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Efficacy and safety of sacubitril/valsartan with different doses in patients with ven-

tricular remodeling after myocardial infarction
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( Department of Cardiology, Hexian Memorial Affiliated Hospital of Southern Medical University, Guangzhou, Guangdong
510000, China)

[ ABSTRACT ] Aim To observe the changes in indexes of ventricular remodeling and adverse drug reactions in pa-
tients with acute myocardial infarction (AMI) before and after treatment, and evaluate the efficacy and safety of different
doses of sarcubatrix/valsartan in the treatment of heart failure patients after AMI. Methods 174 patients with acute
ST-segment elevation myocardial infarction (STEMI) and subnormal left ventricular ejection fraction (LVEF) <50% from
March 2018 to March 2022 were randomly allocated to receive maximal tolerated dose of sacubitril/valsartan (titrated up to
maximal tolerated dose or 200 mg, Bid, n=80) or low dose sacubitril/valsartan (50 mg, Bid, n=94) treatment, they also
received conventional treatment.  The changes in echocardiographic parameters, serum N-terminal pro-brain natriuretic
peptide (NT-proBNP) and adverse drug reactions ( symptomatic hypotension, hyperkalemia, kidney function decline and
angioedema, et al) from baseline to 12 months after discharge were assessed. Results After treatment, there was sta-
tistically significant difference in left atrial diameter (LAD) of maximum tolerated dose group and low dose group compared

with baseline (P<0.05), however, there was no statistically significant difference between the two groups (P>0.05).
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The left ventricular end diastolic diameter ( LVEDD) were significantly decreased in two groups compared with baseline

(P<0.05), but there was no statistically significant difference between the two groups (P>0.05).

The left ventricular e-

jection fraction( LVEF) were significantly increased in both groups compared with baseline ( P<0.05), but there was no

statistically significant difference between the two groups (P>0.05).
higher in maximum tolerated dose group than that in low dose group (P<0.05).

actions was higher in the maximum tolerated group (17.5% wvs 2. 1% , P<0.05).

The decrease of serum NT-proBNP levels was
The incidence of drug-related adverse re-

Conclusion Compared with low

dose sacubitril/valsartan group, the maximum tolerated dose group did not show significant advantages in improving cardiac

remodeling and LVEF.

Although it may be possible to reduce cardiovascular events by further reducing NT-proBNP lev-

els, strict titration of the maximum tolerable dose was closely related to frequent adverse drug reactions.
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& 1. MAIRKEZREZHILER
Table 1. Comparison of general clinical data between

the two groups

= e
SRR 15&52%@)&{ Hg‘;;f; zgz{%
(n=80) X
s 787 56.45+13.07 57.5+15.57 -0.343 0.732
BH/ 6% )] 76(80.85)  66(82.5)  0.039 0.843
KRS (kg/m?) 23.26+2.22 23.81+2.82 1.149 0.253
L/ (W min) 88.15+19.41 90.35+18.85 —0.534 0.595
W45 FE/ mmHg 136.00+28.35 142.88+29.93 1.099 0.275
RIMES/[B(%)]  38(40.43) 28(35.00)  0.27 0.603
Wi/ [Bl(%)]  20(21.28)  20(25.00) 0.169 0.681
FSMAE/[B(% )] 74(78.72) 54(67.50) 1.4  0.237
AR/ (B %) ] 50(53.19) 52(65.00) 1.242 0.265
Killip LB REST /[ 41 (% ) ] 0.909 0.823
1% 56(59.58)  50(62.50)
4% 28(29.79)  24(30.00)
Mm% 8(8.50) 6(7.50)
V& 2(2.13) 0(0.00)
FEFEFRAL/ [ (% ) ] 0.432 0.511
Hir&E 62(65.96)  58(72.50)
HAb 32(34.04)  22(27.50)
SRR/ [ % ) ] 3.168 0.238
3z 16(17.02)  22(27.50)
Wi 16(17.02)  14(17.50)
=3/FEF 62(65.96)  44(55.00)
PEBERIZG /[ (% ) ]
AT ] D AR 92(97.87) 80(100.00) 2.573 0.536
P2Y12 Z&IMHIF 94(100.00) 80(100.00)  — —
B ZARBH 70(74.50)  62(77.50) 0.108 0.742
T2 94(100.00) 80(100.00)  — —
TEEE 151 ) 28(29.79) 22(27.50) 0.055 0.814
FEF IR 24(25.53) 22(27.50) 0.043 0.836
Hb o 4(4.30) 2(2.50)  0.200 0.655
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Table 2. Comparison of echocardiographic results between

two groups before and after treatment

i femgn PO
L7 (n=04) il il 18 P
(n=80)
LAD/mm  JAYTHI 37.3222.27 37.65+2.81 -0.608 0.545

VAITIE 34.62+2.64% 35.08+2.89* —0.771 0.443
LVEDD/mm JAJ7Hi 54.43+2.72 53.63+3.83 1.345 0.182
JBITIE 49.9+3.11° 48.56+3.65" 1.854 0.067
WIFHT 45.53+3.22  45.35%4.28  0.226  0.822
RITIE 54.19+3.13" 53.00+3.21" 1.748 0.084

LVEF/%

E:a } P<0.05,b N P<0.01, 5ALRIHT AL,
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Table 3. Comparison of serum levels of NT-proBNP

between two groups before and after treatment
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Table 4. Comparison of major clinical events between
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the two groups
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Table 5. Comparison of the adverse drug reactions

in the two groups AT (% )
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LN 2(2.1) 0(0.0) 0.861 0.353
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I A PE K i 0(0.0) 0(0.0) — —

T =" R B R
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2 U VR BE 5 O UL 2 B 50 0l SR 58 T i) Jo 2F 4k
RUAE SRE RN P28 PN 3 U R G0 3 T A e B
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)32 4T IR BH 3R B0 FOWPRE 6 97 76 1) S 390 1fn 38
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L5 750 RIS [ ) 32 AR RS 0 00 1)« 4 =7 IR YT 20
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BIT 0 1 e O sz R, IRREAY
U ARV DIRER T A5 40 B 2R - 1A R ok 2R e [
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ECL g 465 D 1 3 e Lt A 1 U R 9 T AL e
IFE SR ot 3 45 ) R IR S I, 33 o 5 EE A R O
SER B REMIPR AT TRIEH B A Fb 4 e B 8 R A ATt
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SE ST ERAIE T 8 399 B0 S I R 45 R
FRAERFRIF VD EL A VD 4E (200 mg, Bid ) FAK
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5(14.0% 9. 2% ,P<0.05) , 2021 4E41*%f.0 LAE
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TS B, i R L% T 2 S B 8 ARNI B
A

ZE L RTIR, SR 4L H L, oK 2 7 2 4

TEPS /D 0 WU BE 5 0 ) 3 38 S8 3 8 260 5 R 22 0
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