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Rare but relevant: Cannabis use and myocardial infarction
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Abstract

Pre-clinical research and case reports have linked cannabis use to myocardial infarction
(M) since the 1970s. The association with M| may be specific to certain types and pat-
terns of cannabis use as well as certain consumer characteristics; however, due to limited
data availability, meta-analyses examining the association between cannabis use and Ml
typically report only broad binary categorisations of use vs. no use. Robust prospective
studies that capture the complexities of consumption patterns are required to inform
causal inferences. In the meantime, clinicians should be aware of the potential increased
risk of myocardial infarction in young healthy patients presenting with chest pain and a
recent history of cannabis use. Accurate assessment and documentation of recent can-

nabis use is also essential to improve future research and identify and monitor interac-
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WHAT IS THE PROBLEM?

Since the 1970s pre-clinical research and case reports have identified
a possible link between cannabis use and myocardial infarction
(MI) [1, 2]. Recent changes in the legal status of both medicinal and
recreational cannabis products in some jurisdictions, and associated
changes in the prevalence and patterns of cannabis use, have led to
greater pharmacovigilance [3, 4]. There is now growing recognition of
a vast amount of heterogeneity in types and patterns of cannabis use
[5, 6]. This, combined with a lack of robust prospective studies, makes
drawing definitive conclusions about the causal link with Ml difficult
[7, 8]. However, several recent epidemiological studies and systematic
reviews have added weight to concerns about an association between
certain types and patterns of cannabis use and an increased risk of

cardiovascular disease, including Ml [9-12].

HOW DOES IT PRESENT?

Case reports mainly describe healthy young or middle-age men pre-

senting with symptoms of an Ml within hours of cannabis consumption

tions with cardiovascular medications.

cannabinoids, cannabis, cardiovascular pathology, heart attack, myocardial infarction, rare but relevant

[1, 13]. Most describe cannabis vaping or smoking, but there have also
been case reports linking edible cannabis use to MI [13]. Descriptions
of the quantity, potency and pattern of cannabis used are often lacking,
but where reported, at least 1 g of cannabis had typically been smoked
daily for several years [1]. In the majority of cases, ST-segment eleva-
tion has been identified on electrocardiogram (ECG), but angiographic
findings vary considerably [1]. Left anterior descending coronary artery
occlusion has been described in many cases, but many patients have
also been found to have normal coronary arteries and have not required
revascularisation [1, 2, 13]. Observational data also indicates a poten-
tially increased risk of cannabis-associated MI in men compared with
women [9]. However, as the population using cannabis changes over
time there may be a demographic shift in those affected.

HOW COMMON IS IT?

In a previous systematic review that ranked triggers of non-fatal Ml
based on Odds Ratios (ORs), self-reported cannabis smoking in the
hour preceding symptoms of Ml was included based on a single study
of 3882 participants who had a non-fatal MI, of who 124 reported
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smoking cannabis in the last year. [14, 15] Cannabis smoking ranked
third (OR = 4.8; 95% Cl = 2.9-9.5), after cocaine use (OR = 23.7; 95%
Cl = 8.1-66.3) and eating a heavy meal (OR = 7.0; 95% Cl = 0.8-
66) [14]. The same study estimated the population attributable frac-
tion (PAF) of non-fatal Mls acutely attributable to cannabis smoking
to be 0.8%, based on a prevalence of cannabis smoking of 0.2% and
an assumed causal relationship [14].

More recent meta-analyses investigating the increased risk of Ml
associated with cannabis use have produced more conservative esti-
mates [8, 12]. An observational systematic review and meta-analysis
of 64 602 083 participants reported a pooled 29% increased odds
(95% Cl OR = 0.80-2.08) of Ml associated with cannabis use (exclud-
ing United States Food and Drug Administration-approved cannabis
drugs), compared to no cannabis use [8]. Although a systematic review
and meta-analysis using multinational cohort data from 1 752 353
participants reported a pooled 25% increased risk [95% Cl risk ratio
(RR) = 0.91-1.71) associated with cannabis use compared to non-
use [12]. Although neither of these studies report a statistically signifi-
cant pooled association, the crude dichotomisation of the exposure
into cannabis use compared to non-use potentially obscures impor-
tant associations with particular types and patterns of cannabis use.
Furthermore, many of the included studies are cross-sectional or
retrospective, have short-term follow-up and/or rely on self-reported
cannabis use or documentation of use within electronic health records
rather than biochemically verified objective measures.

In some regions, co-use of tobacco is common among people
who use cannabis [16] and is an often unaccounted for potential
confounder in systematic reviews. A recent large cross-sectional study
of more than 430 000 adults (age 18-74 years) in the United States
investigated the risk of MI associated with cannabis use within the
general population as well as a subgroup who had never used
tobacco [9]. The study found a 25% increased odds of MI associated
with self-reported daily cannabis use in the past 30 days compared to
no use in both the general population (adjusted OR = 1.25; 95% CI =
1.07-1.46) and the subgroup who had never used tobacco (adjusted
OR =1.49; 95% Cl = 1.03-2.15). [9] The reported overall point preva-
lence of MI was higher for the group of people self-reporting daily
cannabis for the past 30 days (3.6%; 95% Cl = 3.1%-4.1%) than for
the group self-reporting less frequent than daily cannabis in the last
30 days (2.9%; 95% Cl = 2.6%-3.3%).

HOW DOES IT OCCUR?

The precise mechanisms by which cannabis use may increase risk of Ml
remain under investigation. These mechanisms depend on route
of administration, the dose, specific cannabinoid concentrations, pattern
of use and the demographic and clinical characteristics of the consumer.
However, in general the increased risk of Ml is primarily thought to
occur via activation of the endogenous endocannabinoid system,
particularly cannabinoid receptor 1 (CB1R) activation [3, 17]. CB1R is
predominantly found in the central nervous system, but also expressed

in the cardiovascular system [3, 17]. It has a role in maintaining
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haemostasis and regulating the autonomic nervous system. The main
psychoactive component of cannabis, A-9-tetrahydrocannabinolic acid
(THC), is a partial agonist of CB1R [7]. The other well-studied cannabi-
noid, cannabidiol (CBD), appears to have anti-inflammatory effects in
the body and little direct binding affinity to CB1R [3, 7].

In the short-term, cannabis use is thought to trigger a myocardial
oxygen supply-demand mismatch resulting in myocardial ischaemia.
THC can induce tachycardia and greater myocardial oxygen demand
through CB1R agonism and its effect on the autonomic nervous sys-
tem [18-20]. In addition, cannabis smoking contributes to a reduction
in myocardial oxygen supply because of increased blood carboxyhae-
moglobin levels [21]. These levels may be even higher then after
smoking tobacco and appear to be associated with cardiac damage
both acutely and the longer term [21, 22]. Clinical findings described in
case reports have indicated that cannabis use may also contribute to a
reduction in blood flow by inducing coronary vasospasm [23]. How-
ever, the mechanism by which this might occur is unclear [18, 23].

Over the longer term, cannabis use could increase risk of Ml
through platelet aggregation, atherosclerosis and thrombus forma-
tion [24]. This was postulated after CB1R and also cannabinoid
receptor 2 (CB2R) were detected on platelet membranes [25], but
currently there is insufficient evidence to validate the hypothe-
sis [18, 26]. Nonetheless, the risk of Ml among people who use
cannabis may be increased longer term through an increased risk of
other associated risk factors for MI, such as mental illness [27-29],
visceral adiposity [30], arrhythmia [6], and most importantly, co-use of
tobacco [16].

WHAT ARE THE IMPLICATIONS FOR
CLINICAL ASSESSMENTS?

Although uncertainty remains about the exact nature of the relation-
ship between different types and patterns of cannabis use and Ml,
clinical awareness of a possible increased risk in young healthy
patients complaining of chest pain and a recent cannabis use history is
important in ensuring timely diagnoses.

As the evidence base develops, clinicians will require an under-
standing of the distinct biological and clinical effects of individual can-
nabinoids to inform clinical assessments. For example, in contrast to
the possible increased risk of MI associated with THC, pre-clinical
studies indicate that CBD has potential to reduce the risk of Ml by
reducing heart rate, blood pressure and inflammation. [17, 26] How-
ever, one of the first observational studies to stratify cardiovascular
outcomes by the cannabinoid content of cannabis highlights that a
cautious approach to CBD is required until there is sufficient clinical
evidence to assess its use [6, 26]. The Danish study, which compared
5391 patients with chronic pain who commenced medical cannabis
for the first time with matched controls, identified an overall higher
risk of new-onset arrhythmias associated with medical cannabis
(180-day adjusted RR = 2.07; 95% Cl = 1.34-2.80). When stratified
by cannabinoid content, the risk was noted to also be elevated among

patients commencing CBD only [180-day absolute risk (AR) = 1.0%;
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95% Cl = 0.5%-1.6%) compared to no medical cannabis use (180-day
AR =0.4%; 95% Cl = 0.2%-0.5%) [6, 26].

Some cannabinoids may also, theoretically, interact with antiplate-
let and anticoagulant medications used in the treatment and prevention
of myocardial infarctions [31]. For example, CBD may inhibit the con-
version of clopidogrel to its active metabolite, leading to subtherapeutic
levels [31, 32]. CBD may also influence the absorption of direct-acting
oral anticoagulants such as apixaban and rivaroxaban, potentially result-
ing in increased exposure and bleeding risk [31]. Although these theo-
retical interactions are not formally recognised at present [33], asking
patients who receive anticoagulants and antiplatelets about cannabis
use could facilitate detection and improve current understanding.

Clinicians should also be aware of synthetic cannabinoid receptor
agonists (SCRAs), often referred to as K2 and Spice, which are an
increasingly popular class of drugs that were initially designed to
mimic THC. They have a chemically distinct structure to cannabis, but
generally bind to CB1R as full agonists with a much higher affinity and
greater potency than THC. As such, they may have a greater potential
to trigger an MI than cannabis. Evidence quantifying the risk is
currently limited, however, they have also been linked to Ml in case
reports of mainly young healthy individuals [34]. Notably, they are not
detected in routine urine drug screens. It is, therefore, important to
explicitly ask about both recent cannabis and SCRA use as part of a
drugs history when assessing patients presenting with chest pain.

WHAT ARE THE TREATMENTS?

To date, no specific treatments have been recommended for
cannabis-related MI. There is ongoing investigation into the use of
CB1R inverse agonists to reduce cardiovascular risk factors [35] and
CB2R agonists to treat chronic conditions including cardiovascular
disease [36, 37]. As the pathophysiological mechanisms are better
understood, a role may emerge for the use of existing cardiovascular
medications, such as beta-blockers, for the prevention of Ml in the
context of certain types and patterns of cannabis use [24]. Accurate
assessment and documentation of cannabis use in clinical settings is
also required to ascertain the appropriateness of its inclusion as a risk
factor in cardiovascular risk prediction tools [38].

A key question from a harm reduction perspective is whether
some modes of cannabis administration, such as vaping or edibles,
might be safer than others. Different modes of administration produce
distinct physiological effects and are often associated with varying pat-
terns of use, which can interact and influence the risk of MI. Compared
with cannabis smoking, cannabis vaping is associated with less carbon
monoxide exposure [39], but also a greater magnitude of increase in
heart rate in certain populations and at certain THC doses [40]. Edible
consumption results in greater systemic absorption [7]. The co-use of
tobacco also varies between different modes of cannabis administra-
tion. Among past-year cannabis consumers in the United States and
Canada (n = 6744), smoked cannabis products were associated with an
increased odds of all forms of tobacco co-use [41]. In contrast,

cannabis vaping was associated with an increased odds of use of both

cannabis and tobacco within the last year and using both on the same
occasion, but not with mixing cannabis and tobacco in the same
product. Edible cannabis use was associated with a decreased odds of
all three forms of tobacco co-use. A narrative systematic review, which
investigated different modes of administration and risk of M, reported
a consistent association between cannabis smoking and increased risk
of MI, but not for other modes of administration (mainly edibles but
also vaping) [11]. The lack of an association may, however, have been
because of a paucity of sufficiently powered studies [11]. Further

investigation is, therefore, required.

WHAT IS THE PROGNOSIS?

A few studies have investigated the effects of cannabis use on post-
MI health outcomes, with conflicting findings [13, 42-44]. A parallel
has been drawn with the ‘smoker’s paradox’, whereby decreased mor-
tality rates associated with cannabis use may be because of cannabis
consumers being younger with fewer co-morbidities and cardiovascu-
lar risk factors compared with non-cannabis consumers [43-45]. As
with other aspects of cannabis-related MI further nuanced research
with rigorously conducted prospective observational studies investi-
gating different types and patterns of cannabis use while adjusting for
confounding consumer characteristics is needed.

AUTHOR CONTRIBUTIONS

Prianka Padmanathan: Conceptualization; methodology; validation;
investigation; project administration; writing—original draft. Emmert
Roberts: Conceptualization; methodology; validation; investigation;

project administration; writing—review and editing; supervision.

ACKNOWLEDGMENTS

None.

DECLARATION OF INTERESTS
None.

DATA AVAILABILITY STATEMENT
Data sharing not applicable to this article as no datasets were

generated or analysed during the current study.

ORCID

Emmert Roberts "> https://orcid.org/0000-0002-4152-5570

REFERENCES

1. Patel RS, Kamil SH, Bachu R, Adikey A, Ravat V, Kaur M, et al.
Marijuana use and acute myocardial infarction: a systematic review
of published cases in the literature. Trends Cardiovasc Med. 2020;
30(5):298-307. https://doi.org/10.1016/j.tcm.2019.08.003

2. Richards JR, Bing ML, Moulin AK, Elder JW, Rominski RT, Summers PJ,
et al. Cannabis use and acute coronary syndrome. Clin Toxicol. 2019;
57(10):831-41. https://doi.org/10.1080/15563650.2019.1601735

3. Pacher P, Steffens S, Haskd G, Schindler TH, Kunos G. Cardiovascu-
lar effects of marijuana and synthetic cannabinoids: the good, the


https://orcid.org/0000-0002-4152-5570
https://orcid.org/0000-0002-4152-5570
https://doi.org/10.1016/j.tcm.2019.08.003
https://doi.org/10.1080/15563650.2019.1601735

CANNABIS USE AND MYOCARDIAL INFARCTION

10.

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

bad, and the ugly. Nat Rev Cardiol. 2018;15(3):151-66. https://doi.
org/10.1038/nrcardio.2017.130

Bajtel A, Kiss T, Téth B, Kiss S, Hegyi P, Vérhendi N, et al. The safety
of Dronabinol and Nabilone: a systematic review and Meta-analysis
of clinical trials. Pharmaceuticals (Basel). 2022;15(1):100. https://doi.
org/10.3390/ph15010100

de La Harpe R, Schoeler T, Thorball CW, Thomas A, Kutalik Z,
Vaucher J. Cannabis use and atherosclerotic cardiovascular disease:
a Mendelian randomization study. BMC Cardiovasc Disord. 2023;
23(1):611. https://doi.org/10.1186/512872-023-03641-w

Holt A, Nouhravesh N, Strange JE, Kinnberg Nielsen S,
Schjerning AM, Vibe Rasmussen P, et al. Cannabis for chronic pain:
cardiovascular safety in a nationwide Danish study. Eur Heart J.
2024,45(6):475-84. https://doi.org/10.1093/eurheartj/ehad834
Page RL 2nd, Allen LA, Kloner RA, Carriker CR, Martel C, Morris AA,
et al. Medical marijuana, recreational cannabis, and cardiovascular
health: A scientific statement from the American Heart Association.
Circulation. 2020;142(10):e131-52. https://doi.org/10.1161/CIR.
0000000000000883

Theerasuwipakorn N, Prechawat S, Chokesuwattanaskul R,
Siranart N, Marsukjai A, Thumtecho S, et al. Cannabis and adverse
cardiovascular events: a systematic review and meta-analysis of
observational studies. Toxicol Rep. 2023;10:537-43. https://doi.
org/10.1016/j.toxrep.2023.04.011

Jeffers AM, Glantz S, Byers AL, Keyhani S. Association of Cannabis use
with Cardiovascular Outcomes among US adults. J Am Heart Assoc.
2024;13(5):e030178. https://doi.org/10.1161/JAHA.123.030178
Bahji A, Hathaway J, Adams D, Crockford D, Edelman EJ, Stein MD,
et al. Cannabis use disorder and adverse cardiovascular outcomes: A
population-based retrospective cohort analysis of adults from
Alberta, Canada. Addiction. 2024;119(1):137-48. https://doi.org/10.
1111/add.16337

van Amsterdam J, van den Brink W. Cannabis use variations and
myocardial infarction: a systematic review. J Clin Med. 2024;13(18):
5620. https://doi.org/10.3390/jcm13185620

Sebastian SA, Shah Y, Arsene C, Krishnamoorthy G. Cannabis use
and atherosclerotic cardiovascular disease outcomes: a meta-analysis
of multinational cohort data. Dis Mon. 2025;71(3):101849.
https://doi.org/10.1016/j.disamonth.2024.101849

Chetty K, Lavoie A, Deghani P. A literature review of Cannabis and
myocardial infarction-what clinicians may not be aware of. CJC
Open. 2021;3(1):12-21. https://doi.org/10.1016/j.cjco.2020.09.001
Nawrot TS, Perez L, Kiinzli N, Munters E, Nemery B. Public health
importance of triggers of myocardial infarction: a comparative risk
assessment. Lancet. 2011;377(9767):732-40. https://doi.org/10.
1016/50140-6736(10)62296-9

Mittleman MA, Lewis RA, Maclure M, Sherwood JB, Muller JE.
Triggering myocardial infarction by marijuana. Circulation. 2001;
103(23):2805-9. https://doi.org/10.1161/01.CIR.103.23.2805
Peters EN, Budney AJ, Carroll KM. Clinical correlates of co-occurring
cannabis and tobacco use: a systematic review. Addiction. 2012;107
(8):1404-17. https://doi.org/10.1111/j.1360-0443.2012.03843.x
Chandy M, Jimenez-Tellez N, Wu JC. The relationship between can-
nabis and cardiovascular disease: clearing the haze. Nat Rev Cardiol.
2025;22(7):467-81. https://doi.org/10.1038/541569-025-01121-6
Weresa J, Pedzinska-Betiuk A, Minczuk K, Malinowska B,
Schlicker E. Why do marijuana and synthetic Cannabimimetics
induce acute myocardial infarction in healthy young people? Cells.
2022;11(7):1142. https://doi.org/10.3390/cells11071142

Cheung CP, Coates AM, Baker RE, Burr JF. Acute effects of cannabis
inhalation on arterial stiffness, vascular endothelial function, and car-
diac function. J Am Heart Assoc. 2024;13(23):e037731. https://doi.
org/10.1161/JAHA.124.037731

Solmi M, Toffol MD, Kim JY, Choi MJ, Stubbs B, Thompson T, et al.
Balancing risks and benefits of cannabis use: Umbrella review of

21.

22.

23.

24,

25.

26.

27.

28.

29.

30.

31.

32.

33.

34.

35.

36.

37.

SS 2583

meta-analyses of randomised controlled trials and observational
studies. BMJ. 2023;382:e072348.

Wu TC, Tashkin DP, Djahed B, Rose JE. Pulmonary hazards of
smoking marijuana as compared with tobacco. N Engl J Med. 1988;
318(6):347-51. https://doi.org/10.1056/NEJM198802113180603
Kaya H, Coskun A, Beton O, Zorlu A, Kurt R, Yucel H, et al. COHgb
levels predict the long-term development of acute myocardial
infarction in CO poisoning. Am J Emerg Med. 2016;34(5):840-4.
https://doi.org/10.1016/j.ajem.2016.01.036

Subramaniam VN, Menezes AR, DeSchutter A, Lavie CJ. The cardio-
vascular effects of marijuana: are the potential adverse effects worth
the high? Mo Med. 2019;116(2):146-53.

Lee J, Sharma N, Kazi F, Youssef |, Myers A, Marmur JD, et al.
Cannabis and myocardial infarction: Risk factors and pathogenetic
insights. Scifed J Cardiol. 2017;1(1):1000004.

Deusch E, Kress HG, Kraft B, Kozek-Langenecker SA. The procoagu-
latory effects of delta-9-tetrahydrocannabinol in human platelets.
Anesth Analg. 2004;99(4):1127-30. https://doi.org/10.1213/01.
ANE.0000131505.03006.74

Page li RL. Cannabis by any name does not smell as sweet: potential
cardiovascular events with medical cannabis. Eur Heart J. 2024;
45(6):485-7. https://doi.org/10.1093/eurheartj/ehad848

Hotham J, Cannings-John R, Moore L, Hawkins J, Bonell C,
Hickman M, et al. Association of cannabis, cannabidiol and synthetic
cannabinoid use with mental health in UK adolescents. Br J Psychia-
try. 2023;223(4):478-84. https://doi.org/10.1192/bjp.2023.91
Gobbi G, Atkin T, Zytynski T, Wang S, Askari S, Boruff J, et al. Associ-
ation of cannabis use in adolescence and risk of depression, anxiety,
and suicidality in young adulthood: A systematic review and meta-
analysis. JAMA Psychiatr. 2019;76(4):426-34. https://doi.org/10.
1001/jamapsychiatry.2018.4500

Risk factors|Background information. |[MI - secondary prevention|
CKS|NICE [Internet]. [cited 2025 Apr 9]. Available from: https://cks.
nice.org.uk/topics/mi-secondary-prevention/background-information/
risk-factors/

Muniyappa R, Sable S, Ouwerkerk R, Mari A, Gharib AM, Walter M,
et al. Metabolic effects of chronic Cannabis smoking. Diabetes Care.
2013;36(8):2415-22. https://doi.org/10.2337/dc12-2303

Greger J, Bates V, Mechtler L, Gengo F. A review of Cannabis and
interactions with anticoagulant and antiplatelet agents. J Clin Phar-
macol. 2020;60(4):432-8. https://doi.org/10.1002/jcph.1557

Brown SA, Boyd K, Thomason AR. Geriatric pharmacotherapy case
series: potential drug interactions with antiplatelet medications and
Cannabidiol-a focus on P2Y12 inhibitors. Sr Care Pharm. 2023;38(4):
141-7. https://doi.org/10.4140/TCP.n.2023.141

Cannabidiol| Interactions. | BNF content published by NICE
[Internet]. [cited 2025 Apr 25]. Available from: https://bnf.nice.org.
uk/interactions/cannabidiol/

Jafry AH, LaGrow A, Akhtar KH, Hacker E, Russell S, Kliewer B, et al.
Synthetic cannabinoids and ST elevation myocardial infarction.
Am J Med Sci. 2022;364(4):481-91. https://doi.org/10.1016/j.
amjms.2022.05.001

Crater GD, Lalonde K, Ravenelle F, Harvey M, Després JP. Effects of
CB1R inverse agonist, INV-202, in patients with features of meta-
bolic syndrome. A randomized, placebo-controlled, double-blind
phase 1b study. Diabetes Obes Metab. 2024;26(2):642-9.
https://doi.org/10.1111/dom.15353

Smoum R, Grether U, Karsak M, Vernall AJ, Park F, Hillard CJ, et al.
Editorial: therapeutic potential of the cannabinoid CB2 receptor.
Front Pharmacol. 2022;13:13. https://doi.org/10.3389/fphar.2022.
1039564

Kosar M, Mach L, Carreira EM, Nazaré M, Pacher P, Grether U.
Patent review of cannabinoid receptor type 2 (CB2R) modulators
(2016-present). Expert Opin Ther Pat. 2024;34(8):665-700.
https://doi.org/10.1080/13543776.2024.2368745


https://doi.org/10.1038/nrcardio.2017.130
https://doi.org/10.1038/nrcardio.2017.130
https://doi.org/10.3390/ph15010100
https://doi.org/10.3390/ph15010100
https://doi.org/10.1186/s12872-023-03641-w
https://doi.org/10.1093/eurheartj/ehad834
https://doi.org/10.1161/CIR.0000000000000883
https://doi.org/10.1161/CIR.0000000000000883
https://doi.org/10.1016/j.toxrep.2023.04.011
https://doi.org/10.1016/j.toxrep.2023.04.011
https://doi.org/10.1161/JAHA.123.030178
https://doi.org/10.1111/add.16337
https://doi.org/10.1111/add.16337
https://doi.org/10.3390/jcm13185620
https://doi.org/10.1016/j.disamonth.2024.101849
https://doi.org/10.1016/j.cjco.2020.09.001
https://doi.org/10.1016/S0140-6736(10)62296-9
https://doi.org/10.1016/S0140-6736(10)62296-9
https://doi.org/10.1161/01.CIR.103.23.2805
https://doi.org/10.1111/j.1360-0443.2012.03843.x
https://doi.org/10.1038/s41569-025-01121-6
https://doi.org/10.3390/cells11071142
https://doi.org/10.1161/JAHA.124.037731
https://doi.org/10.1161/JAHA.124.037731
https://doi.org/10.1056/NEJM198802113180603
https://doi.org/10.1016/j.ajem.2016.01.036
https://doi.org/10.1213/01.ANE.0000131505.03006.74
https://doi.org/10.1213/01.ANE.0000131505.03006.74
https://doi.org/10.1093/eurheartj/ehad848
https://doi.org/10.1192/bjp.2023.91
https://doi.org/10.1001/jamapsychiatry.2018.4500
https://doi.org/10.1001/jamapsychiatry.2018.4500
https://cks.nice.org.uk/topics/mi-secondary-prevention/background-information/risk-factors/
https://cks.nice.org.uk/topics/mi-secondary-prevention/background-information/risk-factors/
https://cks.nice.org.uk/topics/mi-secondary-prevention/background-information/risk-factors/
https://doi.org/10.2337/dc12-2303
https://doi.org/10.1002/jcph.1557
https://doi.org/10.4140/TCP.n.2023.141
https://bnf.nice.org.uk/interactions/cannabidiol/
https://bnf.nice.org.uk/interactions/cannabidiol/
https://doi.org/10.1016/j.amjms.2022.05.001
https://doi.org/10.1016/j.amjms.2022.05.001
https://doi.org/10.1111/dom.15353
https://doi.org/10.3389/fphar.2022.1039564
https://doi.org/10.3389/fphar.2022.1039564
https://doi.org/10.1080/13543776.2024.2368745

2584 |

38.

39.

40.

41.

42.

PADMANATHAN and ROBERTS

SS

Hippisley-Cox J, Coupland C, Brindle P. Development and validation
of QRISKS risk prediction algorithms to estimate future risk of car-
diovascular disease: Prospective cohort study. BMJ. 2017;357:
j2099. https://doi.org/10.1136/bm;j.j2099

Newmeyer MN, Swortwood MJ, Abulseoud OA, Huestis MA.
Subjective and physiological effects, and expired carbon monoxide
concentrations in frequent and occasional cannabis smokers
following smoked, vaporized, and oral cannabis administration.
Drug Alcohol Depend. 2017;175:67-76. https://doi.org/10.1016/j.
drugalcdep.2017.02.003

Spindle TR, Cone EJ, Schlienz NJ, Mitchell JM, Bigelow GE, Flegel R,
et al. Acute effects of smoked and vaporized Cannabis in healthy adults
who infrequently use Cannabis: a crossover trial. JAMA Netw Open.
2018;1(7):e184841. https://doi.org/10.1001/jamanetworkopen.2018.
4841

Chu A, Chaiton M, Kaufman P, Goodwin RD, Lin J, Hindocha C, et al.
Co-use, simultaneous use, and mixing of Cannabis and tobacco: a
cross-National Comparison of Canada and the US by Cannabis
administration type. Int J Environ Res Public Health. 2023;20(5):
4206. https://doi.org/10.3390/ijerph20054206

Pradhan RR, Pradhan SR, Mandal S, Pradhan DR. A systematic review
of marijuana use and outcomes in patients with myocardial infarction.
Cureus. 2018;10(9):e3333. https://doi.org/10.7759/cureus.3333

43.

44,

45.

Kumar N, Paray NKB, Ramphul K, Verma R, Dhaliwal JS,
Schroeder C, et al. Unmasking the cannabis paradox: In-hospital
outcomes of cannabis users admitted with acute myocardial
infarction over a 20-year period in the United States. Arch Med Sci
Atheroscler Dis. 2024;9:e137-46.

Johnson-Sasso CP, Tompkins C, Kao DP, Walker LA. Marijuana use
and short-term outcomes in patients hospitalized for acute myocar-
dial infarction. PLoS ONE. 2018;13(7):e0199705. https://doi.org/10.
1371/journal.pone.0199705

Aune E, Rgislien J, Mathisen M, Thelle DS, Otterstad JE. The
‘smoker’s paradox’ in patients with acute coronary syndrome: a sys-
tematic review. BMC Med. 2011;9(1):97. https://doi.org/10.1186/
1741-7015-9-97

How to cite this article: Padmanathan P, Roberts E. Rare but
relevant: Cannabis use and myocardial infarction. Addiction.
2025;120(12):2580-4. https://doi.org/10.1111/add.70128



https://doi.org/10.1136/bmj.j2099
https://doi.org/10.1016/j.drugalcdep.2017.02.003
https://doi.org/10.1016/j.drugalcdep.2017.02.003
https://doi.org/10.1001/jamanetworkopen.2018.4841
https://doi.org/10.1001/jamanetworkopen.2018.4841
https://doi.org/10.3390/ijerph20054206
https://doi.org/10.7759/cureus.3333
https://doi.org/10.1371/journal.pone.0199705
https://doi.org/10.1371/journal.pone.0199705
https://doi.org/10.1186/1741-7015-9-97
https://doi.org/10.1186/1741-7015-9-97
https://doi.org/10.1111/add.70128

	Rare but relevant: Cannabis use and myocardial infarction
	Abstract
	WHAT IS THE PROBLEM?
	HOW DOES IT PRESENT?
	HOW COMMON IS IT?
	HOW DOES IT OCCUR?
	WHAT ARE THE IMPLICATIONS FOR CLINICAL ASSESSMENTS?
	WHAT ARE THE TREATMENTS?
	WHAT IS THE PROGNOSIS?
	AUTHOR CONTRIBUTIONS
	ACKNOWLEDGMENTS
	DECLARATION OF INTERESTS
	DATA AVAILABILITY STATEMENT
	ORCID
	REFERENCES


