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Alleviation of cognitive impairment by angiotensin-converting enzyme inhibitors
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[ Abstract] Objective To investigate the effect of angiotensin-converting enzyme inhibitor ( ACEI) on the cognitive function in
patients with chronic heart failure (CHF) and cognitive dysfunction. Methods From September 2017 to February 2019, a total of 60
CHF patients with cognitive dysfunction from Rongjun Hospital of Jiangsu Province and Shanbei Street of Wuxi City was selected and
randomized into the treatment group and the control group. The treatment for the control group included etiological treatment, eliminating
inducements and improving the symptoms of heart failure. The treatment group were treated with ACEI plus the treatment for the control
group. Montreal Cognitive assessment scale ( MoCA) was used for the evaluation of cognition, Hamilton anxiety scale ( HAMA) for
anxiety, and Hamilton depression scale (HAMD ) for depression. SPSS statistics 21. 0 was used for data analysis. Results Before the
intervention, there was no significant difference in MoCA scores and total scores between the two groups (P>0.05). After the interven-
tion, MoCA scores for the treatment group were higher than those for the control group, among which visual space and executive ability
[ (4.27+0.52) vs (2.70+0.54) ] and total score [ (24.70+1.09) vs (22.23+1.43) ] had significant difference ( P<0.01). The
scores of MoCA in the treatment group were higher after the intervention than before the intervention, and the total score
[(24.70+1.09) vs (22.60+1.54) ] and visual space and executive ability [ (4.27+0.52) vs (2.77+0.68) ] had significant
difference (P<0.05). No significant difference was observed between the two groups in the scores for cardiac function, left ventricular
ejection fraction, anxiety and depression both before and after the intervention ( P>0.05), and no significant difference was observed

in the above indices before and after the intervention in two groups ( P>0.05). During the treatment period, the cardiac function in the
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two groups remained stable without induced acute heart failure and adjustment of drug treatment in either the type or the scheme. No

serious adverse reactions or new complications occurred in both groups. Conclusion ACEI can improve cognitive function and the

ability to perform tasks in CHF patients.
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4 MSPEBIL ; (4) ALRTFAENBAT & Azt 2k 0 L
FEFE JGAH 5 (5) CMEARARIELN ; (6) R HEH s
A MR AR I 55 1 28 R GE P ; (7) & BB 2 W
e (8) PGB ; (9) AFGE CHF #45; (10) i
AT 1ARROIELUAME IR 5 (11) RS 55 g
Py ARt 5 (12) H e 7E IR B & BTl Hu
il HURE FHR 25 G R D RE B n] REXT I
REFAESEM 258, SR B A IR A

1.2 ik
L.2.1 JRIF S WHHRYL. (1) s CHF AYA
PR, A7 B0 X6 P b A 7 335 2 3R 7, 4 ) e B | I
Ji 6 56 0o B 3 R 0 O LB 5 (2) BRI
B EREARE 38 A6 sh, IR AR TR B, 4 il Jgk
YR B 1K AR 2L ; (3) B O F1 IR AE
ORI AW 2w w0 FUR P RIT . IR
ST . AE X MR H i Al 3% in ACEL 3697, #EH
B R AT e (Ot A R R R 25 R A | )
dmg, Ok, HHRR 1R, Z4E85 A4)50Z)
FHUGIEFT ACEL FIRYY, ESLRYY 6 ™ H, fEIRYT
AR AE H TR, — B RAEMRILE, %IE
R e | R WS i (0] R B T 0 S 2 a o
HEATSEHE, JB T R EEREE IR YT R B KR B
1.2.2 WMEHES (1) NFIZREIEAL >R ] MoCA
R PR i A A I RE , AR S (] S AT RE T
W ERN BT S LR EL Em, T
TSR ] 2 4 25150 B0 1 MoCA = £ 4L 5URR, M it
30 4y, WREBFEZ BN EFR <12 4E0F, S0
B 4y, B E <26 4 E NI Th RE G,
(2) 1 LEARAS VAN i FH U A S8 22 (Hamilton
anxiety scale, HAMA) FIDCE TR R (Hamilton
depression scale, HAMD ) 43 31| ¥F- 4% £& F& 1 2& F0 40 AR
T4, HAMA . >29 4y 7] Ak ™ H A5 18 >21 70
AR > 14 01 B BIE, >T A AT REA FE 1 <6 43
JofEjE ., HAMD . >35 43 Al fig ™ S AR, >20 43 Af
REJE - BEADAR , <8 4 W TCHNARIEIR
1.2.3 P ACELIRYTRIJG, 43l %t 2 4188
HN IS 5 2R B SO T e AT VR4, PRA
VEHUCLH T B AT IR VTN B R EE R A E
FRORE MR 23R BRI 2 44 W58 5 ST R4
1.3 SitFERE

i SPSS 21. 0 ettt . T %okt
FHYEC = b 22 (x+s) FoR AL FLECR T « K50
THECFOR ABIEL (H 5028 o AR FRBCR X A
55, P<0.05 NZEFAGIFE L,



PR AL OV E S 2019458 A 28 H 45 18 %

2 83] Chin J Mult Organ Dis Elderly, Vol.18, No.8, Aug. 28, 2019 - 585 -

2 & X

2.1 2AHABEELZEAPER
DHBEREAER LB ER LFEITHE X
(P>0.05;3 1), AR ik,

x1 2HBEEZRABILE

Table 1  Comparison of baseline data between 2 groups
(n=30)
Treatment Control
ltem P value
group group

Age(years, x+s) 80.30+8.17 81.30+6.88 0.620
Gender( male/female, n) 9/21 9/21 1. 000
Normal marriage[ n( %) ] 18(60.0) 14(46.7) 0.301
Monthly income( RMB ¥ |, x+s) 3203+641 3206+723 0. 159
Schooling duration( year, x+s) 8.77+£2.11 8.60+1.52 0.213
NYHA class(xs) 2.53£0.73  2.60+0.77 0.069
Course of disease (year, x+s) 5.17+1.76  5.00+1.80 0.233
Hypertension[ n( %) ] 22(73.3) 24(80.0) 0.542
Hyperlipidemia[ n( %) ] 20(66.7) 23(76.7) 0.390
Diabetes mellitus[ n( %) | 10(33.3) 11(36.7) 0.787
Coronary heart disease[ n(%)] 16(53.3) 19(63.3) 0.432
Atrial fibrillation[ n( %) | 9(30.0) 7(23.3) 0.559
Digitalis[ n( %) ] 18(60.0) 16(53.3) 0. 602
Diuretics[ n( %) ] 25(83.3) 26(86.7) 0.718
Use of vasodilators[ n( %) ] 15(50.0) 17(56.7) 0. 605
CCBs[ n(%) ] 18(60.0)  17(56.7)  0.793
Beta blockers[ n( %) ] 21(70.0) 19(63.3) 0.584
Anticoagulant therapy[ n( %) ] 19(63.3) 22(73.3) 0. 405
Use of statins[ n( %) ] 23(76.7) 25(83.3) 0.519
Diazepam sleep drugs[ n( %) ] 9(30.0) 11(36.7) 0.584

NAHA : New York Heart Association; CCBs: calcium channel blockers.

2.2 BITHIG 2 HEE MoCA T4 1FR L
JF?ﬁﬁu 2 2H B A MoCA ELARI H 4y 7
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2.3 2BEEBTH
RIE&RSL
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WAV, 1RYT AL E A B i 2 O R af He aet
R, A 3 0B F /R AR 0%, 83 R
RERBRESZ , AR5 IR ACEL, K 820 Ji5 25 1 i 1 WL
22, BRILZ 0,2 4 J0 A A BN, IR R
WEUHT A A IEIE , LG IR | 5 B IURE PR | e
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Table 2 Comparison of MoCA scores between two groups before and after intervention (n=30, score, x+s)
Visual space and Delayed
Group Nomenclature  Attention Language Abstract Orientation Total
executive ability recall
Treatment
Before intervention 2.77£0. 68 2.90+0.31 3.60+0.56 2.90+0.31 1.83+0.38 3.10+0.66 5.50+0.57 22.60+1.54
After intervention 4.27£0.52*%  3.00£0.00 3.73+0.52 2.97+0.18 1.93+0.25 3.23+0.73 5.57+0.50 24.70+1.09 **
Control
Before intervention 2.80+0. 61 2.93+0.25 3.63+0.61 2.85+0.35 1.83+0.38 3.17+0.53 5.53+0.51 22.87+1.25
After intervention 2.70+0. 54 2.93+0.25 3.50+0.68 2.83+0.38 1.83+0.38 3.13+0.57 5.47+0.51 22.23+1.43

MoCA ; Montreal cognitive assessment. Compared with before intervention,

* P<0.01; compared with control group, *P<0.01.

£3 FwWeiE 2 AEEOEE LVEF RIEHRSILE
Table 3 Comparison of cardiac function, LVEF and mood between two groups before and after intervention  (n=30, x+s)
NYHA class LVEF( %) HAMA ( score) HAMD ( score)
Group Before After Before After Before After Before After
intervention intervention intervention intervention intervention intervention intervention intervention
Treatment 2.53+0.73 2.60+0. 56 44.60+4.91  46.10+4.07 20.23+4.40 18.80x4.75 23.47+3.42  22.50+3.35
Control 2.60+0.77 2.66+0. 55 45.17£4.19  45.03+3.93 18.87+5.12  18.53+4.95 24.00+2.97 23.73+2.80

NAHA: New York Heart Association; LVEF: left ventricular ejection fraction; HAMA ; Hamilton anxiety scale; HAMD : Hamilton depression scale.
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