5515.2018.01.043

A guanylate cyclase activator in treatment of chronic heart failure: vericiguat
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Abstract: vericiguat is an oral soluble guanylate cyclase activator, is used in treatment of patients with malignant chronic heart failure
and decreased left ventricular ejection fraction (LVEF). vericiguat can improve myocardial contractility and treat heart failure through
the new mechanism of nitric oxide-cyclic guanosine monophosphate-protein kinase (NO-cGMP-PK) signaling pathway. Clinical
studies have shown that although vericiguat can not significantly improve the NT-proBNP level after treatment for 12 weeks for
patients with malignant chronic heart failure and decreased (LVEF), there is a trend of decreasing NT-proBNP level, improving LVEF,
and decreasing adverse events. At the same time vericiguat has better tolerance with good security
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Fig. 1 Chemical structure of vericiguat
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Fig. 2 Synthesis route of vericiguat
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