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Momen NC, et al. Mortality Associated With Mental Disorders and Comorbid General Medical Conditions. JAMA Psychiatry. 2022;79(5):444—-453.
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Ischaemic heart disease Stroke
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Wium-Andersen M, et al. An attempt to explain the bidirectional association between ischaemic heart disease, stroke and depression: a cohort and meta-analytic approach. The British Journal of Psychiatry. 2020;217:434-441.
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7. Family history

Maijor depressive disorder is one and one-half to three
times as common among those with a first-degree biolog-
ical reladve affected with the disorder as in the general
population. In addidon, the rates of depression, anxiety,
and other disorders are increased more than two- to six-
fold in the offspring of depressed parents. A family history
of depression is associated with an earlier age at onset of
depression (790), and children of depressed parents are
more likely to have depression with a chronic and recur-
rent course (791). Furthermore, a family history of recur-
rent major depressive disorder increases the chances that
the patient’s own illness will be recurrent and that the pa-
tient will not fully recover between episodes (792). A fam-
ily history of bipolar I disorder, bipolar II disorder, or
acute psychosis probably increases the chances that the
patent’s own major depressive disorder is a manifestation
of bipolar rather than unipolar depression, and that and-
depressant medication therapy may incite a switch
mania (793). Patents with such a family history should be
questioned particularly closely regarding a prior history
of mania or hypomania and should be carefully observed
for signs of a switch to mania during treatment with anti-
depressant medication.

‘There are no real predictors of response to individual
antidepressants, yet in the absence of other information
clinicians sometimes rely on family history of therapeudc
benefit to select a specific medication for a family mem-
ber. Although it does not have specific support in the lit-
erature, this practice appears reasonable.

C. TREATMENT IMPLICATIONS OF CO-
OCCURRING GENERAL MEDICAL CONDITIONS

In patients with co-occurring medical conditions, there is
a higher prevalence of major depressive disorder than in
the general population. Furthermore, co-occurring med-
ical conditions in padents with major depressive disorder
are associated with poorer outcome (794, 795). A number
of medical conditions are known to cause mood symp-
toms, such as stroke, hypothyroidism, carcinoma of the
pancreas, and many others. Apart from directly causing
depressive symptoms, debilicadng, painful, and chronic
medical conditions often constitute an ongoing stressor
that predisposes padents to depressive episodes. Never-
theless, a depressive episode, in any context, is never a
“normal” response to illness and consequently warrants
treatment.

In addition to the increased risk of major depressive

APA PRACTICE GUII

such as heart disease. (796). Due to the interrelatiq
between depression and medical illness, it is very i
tant to recognize and treat depressive symptoms ir
ically ill patients, and vice versa. The psychiatrist «
also attend to the potential for interactons betweel
depressants and the co-occurring medical condit
well as any nonpsychiatric medications that the
may be taking.

1. Hypertension
The presence of treated or untreated hypertension n
fluence the choice of an antidepressant, as a few antid
sant medicadons have been associated with incre:
blood pressure. With SNRIs such as venlafaxine and
etine, dose-dependent elevadons in blood pressu
usually mild, although more severe hypertension h
been observed (166, 797). However, another study
no increase in hypertension with duloxetine dosed
80 mg/day (798). Hypertension induced by SNRIsn
spond to a decrease in the medication dose, or an alter
antidepressant medicadon may be considered. A
dvely, for a patent with well-controlled depressive
toms, it may be preferable to add an antdhypertensive
rather than risk a depressive relapse or recurrenc
medication tapering.

Andhypertensive agents and antdepressant m
dons may interact to eicher intensify or counterace
fect of the antihypertensive therapy (799). The aci
antihypertensive agents that block alpha receptor:
prazosin) may be intensified by antidepressant m
dons that block these same receprors, notably the
and trazodone. Tricyclic antidepressants may anta
the therapeutic actions of guanethidine, clonidine,
pha-methyldopa. Concomitant andhypertensive Treac
ment, especially with diuretics, increases the likelihood
that TCAs, razodone, or MAOIs will induce sympromatic
orthostadc hypotension.

Side effects of andhypertensive agents, such as fadgue
or sexual dysfunction, may also confound the evaluaton
and interpretaton of depressive symptoms. It has also
been thought that bewa-blockers, especially propranolol,
may account for depressive symptoms in some patients,
bur this association has been questioned (700, 701).

2. Cardiac disease

TH

Depression increases the risk of cardiovascular disease
(800). In addition, patients who are depressed following a
myocardial infarction have an increased rate of moreality,
compared with patents without depression (801-803).
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sometimes at the expense of side-effects. Meta-analysis of
medication-assisted weight loss found favourable effects on BP, gly-
caemic control, and ASCVD mortality:

Avery effective treatment option for extreme obesity or obesity
with comorbidities is bariatric surgery. A meta-analysis indicated that
patients undergoing bariatric surgery had over 50% lower risks of
total, ASCVD, and cancer mortality compared with people of similar
weight who did not have surgery. s

4.4. Mental healthcare and psychosocial
interventions

for mental and he
cial interventions at the individual level

Recommendations Class®  Level®

Patients with mental disorders need intensified
attention and support to mprove aherence 1o (=
ifestyle changesand drugtreatment >

In ASCVD patients with mental disorders, evi-
dence-based mental healthcare and interdicipli-
nary cooperation are recommended. %% 34%
ASCVD patients with stress should be consid-
eredfor referral to psychotherapeutic stress

fatal and non-fatal first recurrent ASCVD events [hazard ratio (HR
0.59)] and fewer recurrent AMls (HR 055).7 In SWITCHD
(Stockholm Women's Intervention Trial for Coronary Heart
Disease), the intervention yielded a substantial reduction in all-cause
mortality (OR 0.33).%® A recent RCT reported that cardiac rehabili-
tation (CR) enhanced by stress management produced significant
reductions in ASCVD events compared with standard CR alone (HR.
0:49).%? Concerning psychepharmacotherapy of patients with CHD
and depression, selective serotonin reuptake inhibitor (SSRI) treat-
ment lowers rates of CHD readmission (risk ratio 0.63) and all-cause
mortality (risk ratio 056).7° A recent RCT reported that, in patients
with ACS and depression, treatment with the SSR|, escitalopram,
resulted in a lower rate of the composite endpoint of all-cause mor-
tality, myocardial infarction, or percutaneous coronary intervention
(PCl) (HR 0.69).*”" Collaborative care for patients with CHD and
depression has srrall beneficial effects on depression, but significantly
reduces short-term major cardiac events

Conceming side-effects of psychopharmacological treatments,
many psychiatric drugs are associated with an increased risk of sud-
den cardiac death.™ In patients with HF, antidepressants are assodi-
ated with increased risk of cardiac and all-cause mortality (HR 1.27;
for details see supplementary material for section 4.4).*” Therefore,
ASCVD patients with complex mental disorders, and particularly
those needing psychiatric drug treatment, require interdisciplinary

rmanagement to improve CV outcomes and
reduce stress symptoms. 7+

Patients with CHD and moderate-to-severe

major depression should be considered for ant- lla
depressive treatment with an SSRL 247"

In patientswith HF and major depression, SSRs,
SNRis, and tricyclic antidepressants are not rec-
ommended T2 ¢

®ESCI01

ASCVD = atherosclerotic cardiovascular disease: CHD = cororary heart disease:
CV = erdiovaseuiar; HF = heart failre: SNRI = serotonin-neradrenaline reup-
take inkibitors SSRI = selective ser otorin reuptake inhibitor.

of recommendation.
“Level of evidence.
“Deis g s recommerdaton s provded n the spplerertary
materal section 2.

Treatment of an unhealthy lifestyle will reduce CVD risk as well as
improve mental health. Smoking cessation, for instance, has a positive
effect on depression outcomes,” *7* as do exercise therapy''*¥¢

4.5. Smoking intervention

for smoldng i i gi

Recommendations

All smoking of tobacco should be stopped, as
tobacco use is strongly and independenty causal
of ASCVD 7%

In smokers, offering follow-up support, nicotine
replacement therapy, varenicline, and bupropion
individually or in combination should be
considered ®*

Smoking cessation s recommended regardless
of weight gain, as weight gain does not lessen the
ASCVD benefits of cessation.™™*

©ESC 201

ASCVD = atherosclerotic ardiovascular diseass.

and healthy dietary practices™ Evidence-based for
smoking cessation, and improving PA and diet, are considered useful
and applicable for persons with mental disorders %5478~4

Mental disorders are associated with an increased risk of CVD and
aworse prognosis in patients with ASCVD, due to CVD events or
other death causes, including suicide.'®11%3% Mental-health treat-
ments effectively reduce stress symptoms and improve quality of ife
Several observational studies indicate that treatment or remission of
depression reduces CVD risk.' **¥' =% poychalogical interventions
in patients with CHD may reduce cardiac mortality (RR 0.79) and
alleviate psychological symptoms.*® Psychotherapy focusing on
stress management in ASCVD patients improves CVD outcomes. In
SUPRIM (Secondary Prevention in Uppsala Primary Health Care
project), patients in the intervention group had a 41% lower rate of

PLevelof evidence.

4.5.1. Smoking cessation

Stopping smoking is potentially the most effective of all preventive
measures, with substantial reductions in (repeat) myocardial infarc-
tions or death.*"*% | ffetime gains in CVD-free years are substantial
at all ages, and benefits are obviously even more substantal f other
complications from smoking would be accounted for. From age 45
years, gains of 3-5 years persist in men to age 65 and in women to
age 75 years (Figure 11). Even in heavy smokers (220 cigarettes/day),
cessation lowers CVD risk within 5 years, although it remains ele-
vated beyond 5 years. Total health benefits will be even larger
because of gain in non-CVD health.

4.4. Mental healthcare and psychosocial

interventions

Recommendations for mental healthcare and psychoso-

cial interventions at the individual level

Recommendations

Patients with mental disorders need intensified
attention and support to improve adherence to

lifestyle changes and drug treatment.>*¢°

In ASCVD patients with mental disorders, evi-

dence-based mental healthcare and interdiscipli-
: 100,113,466

nary cooperation are recommended.

ASCVD patients with stress should be consid-

ered for referral to psychotherapeutic stress

management to improve CV outcomes and

reduce stress symptoms. 7~ *¢?

Patients with CHD and moderate-to-severe

major depression should be considered for anti-

depressive treatment with an SSRI. %47

In patients with HF and major depression, SSRls,
SNRIs, and tricyclic antidepressants are not rec-

ommended.*7**73 €

Class® Level®

lla

lla

" MNaumeHTam c KOpoHapHOM 60s1e3HbI0 U YMepeHHOoW/BblpaXXeHHOo genpeccuen

cnepyet paccmoTpeTtb nedyeHne CUO3C (Il A)

Visseren F, et al. 2021 ESC Guidelines on cardiovascular disease prevention in clinical practice. European Heart Journal. 2021;34:3227-3337.
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3 National Heart Foundation of Australia grades of recommendation and levels of 4 Treatment of depression in patients with coronary heart
evidence Eor s;:g—::ening, r(e:fﬁgazl and treatment for depression in patients with disease (CHD) — summary of treatment subgroup effects
coronary heart disease (CHD) showing grade of recommendation and level of evidence

Recommendation Grade? Level? .

Depression CHD outcome

1 For patients with CHD, it is reasonable to screen for depression A | 3 3 5 5

2 Treatment of depression in patients with CHD is effective in decreasing A | Treatment Grade Level Grade Level

depression Non—drug

3 Treatment of depression in patients with CHD improves CHD outcomes D Il .

o . . . ) Exercise A | B Il

4 Treatment of depression in patients with CHD changes behavioural risk B -2

factors/adherence Psychological, B I D Il

5 Exercise is an effective treatment of depression in patients with CHD A I including CBT

6 Exercise improves CHD outcomes in patients with CHD B I St John's wort* D —* D —*

7  Psychological interventions improve depression in patients with CHD B Il n-3 fatty acids D Il Df Il

8 Psychological interventions improve CHD outcomes in patients with D Il SAMe* D —k D —%

CHD and depression .
, o , , Collaborative B Il D Il

9 SSRIis improve depression in patients with CHD A |

10 SSRIs improve CHD outcomes in patients with CHD and depression D -1 Drug

11  Collaborative-care approach improves depression in patients with CHD B Il SSRIs A | D -1

12 Collaborative-care approach improves CHD outcomes in patients with D Il w . o

CHD and depression CBT = cognitive behaviour therapy. SAMe = S-adenosylmethionine. SSRIs =
selective serotonin reuptake inhibitors. * Insufficient evidence to rate or no

SSRIs = selective serotonin reuptake inhibitors. * trials have been performed. T Data not available in patients with CHD. ¢

OueHb peaKo B NCMXOCOMaTUYECKUE PpeKOMeHAAL MU BKAIOYasAIoT

Knacc (nonb3a/3adpdeKrt) n yposeHb goKasaTenbcTs (paHaOMU3aLUA, MHEeHUe)

National Heart Foundation of Australia. Screening, referral and treatment for depression in patients with coronary heart disease. MJA. 2013; 198(9): 1-7.



CoBnageHue pesybTaTtoB MeTa-aHaaAM30B PaHAO0MU3IUPOBAHHbBIX U
HabnogaTeNbHbIX MCCneoBaHMM

PaHOOMU3NPOBAHHbIE — HabniogatenbHble
nccnengoBaHmMA NccnenoBaHmA
ZlsoliHbie cnenvle, — Knacc A , B [pocnekmueHesle, pecucmpsl, [ Knacc B
MHO20UeHmMpossle, (ncesdo)paHoomu3zayus
bonbuwiue 8bibOPKU — —

Moneer O, et al. Agreement of treatment effects from observational studies and randomized controlled trials evaluating hydroxychloroquine, lopinavir-ritonavir, or dexamethasone for covid-19: meta-epidemiological study. BMJ.
2022;377:e069400.



[TpoeKT pekomeHaauun No BeAeHU0 NCUXUYECKNX PACCTPOMCTB
Y NAUMEHTOB C KOPOHapPHOW Hone3Hbio

PekomeHaaunu No ANArHoCcTUKe Knacc
Kapamonor mosKeT AMarHoCcTUPOBaTb NCUXMUYECKOE PacCTPOMCTBO M Ha3HAYUTb NCUXOTPOMNHOE
JleyeHume ¢ NocieayoLWmMm CornacoBaHMeM AMarHo3a U 1e4eHuns ¢ NCUXmMaTpom IC
Mpn HaANYUU XapPaKTEPHbIX KIMHUYECKMUX MPU3HAKOB MU NOA03PEHMN HA SMOLMOHA/IbHOE
IC

PAcCTPONCTBO Y NaLUMEHTa PEKOMEHAYETCA aKTUBHOE BbiiBNEHNE AeNpPeccumn U TPeBorn

McnxomeTpuyeckue wkanol (HADS, GAD, PHQ) moryT ncnonb3oBaTbCs ANA CKPUHUHTA
CMMNTOMOB TPEBOTU M Aenpeccumn y NaunMeHTOB C NOBbIWEHHbIM PUCKOM NCUXUYECKNX 1B
PACCTPOMCTB, BKAOYAA HEAAaBHUMN OCTPbIMN KOPOHAPHbIN CUHAPOM

ONnsa AMarHOCTUKN NCUXUYECKMX PACCTPOMUCTB CNeAyeT UCMONb30BaTb KPUTEPUHN
Knaccnpukaumm MKb




CKPUHUHT Aenpeccumn y naunueHToB C OCTPbIMU
KOPOHaPHbIMU CUHAPOMAMMU
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Follow-up Period

Y naumMeHToB C OCTPbIMMU KOPOHAPHbLIMK CMHAPOMaMM 6e3 aenpeccumn B aHaMmHese

CKPUHUHT Agenpeccnmn He ynydillaeT KavyectBo X KU3HU U He CHUXKaeT HacCToTy Aenpeccmum

PaHpomusuposaHHoe uccnegosaHme CODIACS-Qol
Kronish 1M, et al. Effect of Depression Screening After Acute Coronary Syndromes on Quality of Life: The CODIACS-Qol Randomized Clinical Trial. JAMA Intern Med. 2020;180(1):45-53.



[lcnxomeTpuyeckme WKanbl

Patient Health Questionnaire, Area under curve Cutoff
version (SE) score Sensitivity, % Specificity, % Youden index
2 0.912 (0.0336) =0 05.65 7143 67.08
g 0.926 (0.0257) =4 05.65 12,73 68.38
10 0.934 (0.0237) =5 06.65 7792 1357

Pairwise comparison

Difference in area under
curve (SE) 95% Cl

2vsO 0.0141 (0.0321) -0.0488 to 0.0771 .66
2vs 10 0.0217 (0.0312) -0.0394 to 0.0828 49
9ys 10 0.0076 (0.0043) -0.0008 to 0.0160 07

1. CHMXKeHne nHTepeca UM YyBCTBA YA0BONbCTBUA
2. Nnoxoe HacTpoeHue, NoaaBAEHHOCTb UK YYBCTBO 6€3bICXOAHOCTHU

100

Sensitivity: 95.65%
Specificity: 71.43%
Cutoff score: >0

80

60

\I[I\IIIIFI'

Sensitivity

40

Area under the curve: 0.912
(95% CI, 0.839-0.960)
P<.001

20

N T T T O N O

0 20 40 60 80
100 - Specificity

Figure 1 Receiver operating characteristic curve for 2-item
Patient Health Questionnaire (PHQ-2).

ﬂ,l’lﬂ CKPUHUHTIAa genpeccmmn y rocnmtaimampoBaHHbIX NaLlUEeHTOB

C OCTPbIM KOPOHAPHbIM CUMHAPOMOM WKana PHQ-2 TaK »Xe TOYHa,
KaK NoJIHaA BepcuaA Npu ncnonb3oBaHUU meacecTpamu

HabnopgaTtenbHoe uccnegosaHue

McGuire A, et al. Depression Screening: Utility of the Patient Health Questionnaire in Patients With Acute Coronary Syndrome. American Journal of Critical Care. 2013;1:12-19.m
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LlIkana PHQ-9 n apenpeccnBHOe paccTpomUCTBO
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Ikana PHQ-9

Hanunuue BblIpaXeHHbIX CMMNTOMOB Aenpeccnuun no wKane

He BCeraa coorseTcreyeT Ha/IMdno agenpeccnuBHoOro paCCTpOﬁCTBa

HabnopaTtenbHoe uccnepoBaHue

Levis B, et al. Probability of major depression diagnostic classification using semi-structured versus fully structured diagnostic interviews. The British Journal of Psychiatry. 2018;212:377-385.



[TpoeKT pekomeHaauun No BeAeHU0 NCUXUYECKNX PACCTPOMCTB

Y NauMeHTOB C KOPOHaPHOM 6one3Hbio

PekomeHgauum no nevyeHuro Knacc
PekomeHayoTCca pU3MYecKne Harpy3ku, Kotopblie NpeaynpexaatoT 1 yay4llatoT KOHTPO/Ib Aenpeccum u TpeBoru, a B
TaKXe CHUXKaloT PUCK CeEpAEYHO-COCYANCTbIX COObITUI Y NAaUMEHTOB C KOPOHAPHOM BoNEe3HbIOo
PekomeHAyeTcA Ha3HayaTb aHTUAENPECCaHTbI, NPeAnoYTUTE/IbHEE CENEKTUBHbIE MHIMBUTOPLI 06PATHOro 3axBaTa
CePOTOHWHA, /NN KOTHUTUBHO-MOBEAEHYECKYIO Tepanuio ANA YAy4dlleHUA CUMNTOMOB Aenpeccumn y NaumMeHToB C A
KOPOHapHOW 6onesHbIo
JleyeHune genpeccmun ¢ NOMOLLbIO aHTUAENPECCAHTOB UM NCUXOTEPANUU MOXKET NONOKUTENBHO NOBANATbL Ha PUCK
cepaevYHO-COCYAUCTbIX CODbITUI llaB
[na neyeHns aenpeccun U TPEeBOrM y NaLuMeHTOB C KOpOHapHOW 6one3Hblo LenecoobpasHoO MCMONb30BaATb
aHTMAenpeccaHTbl, 3¢PEKTUBHOCTb N 6E€30MACHOCTb KOTOPbIX MPOBEPEHA B HAAEKHbIX UCCNEeA0BaHUAX IB
(cepTpanuH, umTanonpam, acumTanonpam, MMpTasanuH)
Mpwn Ha3HaYeHUN B3aMMOAENCTBUE NCUXOTPOMHbBIX U KapAUOTPOMNHbIX NPENnapaToB, BKAOYaA BAUAHME HA IC
NPOTMBOTPOMOOTMYECKYIO aKTUBHOCTb M MHTepBan QT
Mcmnxonornyeckoe feveHmne, BKAtoYas KOrHUTUBHO-NMOBEAEHYECKYIO TEPANMIO, NPOrPaMMbl KOHTPONA CTPecca,
COB/1aAaloLWLEro NoBeAeHMNA, MOXKET YAYYLWNTb NCUXMYECKOE COCTOSIHME M 061erynTb OTKA3 OT KypeHus l1aB
AHTnaenpeccaHTbl 3GPEKTUBHbI AN ANUTENIBHOTO KOHTPONA TPEBOTM Y NALMEHTOB C KOPOHAPHOM BonesHblo IC
TpaHKBMAM3ATOPbI NOKA3aHbl A5 CUTYALMOHHOIO UAN HENPOAONXKUTENBHOTO KOHTPOAA TPEBOIU Y NALMEHTOB C IC

KOpPOHapHOM 60ne3HbIO




BanaHue ¢pusnyeckmx Harpysok Ha ypoBeHb TPEBOTU U Aenpeccuu
Y NALMEHTOB C KOPOHaPHOM 601e3HbIO

Tpesora Experimental Control Std. Mean Difference Std. Mean Difference
H (-] H L]

Agata 2017 37 38 22 5 58 11 124% -0.28 [-1.01, 0.45] -

Srihari 2020 16.72 61 32 22 1126 32 26.2% -0.58 [-1.08, -0.08] .

SEMA 2011 6.14 2.8 22 1033 3.2 21 145% -1.39 [-2.06, -0.72] =

Rongjing 2017 1.71 1.89 52 267 105 28 29.9% -0.58 [-1.05, -0.11] =

Elizabeth 2012 6.18 3.52 20 7.25 4325 20 16.9% -0.27 [-0.89, 0.35] .

Total (95% CI) 148 112 100.0% -0.61 [-0.86, -0.35] <

ity it = = = © 12 = 449 : .
Heterogeneity: Chi* =7.14, df =4 (P = 0.13); I = 44% 2 ) 0 1 2

Test for overall effect: Z = 4.63 (P < 0.00001) Favours [experimental] Favours [control)

|B‘E n pECC”H Exporimental Contral Std. Mean Difference Sid. Mean Difference
—Study or Subgroup  Mean S0 Total Mean 2D Total Weight IV, Random, 95% C| 1¥, Random, 95% CI

Blumenthal 2012 6.3 5.6 35 T8 58 B0 106% -0.26 [-0.68. 0.16) A
Eriko 2003 322 7.3 20 332 103 18 94% ~0.11 [40.75, 0.53) I
Gabriela 2020 4.7 4.9 6 43 47 39 10.8% 0.08 [-0.30, 0.47) T
Jarnes A 2006 B2 06 48 88 075 85 10.8% <0.85 [1.22, -0.48) ———
Jiaying 2018 5788 174 33 s062 2672 0 34 10.3% 0.32 [+0.16, 0.B0)
Li-Jung 2010 3 348 28 10,18 62 34 99% =1.32 [-1.87, -0.T6) =
Rongjing 2017 3 1.57 52 2685 133 28 104% 0.23 [-0.23. 0uGE) -
SEMA 2011 65 305 22 852 2m 21 95% <0.66 [-1.28, -0.05) e ————|
Srihari 2020 50.28 12324 32 8491 27484 32 95% -2.07 [-2.68, -1.46) =
Agala 2017 AT 3.8 22 5 58 11 89% 0,28 [-1.01, 0.45) —
Total (95% CI) 368 363 100.0% <048 [-0.92, -0.04) e

Haterogeneity: Tau® = 0.42; Chi* = 68.48, df = 9 (P < 0.00001); I* = 87% _"2 1 0 i 5
Test lor overall eflect: Z = 2.16 (P = 0,03) Favours [experimental] Favours [contro]

dusnyeckue Harpy3ku, Hapagy co CHuxXeHmem cepaevdHo-cocyamnucrtbiX puckos, moryT

YMEHbLUTb CMMNTOMbI TPEBOTU U Aenpeccum y NauMeHToB C KOPOHApPHOU 6onesHblo

MeTtaaHanus paHAOMU3UPOBaAHHbIX uccnepgoBaHu (11 uccnegosanuii, 771 nayueHT)
Wang L, Sun Y, Zhan J, et al. Effects of Exercise Therapy on Anxiety and Depression in Patients With Coronary Heart Disease: A Meta-Analysis of a Randomized Controlled Study. Front Cardiovasc Med. 2021 Oct 11;8:730155.



BansHme aenpeccun Ha pUCK cepaevyHo-cocyamncTbiX cObbITUM
nocsie OCTPOro KOPOHapPHOro CUHAPOMA

== [lenpeccMBHOE PaccTPOMCTBO Ha MeauKameHTax ana OKC 60 -
== [lenpeccMBHOE paccTpPoOMCTBO Ha nnauebo

== [lenpeccMBHOe paccTPOMCTBO Ha 3cLMTaNONpame
= [lenpeccua 6es paccTpoiicTBa
== bes penpeccuun
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Hannuue paenpeccumn, ocob6eHHO AenpeccuBHOro paccTpoucTBa, NOBbIWAET PUCK

cepAaevyHo-cocyamcTbix cobbiTnin nocne OKC, a neueHue acUUTaNIONPAMOM CHUXKAET PUCK

PaHpomusuposaHHoe uccnepgosaHme DEPACS

Kim J, et al. Effect of Escitalopram vs Placebo Treatment for Depression on Long-term Cardiac Outcomes in Patients With Acute Coronary Syndrome. A Randomized Clinical Trial. JAMA. 2018;320(4):350-358.
Kim JM, Stewart R, Kang HJ, et al. Long-term cardiac outcomes of depression screening, diagnosis and treatment in patients with acute coronary syndrome: the DEPACS study. Psychol Med. 2021;51(6):964-974.



CoyeTtaHHbIK npnem CUO3C n Knonmngoprena

Event! MEroug HR (35% T}

Any lschemic Event 192 {1.01 - 1.24) ——

=03 1.08 {0.895 - 1.22) —~—

@5 and older 1.22{1.00 - 1.48) ——
AMI 087 (071 - 1.32) ——

=63 088 {067 - 1.46) —

65 and older 0.85 {0.53 - 1.54) &

lachamic Stroke 0.8 {0.70 - 1.27) ——

<85 (.68 {0.58 - 1.41) —_—:

85 and older 080 {0.53 - 1.52) . 3

Stent 118 {1.04 - 1.34) ——

<5 1.120.96 - 1.29) - —g—

85 and alder 1.30 {1.08 - 1.78) | ——
PTCA 147 {1.04 - 1.34) ——

<BS 110 {0.93 - 1.29) ——i—

65 and older 1.38{1.05 - 1.81) ——
CABG 1.02 {0.72 - 1.44) ——

<B5 0,83 {082 - 1.39) —

65 and older 1.31 {087 - 2 54) . 4

Any Bleading Event 0.78 {0.50 - 1.17) —_—

<65 0.72 {0.41 - 1.25) I

&5 and older 084 {0.43 = 183) L

Upper Gl Bleeding 9= 1.27) L 4

=G5 088 {0.48 - 1.80) L

&5 and older 1 0 - 1.47) 4

Hemorrhagic Stroke Q.88 (0,27 - 1.74) L

<85 3 8- 1.41) L

&5 and older B 54 - 8 85) L

NeyeHne CUO3C, uHrnbupyrowmmm CYP2C19 (pnyBoKcamunH, GNYOKCETUH), MOXKET

CHMU3UTb 3P PeKT Knonmuaorpena n NOBbICUTb YACTOTY ULLEMUYECKUX cobbiTum (+12%),
ocob6eHHOo y nauumeHToB 265 ner

Ha6n|op,a'renb|-|oe uccnepoBaHue
Bykov K, et al. Impact of an Interaction Between Clopidogrel and Selective Serotonin Reuptake Inhibitors. Am J Card. 2017;119(4):651-657.



[cuxoTepaneBTUYECKOE NeYyeHne KOpoHapHOM 6onesnHu

Intervention Control Risk Ratio Risk Ratio F Intervention Control Risk Ratio Risk Ratio
A _Study or Subgroup _ Events Total Events Total Weight M-H, Random, 95% Cl _Year M-H, Random, 95% CI Study or Subgroup _Events Total Events Total Weight M-H, Random, 95% CI M-H, Random, 85% CI
Jones 1996 76 1159 75 1155 26.2% 1.01[0.74, 137] 1996 —+— Berkman 2003 216 1238 230 1243 31.7% 0.94 [0.80, 1.12) o«
Ormish 1998 2 28 120 05%  143(0.14,14.70] 1998 — Blumenthal 2002 5 57 3 37 5% 1.08[0.27, 4.26] —
Berkman 2003 168 1238 172 1243 63.9% 0.9 [0.80, 1.15) 2003
e = e D oo oM. 2er(ia 008 !Iumehnlhil 2016 9 76 175 12.2% 0.81 [0.36, 1.84) —
Gulllksson 2011 23 192 25 170 90% 0.81[0.48, 1.38] 2011 Ornish 199§ 0 28 19 20 202% 0.3810.23, 0.62) *
Blumenthal 2016 [ 4 75 03% 0.11[0.01, 2.00] 2016 Pluss 2011 1 1 24 113 19.1% 0.81[0.47,1.39) —
Richards 2018 o 1 0 1 Not estimable 2018 Sebregts 2005 9 94 9 90 1l2% 0.96 (0.40, 2.30] o
Total C“" < 2802 2767 100.0% 0.97 [0.83, 1.14] * Total (95% C1) 1604 1578 100.0% 0.75 [0.53, 1.08] el
Total ever
Total events 296
H T '-noocmi-szzar-sp = 0.67): 1 = 0%
,."f’f“?‘"","'” et 01 02 05 I Heterageneity: Tau’ = 0, 10 cm‘ 0, df = 5 (P = 0,04); I = 58% 1
est for overall effect Favars intervention Favors control 01 02 05 510
Test for overall effect: Z = 1.56 (P = 0.12) Favours Intervention Favours Control
Intervention  Contral Risk Ratio Risk Ratio
B
Study or Subgroup _ Events Total Events Total Weight M-H, Random, 95% CI M-H, Random, 95% CI G
| Intervention  Control Risk Ratio Risk Ratio
Berkman 2003 96 1238 115 1243 95.5% 0.84 [0.65, 1.09]
Blumenthal 2002 0 57 0 30 Not estimable Study or Subgroup _ Events Total Events Total Weight M-H, Random, 95% CI M-H, Random, 95% CI
Gulliksson 2011 119 31720 13% 0.30[0.03, 2.81) = Berkman 2003 442 1238 467 1243 80.1% 0.95 [0.86, 1.05]
Pluss 2011 s 11 313 32% 1.70[0.42, 6.93] — Blumenthal 2016 2 76 275 T 0.99 [0.14, 6.82]
Rakowska 2015 U Not estimabile Pluss 2011 111 2 13 18% 051 [0.05, 5.53]
Total (95% €Iy 1639 1596 100.0% 0.85 [0.66, 1.09] - Yu 2013 9 7 15 59 153% 0.47 10.22, 1.00] =
Total events 102 1
Heterogeneity: Tau® = 0.00; Chi’ = 1.78, dr— 2(P=0.41) 1" = 0% T ] 35 Total (95% C1) 1500 1490 100.0% 0.84 (0,61, 1.17] -
Test for overall effect: Z = 1.29 (P = 0.20) Favours Intervention Favours (mm, ::::‘::;::‘:Iw s _— d:sei A —
: e e 01 02 0.5 H
Test for overall effect: Z = 1.02 (P = 0.31)
c Intevention  Control Risk Ratio Risk Ratio Favaurs nervntan FavoursCartrol
Study or Subgroup _ Events Total Events Total Weight M-H, Random, 95% CI _Year M-H, Random, 95% C1
Blumenthal 2002 10 57 8 37 A0% 0.81[0.35, 187] 2002 — H , - S —— S——
Sebregts 2005 9 94 8 20 3.3% 1.08 (0.43, 2.67] 2005 e Intervention ntrol . Mean rence lean erence
Gulliksson 2011 60 192 77 170 436% 0.79[0.62, 1.02] 2011 —a Swdy or Subgroup _Mean  SD Total Mean SD Total Weight IV, Random, 95% CI IV, Random, 95% CI
Pluss 2011 53 11 68 113 45.5% 0.79[0.62, 1.01] 2011 —= Gallacher 1997 2063 3.43 316 2.57 3.56 358 47.8%  0.02[-0.13,0.17] -
Richards 2016 7B 514 37% 1.5100.64, 3.58] 2018 —_—t Oenish 1908 05 08 18 14 18 14 270% 66 [-1.38, 0.06] SUPOR -
Total (95% C1) 467 424 100.0% 0.82 (070, 0.97] - Toobert 2000 0.39 051 16 3 55 12 25.2% -0 70[ 1.48, 0.07] — T
Total events 166
H:«m!::mw Tau” = 0.00; Chi” = 2,40, df = 4 (P = 0.66); I" = 0% 1 ] % ] Total (95% Cly 350 384 100.0% -0.35[-090,021] ——
b il i - - =
Testtof averal efitct 3 (P =0.02) Favours Intervention Favours Control '::: wz’:‘:&:‘m g 151 2;' s 75022 )"f 2E=0.00:1 -8 2 1 1
- Favours Intervention Favours Control
Intervention  Control Risk Ratio Risk Ratio
D
Study or Subgroup _Events _Total Events Total Weight M-H, Random, 95% CI M-H, Random, 95% C1 |
Berkman 2003 168 1238 170 1243 30.9% 0,99 [0.81, 1.21) -+ Intervention rol Std. Mean Difference Std. Mean Difference
Blumenthal 2002 0 57 1 37 09% 0.22[0.01,5.22] ¥ Study or Subgroup _ Mean SD Total MeM SI‘.I Total Weight IV, Random, 95% CI v, Random, 95% CI
Blumenthal 2016 17 9 75 22% 0.11[0.01, 0.84] 4——— Brown GSI 1993 561 123 20 63.34 89 20 28.8% -0.66(-130,-0.02] ——]
Gulliksson 2011 41 192 50 170 240% 073 [0.51, L.04) — Brown SADS-C 1893 236 9.1 20 204 51 20 28.2% -0.77 [-1.42,-0.13] —_—
Jones 1996 431079 48 1079 22.2% 0.90 [0.60, 1.34] — Ornish 1998 32 84 18 76159 14 236% -0.35[-106,035] —_—
Omish 1998 2 28 4 20 3.4% 0.36 [0.07, 1.76] - Toobert 2000 3 55 16 101 124 12 194%  -0.76 [-1.54, 0.02] —
Pluss 2011 1211 23 13 M40 0.53[0.28, 1.01)
Rakowska 2015 1o 7 An 2.2% 024 (002, 1.08] +————— Total (95% CI) 74 66 100.0% -0.64 [-0.98, -0.30] -
Sebrages 2005 L L Notastimebis Heterogeneity: Tau? = 0.00; Chi? = 0.90, df = 3 (P = 0.83) 1 = - -+ t H
Total (95% CI) 2916 2867 100.0% 0.72 (0.52, 0.98] - Test for overall effect: Z = 3.65 (P = 0.0003) Favours Intervention Favours Control
Total events
;
;‘:::?ﬁ?:;:nﬁ“m:g?z ﬁ:l(;:::) 7o aon - sox B2 o O e et Y J Intervention Control Std. Mean Difference Std. Mean Difference
Study or Subgroup _Mean SD Total Mean SD Total Weight IV, Random, 95% CI 1V, Random, 95% CI
Ormish 1998 07 12 18 1412 14 541% -057[-128,0.15] — T
E Intervention  Control Risk Ratio Risk Ratio Toobert 2000 12 16 16 26 22 12 458% -0.72[-1.50,0.05] —
Study or Subgroup _Events _Total Events Total Weight M-H, Random, 95% CI M-H, Random, 5% CI
Blumenthal 2016 1 76 375 16.6% 033[0.03,300 &¥—————=————— Total (95% CI) 34 26 100.0% -0.64[-1.17,-0.11] ~—
v;::;gzoiix 6 111 9 113 83.4% 0.68 %u.z i .sn} — Heterogeneity: Tau® = 0.00; Chi’ = 0.08, df = 1 (P = 0.77); I = ‘] ‘] 1 1
Test for overall effect: Z = 2.39 (P = 0.02) » e
Total (95% C1) 187 188 100.0% 0.60 [0.24, 1.50] —— Favours Intervention Favours Control
Total events.
Heterageneity: Tau? = 0.00; i mo, 34, et (P = 0.56); 1 = 0K
Test for overall effect: Z = 1.09 (F = 0.28)

01 02 05 2 5
Favours Intervention Favours Control

lNcuxonornyeckoe neyeHue Ha OCHoBe KOI'HMTMBHO-I'IOBE,D,EH‘-IECKOﬁ U NO3UTUBHOM

NCUXOIOrMYECKOU Tepanumu CHUXKaeT PUCK cepaeyYHO-COCYyaUCTbIX CObbITUN, MHPaApPKTa
MUWOKapAa N CTEHOKApAUM Y NALMEHTOB C KOPOHApPHOU 6onesHblo

MeTtaaHanus paHAOMU3NPOBAHHbIX uccnepgoBaHum (25 nccnegosanuii, 8119 nayumeHTOB)

Magan |, et al. Efficacy of psychological interventions on clinical outcomes of coronary artery disease: Systematic review and meta-analysis. Journal of Psychosomatic Research. 2022;153:110710.
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