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Abstract

In study after study, marijuana use has been found to be
associated with increased forced vital capacity (FVC). This
is puzzling, because marijuana is commonly consumed by
inhalation of its smoke, and smoke exposure of any kind is not
generally considered a cause of increased FVC. Although this
observation was first made decades ago, a satisfactory explanation
remains elusive. In this review we survey the evidence supporting
the relationship between marijuana use and increased FVC,
discuss potential threats to validity when inferring causation,
and, presupposing a possible causal relationship, pose two
key questions. First, what are possible physiologic or
pathophysiologic mechanisms by which marijuana use might
increase FVC? Second, why might this effect be consistently
observed with marijuana use but not with tobacco use?

Explanations for the first question include lung and chest growth
and remodeling from strenuous marijuana smoke inhalation
and reductions in lung elastic recoil from marijuana smoke
exposure. Explanations for the second include differences
between marijuana and tobacco in smoke composition and
patterns of consumption, such as smoking topography. Finally,
the possibility that smoke, whether from marijuana or tobacco,
might have nonmonotonic effects on FVC depending on the
degree of exposure is explored. In synthesizing a curated breadth
of epidemiologic and physiologic science, we leverage a
perplexing observation to generate potential insights and avenues
for further research into the biological effects of smoke, from
marijuana or otherwise, on the respiratory system.

Keywords: cannabis; marijuana smoking; smoke; respiratory
function tests; vital capacity

One of the more perplexing observations
regarding marijuana use is the consistent
demonstration of its association with
greater forced vital capacity (FVC). This is
unusual because marijuana has largely been
consumed via inhalation of marijuana smoke
(1, 2), and generally, inhalation of smoke of

any sort—such as tobacco, wood, or other
biomass smoke—is not considered a cause
of increased FVC (3–15). So what explains
this unusual physiologic observation? In this
review, we survey the evidence supporting
the relationship between marijuana use and
increased FVC, with attention to key studies;

explore threats to validity when inferring
causation; and discuss possible mechanistic
hypotheses. The increasingly permissive
regulatory environment for marijuana in the
United States has been accompanied by an
increase in the prevalence of marijuana use
(16–20). Understanding the relationship
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between marijuana use and lung physiology
is a key piece of a scientific, medical, and
public health concern that will only grow in
importance over the coming years.

Evidence of Marijuana’s Effect
on FVC

Studies ofmarijuana’s effect on pulmonary
function date back to at least the 1970s (21–28).
As early as 1973, marijuana use was observed
to have an acute bronchodilatory effect, likely
caused by delta-9-tetrahydrocannabinol in
marijuana smoke aerosol, with a temporary,
measurable increase in specific airway
conductance, as well as in forced expiratory
volume in 1 second (FEV1) (22, 23, 28–30).
Whether marijuana use, like tobacco use,
causes a long-term decrease in FEV1 is
uncertain and continues to be investigated.
Some studies have revealed an association
between marijuana use and lower FEV1

(31, 32), but most studies have not (33–41).
The exact nature of the relationship between
marijuana use and FEV1 remains a topic of
active investigation but is not the focus of
the present review.

In contrast, studies have generally
documented a relationship between
marijuana use and increased FVC, as early as
1986, when Tilles and colleagues compared
the FVCs of 15 female marijuana users with
those of 26 tobacco users and 27 nonusers of
either marijuana or tobacco (42). Multiple
subsequent studies have produced similar
findings, some of the most robust of which
come from the CARDIA (Coronary Artery
Risk Development in Young Adults) cohort
and the DunedinMultidisciplinary Health
and Development Research Study (the
Dunedin study) (43, 44).

In 2012, Pletcher and colleagues
published an analysis of the relationship
between marijuana use and lung function
in the CARDIA cohort (43). The cohort
is composed of men and women from
Oakland, Chicago, Minneapolis, and
Birminghamwho were aged 18–30 years at
the time of enrollment in 1985. The cohort
participants were followed for 20 years, and
spirometry measurements were obtained at
several follow-up visits. Marijuana use was
measured as lifetime exposure in joint-years,
with one joint-year of exposure equivalent to
365 joints or pipe bowls; the median number
of joint-years after 20 years of follow-up was
0.9 (equivalent to 329 lifetime joints or

bowls) among marijuana users who never
used tobacco and 1.5 joint-years (equivalent
to 548 lifetime joints or bowls) among
marijuana users who had also used tobacco.
Whether marijuana exposure was modeled
as a categorical or a continuous variable, the
conclusion was the same: marijuana use was
associated with increased FVC. The authors
estimated that up to 7 joint-years, every
joint-year of exposure was associated with
a 20-ml increase in FVC.

The Dunedin study is a birth cohort
of individuals born in 1972 and 1973 in
Dunedin, New Zealand. The relationship
betweenmarijuana use and pulmonary
function has been evaluated at several points
during cohort follow-up, including at ages
21, 26, 32, and 45years (44–47). At age
45, 242 (27%) of 881 participants reported
never having usedmarijuana, 510 (58%)
participants reported up to 5 joint-years of
lifetime exposure to marijuana, and 129 (15%)
participants reportedmore than 5 joint-years
of lifetime exposure to marijuana. Hancox
and colleagues (47) estimated that every joint-
year of exposure was associated with a 6.6-ml
increase in FVC (95% confidence interval
[CI],20.1 to 13.9ml); when analyses were
restricted to the 425 participants who had
never used tobacco (232 of whom reported
usingmarijuana), the authors estimated that
every joint-year of exposure was associated
with a 19.8-ml increase in FVC.

Several other studies have shown an
association between marijuana use and
increased FVC (Table 1; see the data
supplement for the search strategy, a study
flow diagram, and further study details).
The same has been observed in NHANES
(National Health and Nutrition Examination
Survey) (38, 48), in SPIROMICS
(Subpopulations and Intermediate Outcome
Measures in COPD Study) (49), among U.S.
veterans with human immunodeficiency
virus infection (50), among Australians (40),
among Canadians (32, 51), and among
Trinidadians and Tobagonians (52). Studies
demonstrating the opposite are few. An early
study from 1980 of 74 marijuana users in
Los Angeles compared with matched control
subjects showed that marijuana users had
lower FVCs than control subjects, but the
difference was not significant (34). Aside
from this study, however, data from different
populations in different geographies and
different time periods have been remarkably
consistent in their finding that marijuana use
appears to be associated with increased FVC.

Threats to Validity

Are these data sufficient to conclude that
marijuana use causes increased FVC? As few
smoke exposures are known to increase
FVC, such a conclusion would naturally
invite skepticism.

A principal concern with studies of
marijuana use relate to the strong correlation
betweenmarijuana use and tobacco smoking
(53). Tobacco smoking poses a risk for bias
from confounding of any causal path
betweenmarijuana use and lung function.
Investigators counter the risk for confounding
by statistical adjustment of exposure to
tobacco smoke as measured in cigarette
pack-years or by restricting analyses to strata
of participants who have or have not ever
used tobacco. However, tobacco smoke is not
a consistent cause of increased FVC, so the
risk of observing a spurious relationship
betweenmarijuana use and increased FVC
because of confounding, in the absence of a
true relationship, is low.

Another concern relates to measurement
bias when assessing exposure tomarijuana. As
nearly all studies measure exposure by self-
report, there is potential concern for
underreporting andmisclassification.
However, there is little reason to believe that
underreporting of marijuana use is differential
regarding FVC, and nondifferential
misclassification regarding outcome will tend
to bias toward the null (54). In the setting of
nondifferential underreporting, the true effect
of marijuana on FVCmay be larger than the
measured estimate of effect.

Establishing causation from
observational data is an iterative process
of eliminating possible threats to validity.
Although uncertainty persists, the
consistency of the signal prompts
consideration of the mechanisms by which
marijuana use might truly cause increased
FVC and reasons why this effect is observed
with marijuana use and not with tobacco use.

How Marijuana Use Could
Increase FVC

Tashkin and Barjaktarevic proposed that
marijuana use is akin to competitive
swimming (55). A study byWu and
colleagues from 1988 showed that when
smoking marijuana, marijuana users tended
to inhale marijuana smoke deeply to achieve
large inspiratory volumes and also to prolong
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the breath-hold time during which the
marijuana smoke is retained in the
respiratory tract (56). Tashkin and colleagues
likened these smoking topography practices
to the deep inhalations and prolonged
breath-holds of competitive swimmers, some
studies of whom have demonstrated larger
FVC and total lung capacity than in
comparator populations (57–63).

The analogy has intuitive appeal.
However, the mechanism by which the
training and conditioning of elite
competitive swimmers might increase lung
volumes is not clearly defined, andmultiple
hypotheses have been proposed, including
enhanced ventilatory muscle strength;
increased transthoracic and transpulmonary
pressure from immersion in water;
intermittent local hypoxia; and, perhaps, the
concurrence of any or all of these stimuli—as
competitive swim training often begins in
childhood—during the alveolar stage of lung
development (64). Whether and to what
degree these proposed mechanisms can be
applied in analogy to the smoking practices
of marijuana users is uncertain. The intense
training and conditioning of competitive
swimmers constitutes an atypical mechanical
strain on the respiratory system but also on
the bones, musculature, and connective
tissues of the thorax as well as other parts
of the axial and appendicular skeleton.
Mechanical strain on the respiratory tract,
such as after pneumonectomy in humans
and in animal models, is known to stimulate
lung growth (65, 66); it is possible that
repetitive inspiration to total lung capacity, as
part of competitive swim training or as a way
to inhale marijuana smoke, might represent a
similar stimulus. However, for elite aquatic
athletes, mechanical strain on the respiratory
tract is paired with intense mechanical strain
on the chest wall, which may be associated
with the development of physically wider
chests and biacromial breadth (57). No
similar mechanical strain on the chest is
necessarily experienced by marijuana users
in the act of inhaling marijuana smoke.
As such, it is unclear if competitive swim
training is an appropriately analogous
exposure to which to compare marijuana
use. Perhaps a better comparisonmight by
musical training for vocalists or wind
instrumentalists, which also requires deep
inhalations, prolonged breath holds, and
controlled exhalations but does not induce
comparable mechanical strain on the skeletal
system. Although musical training to sing or
to play wind instruments has sometimesT
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been associated with larger FVC (67–70), this
finding has not been consistently observed
(71–77).

An alternative or, perhaps, companion
explanation might relate to changes in lung
elastic recoil caused by marijuana smoke.
Restrictive lung diseases, such as pulmonary
fibrosis, increase lung elastic recoil, which
has the effect of decreasing the total lung
capacity and FVC. In contrast, emphysema
and bullous lung disease decrease lung elastic
recoil, increase lung compliance, and, in
some cases, may increase total lung capacity
(78, 79). However, the increase in total lung
capacity is not consistently accompanied by
an increase in FVC, because the loss of lung
elastic recoil from tobacco smoking is a
component cause of expiratory airflow
obstruction, which in turn may result in
airway closure and an increase in residual
volume. As such, any increase in total lung
capacity caused by tobacco-related loss of
lung elastic recoil may not result in a parallel
increase in FVC and, at late stages of disease,
likely contributes to its decrease.

Still, given the paucity of exposures
known to cause an increase in FVC, it may
be worth considering whether marijuana use
might sufficiently affect lung elastic recoil to
increase total lung capacity without causing
substantial airway closure and thereby also
to increase FVC.Were this to be the case,
one might expect that lung volume
measurements would indicate an association
between marijuana use and increased total
lung capacity in excess of an increase in
residual volume, if any, and this is indeed
what has been observed. In the Dunedin
study, each joint-year was associated with
an 18-ml increase in total lung capacity but
only a 10-ml increase in residual volume
at 45 years of age (44). In a study of U.S.
veterans with human immunodeficiency
virus infection,Wenger and colleagues found
that veterans who smoked marijuana had a
greater percentage of predicted total lung
capacity compared with veterans who did
not, with an adjusted mean difference of
7.1%, but no significant difference in
percentage of predicted residual volume (50).
In a convenience sample of urban New
Zealanders, Aldington and colleagues found
that a history of marijuana smoking was
associated with an estimated 140-ml greater
total lung capacity (95% CI,220 to 310ml)
but only 20-ml greater residual volume (95%
CI,270 to 100ml) (37). These data suggest
that some degree of airway closure may be
present in people who smokedmarijuana,

but the resulting increase in residual volume
is less than the increase in total lung capacity,
potentially from decreased lung elastic recoil.

One might also expect to observe an
association between marijuana use and
radiographic evidence of changes to the lung
parenchyma that might reasonably correlate
with reduced lung elastic recoil: bullous
disease, emphysema, or decreased
attenuation on computed tomography
images. Although case series of bullous lung
disease and emphysema attributed to
marijuana use are abundant (80–86),
data from larger studies are mixed. In
the aforementioned study of urban New
Zealanders, marijuana use was associated
with lower attenuation on computed
tomography images; compared with nonusers,
the relative area of lung at full inspiration with
attenuation values less than2950Hounsfield
units for marijuana users was significantly
higher by an adjusted mean difference of
2.4% (37). However, this was not observed
among a sample of current and former
tobacco smokers in the United States (49).

Marijuana Use versus
Tobacco Use

Given the widely accepted causal relationship
between smoke exposure—especially tobacco
smoke exposure—and chronic airflow
obstruction, much of the science on
marijuana use and pulmonary function has
focused on outcomemeasures of expiratory
airflow obstruction, such as the FEV1 and the
FEV1-to-FVC ratio. What has emerged
instead from this body of literature is the
repeated finding of an association between
marijuana use and increased FVC. This
observation poses a conundrum: why would
this effect be observed with marijuana use,
but not, consistently, with tobacco use? Three
possible explanations are considered here.

Differences between Marijuana Smoke
and Tobacco Smoke
Studies comparing the characteristics of
marijuana smoke and tobacco smoke have
generally observed considerable similarity in
their properties but have pointed out notable
differences. Key compositional differences
betweenmarijuana smoke and tobacco
smoke include the presence of cannabinoid
compounds (delta-9-tetrahydrocannabinol,
delta-8-tetrahydrocannabinol, cannabinol,
cannabidiol, cannabigerol, and
cannabichromene, among others) in

marijuana smoke and their absence in
tobacco smoke and the presence of nicotine
and tobacco-specific nitrosamines in tobacco
smoke and their absence in marijuana
smoke. A study of mainstreammarijuana
and tobacco smoke byMoir and colleagues
from 2008 demonstrated qualitative
similarities in smoke composition, with
hydrocarbons, aromatic amines, and
carbonyl compounds detected in comparable
quantities in both; quantitative differences
depended on experimental smoking
conditions related to puff volume and
interval (87). The authors hypothesized that
the higher quantities of ammonia and other
nitrogen-containing compounds in
marijuana smoke and the higher quantities
of mercury and cadmium in tobacco smoke
may have been related to differences in the
marijuana and tobacco growing conditions.
Graves and colleagues also found
considerable similarities in the chemical
composition of marijuana and tobacco
smoke in their analysis published in 2020,
with the identification of 231 compounds in
common; the authors note that aromatic and
polycyclic aromatic compounds constitute
a relatively greater contribution to the
hydrocarbon species found in tobacco
smoke, whereas mono- and sesquiterpenoid
compounds constitute a greater contribution
to the hydrocarbon species found in
marijuana smoke (88). Graves and colleagues
also observed that marijuana smoke particles
are slightly larger in diameter compared with
tobacco smoke particles and contain more
than three times greater total mass,
differences the authors suggested may be
attributable to the presence of filters on the
tobacco cigarettes and their absence from
the marijuana joints that were tested.

How these differences in marijuana
smoke and tobacco smoke might lead to
potentially different effects on FVC is not
readily apparent. As noted previously,
smokedmarijuana is known to cause
modest, temporary bronchodilation (29, 30);
this effect is believed to be caused by delta-9-
tetrahydrocannabinol in the marijuana
smoke aerosol, which exerts an
anticholinergic effect mediated by
presynaptic CB1 receptors (89). However,
this effect does not clearly explain any long-
term increase in FVC frommarijuana use.

Differences in Smoking Topography
Studies comparing differences in smoking
topography—the quantitative assessments
of smoking behaviors—when smoking
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marijuana and when smoking tobacco are
few. In 1988,Wu and colleagues studied 15
habitual smokers of marijuana and tobacco;
they observed differences in puff volume
(78 vs. 49ml), puff duration (4.0 vs. 2.4 s),
inhaled volume (1.75 vs. 1.31L), breath hold
time (14.7 vs. 3.5 s), and number of puffs
per joint or cigarette (8.5 vs. 13.5) when
comparing marijuana smoking to tobacco
smoking topography (56). Wu and
colleagues also observed that marijuana
smoking was associated with greater
deposition of smoke particles in the
respiratory tract and a fourfold greater
increase in carboxyhemoglobin concentration,
which they attributed in part to larger
and deeper inhaled volumes and longer
retention times.

Whether differences in smoking
topography—greater puff volumes, longer
breath holds, and consequently greater
exposure of smoke to the alveoli relative
to the conducting airways—could explain
potentially different effects of marijuana
smoke and tobacco smoke on FVC is
uncertain. Notably, more recent data
suggest that smoking topography among
contemporary marijuana users may be
different than what was observed in 1988.
A study of 20 marijuana users byMcClure
and colleagues in 2012 showed that puff
volume and puff duration decreased between
the first and last puffs of a joint, with an
average puff volume between 51 and 61ml
and an average puff duration of 1.3 seconds
(90); both measures are less than was
observed byWu and colleagues almost
a quarter century prior. McClure and
colleagues did not report inhaled volumes
or breath hold time.

Differences in the Quantity of Smoked
Plant Matter
One pack of cigarettes contains, on average,
14.6 g loose tobacco (91). Estimates for the
average amount of marijuana per joint range
from 0.32 g (92) to 0.66 g (93). Exposure to
one pack-year of tobacco—one pack per day
for one year—amounts to exposure to smoke
from 5,329 g loose tobacco. Exposure to one
joint-year—one joint per day for one year—
amounts to exposure to smoke from 120 to
240 g of marijuana. Grossly, one pack-year of
tobacco constitutes exposure to smoke from
roughly 20-fold greater plant matter by mass
than that consumed from exposure to one
joint-year of marijuana. In general, tobacco
users smoke muchmore tobacco by mass
than marijuana users smoke marijuana by

mass, even allowing for significant variability
in joint, blunt, or bowl preparation. After
20 years of follow-up in CARDIA, the
median number of tobacco pack-years was
7 among tobacco only users and 9 among
tobacco andmarijuana users, or 37.3 and
50.0 kg tobacco smoked, respectively; the
median number of joint-years was 0.9
amongmarijuana only users and 1.5 among
marijuana and tobacco users or, assuming
240 g marijuana per joint-year, 216 and 360 g
marijuana smoked, respectively (43).

There is a large difference in combusted
plant matter mass when comparing a
tobacco pack-year with a marijuana joint-
year or when comparing amounts consumed
by heavy tobacco users with amounts
consumed by heavy marijuana users. This
makes comparisons of tobacco use and
marijuana use challenging. However, the
difference in exposure measurement points
to a potential explanation for why marijuana
use has been consistently associated with
larger FVC whereas tobacco use has not:
the effect of smoke on FVCmay not be
monotonic. Low amounts of smoke
exposure, whether frommarijuana or
tobacco, might increase FVC, but high
amounts of smoke exposure could have the
opposite effect.

There are limited data supporting this
explanation. Pletcher and colleagues found
that in the CARDIA cohort, marijuana
exposure had a nonlinear association with
FVC; at low amounts of exposure, each joint-
year was associated with a 20-ml increase in
FVC, but at higher amounts of exposure—
greater than 7 joint-years—there was no
effect on FVC (43). When tobacco exposure
was modeled as a categorical variable, a
similar nonlinear relationship was observed.
Exposure to 1–10 pack-years was associated
with a 37-ml increase in FVC (95% CI, 12 to
61ml), exposure to 11–20 pack-years was
associated with only an 11-ml increase in
FVC (95% CI,220 to 41ml), and exposure
to more than 20 pack-years was associated
with a 35-ml decrease in FVC (95% CI,
276 to 5ml). Other studies have also
observed that low amounts of tobacco smoke
exposure are associated with larger FVC. In
a study of 10,060 adolescents in six cities
across the United States, 3,604 of whom
reported ever smoking tobacco, FVC
was larger among ever tobacco smokers
than among never tobacco smokers (94).
Although exposure to tobacco in this study
was not reported in pack-years, in nearly
half of smoking observations, participants

reported smoking fewer than five cigarettes
per day. More recently, lung volume
measurements in tobacco smokers were
found to have a nonlinear relationship with
chronic obstructive pulmonary disease
(COPD) severity; FVC was larger among
those with mild COPD compared with both
those without COPD and those with
moderate COPD (95).

Furthermore, one might expect that the
effect of marijuana exposure on FVC, when
modeled as a linear function, might differ
among never tobacco smokers and ever
tobacco smokers. As the direction of effect
might depend on the burden of exposure to
tobacco smoke, a strong positive effect may
be observed among never tobacco smokers,
whereas an attenuated, or even negative,
effect may be observed among ever tobacco
smokers. This is what was found in the
Dunedin study. Among never tobacco
smokers, each joint-year of marijuana
exposure was associated with a 19.8-ml
increase in FVC (95% CI, 1.3 to 38.2ml), but
among ever tobacco smokers, each joint-year
of marijuana exposure was associated with a
4.0-ml increase in FVC (95% CI,24.0 to
12.1ml) after adjustment for pack-years of
tobacco exposure (44).

Conclusions

Studies have consistently shown that
marijuana use is associated with an increase
in FVC. Inferring causation from
observational studies risks bias from
confounding andmeasurement error, but
threats to validity from bias are balanced
with remarkable consistency in this
observation among different populations and
with different study designs, some with
longitudinal data collection and robust
adjustment for confounding exposures. How
marijuana use could cause increased FVC is
uncertain. Possible mechanisms include lung
and chest growth and remodeling in the
setting of mechanical strain from the act
of inhaling marijuana smoke or, possibly,
decreased lung elastic recoil frommarijuana
smoke.Whymarijuana use, but not tobacco
use, has been consistently associated with
increased FVC is uncertain. There are
differences in the composition of marijuana
smoke compared with tobacco smoke, and
there are differences in smoking topography
betweenmarijuana and tobacco users when
inhaling marijuana and tobacco smoke; it is
possible that some of these differences may
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be causing apparent differential effects on
FVC.Marijuana is also consumed in smaller
quantities amongmarijuana users than
tobacco is consumed among tobacco users;
it is possible that smoke, whether from
marijuana or tobacco, may have different
effects on FVC depending on the degree of
exposure. These possibilities need not be
mutually exclusive.

What can be concluded from this
survey of available data on the possible effect
of marijuana use on FVC? For scientists, this
surprising observation represents an
opportunity to revisit our biological
understandings of the effects of smoke, from
marijuana or otherwise, on the respiratory

system. Further physiologic, imaging, and
pathological research is needed, as well as
ongoing epidemiologic and behavioral
investigation as patterns andmethods of
marijuana consumption change across the
United States and the world. Future studies
of marijuana use on lung function
measurements, such as the FEV1, should
explore nonlinear effects as well as qualitative
interaction with different degrees of tobacco
use. For studies of causal inference on lung
function, sufficient data likely exist to
conclude that marijuana exposure has a
probable causal effect on FVC, although the
size and direction of effect may depend on
other component causes, such as tobacco

smoke exposure. For clinicians, the
significance of marijuana’s effect on FVC is
not yet clear. Notably, an increase in FVC
without a concomitant change in FEV1

results in a lower FEV1-to-FVC ratio, the
clinical implication of which is uncertain.
Although a larger FVC has been associated
with lower mortality (96), an increase in FVC
frommarijuana—given the consistent
association of marijuana smoke exposure to
cough, sputum production, shortness of
breath, and wheezing—should not be
considered beneficial to any person’s health.�

Author disclosures are available with the
text of this article at www.atsjournals.org.
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