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Abstract

Background: Inhalation of particulate matter (PM) from cigarette smoke is

hazardous to smokers and non-smokers. This contribution simulates the depo-

sition of cigarette PM on the lung surface by trapping tobacco smoke particu-

lates on Croton megalocarpus biochar. This study investigated one commercial

cigarette (MM) and one local cigarette (RR).

Methodology: Biochar was incorporated into the filters of MM and RR ciga-

rettes in order to adsorb PM from mainstream cigarette smoke. A weighed

5 mg of biochar with adsorbed cigarette PM was analyzed using a scanning

electron microscope and a Fourier transform infrared spectrometer. The size

distribution of cigarette smoke particulates was processed using ImageJ

software.

Results: At 15 s puff time, the mean particulate diameters for the commercial

and the local cigarettes, respectively, can be classified as coarse ≈ PM10. Con-

versely, the mean particulate diameter at 2 s puff time for the commercial ciga-

rette falls under the ultrafine classification of ≤PM2.5, whereas at the same

puff time, the mean particulate diameter for the local cigarette was approxi-

mately PM2.5. Data from Fourier transform infrared spectroscopy indicate the

PM in the two model cigarettes contains aromatic structures that feature the

C=C bond characterized by an intense absorption band at δs (1600 cm�1).

Conclusions: This study found that PM in mainstream cigarette smoke

depends on puff time. Although cigarette smoking was conducted for two

model cigarettes, this study can be extended to any other form of cigarette.

Moreover, this study emphasizes the need for comprehensive studies on real-

world cigarette smoking conditions, taking into account cigarette smokers

who use larger puff volumes.
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1 | BACKGROUND

Statistics by the World Health Organization (WHO) esti-
mate that there are approximately 1.1 billion smokers
globally, with this figure remaining unchanged since
2000, and represent 20% of the global adult population.1

During cigarette smoking (CS), two pathways of smoke
generation dominate—mainstream cigarette smoke
(MCS), which emerges from the butt end, and side
stream cigarette smoke, which is emitted into the sur-
rounding air from the burning end of the cigarette.2 Par-
ticulate matter (PM) is dependent on size, shape, and
solubility and has the potential to cause harm.2,3 The
smaller the particles are, the deeper they can be inhaled,
whereas coarse particles generally pass the nose and
throat before entering the lungs.3 Fine particles penetrate
the gas exchange regions of the lung, and some may even
cross into the bloodstream.4 Some elements in tobacco
complex mixture consist of volatile or semi-volatile com-
pounds, and cigarette smoke has been identified as envi-
ronmental endocrine disrupting chemicals (EDCs) and
precursors for grave health ailments including cancer,
oxidative stress, and coronary diseases.5,6 Ideally, ciga-
rette smokers deposit up to 20 mg of tar in the lungs per
cigarette smoked, which is about 1 g of tar per day,
depending on the cigarettes smoked by the individual.7

The motivation behind this study is to investigate cig-
arette smoke particulate emissions from two cigarettes
coded MM and RR at different puff times, the results of
which can be extrapolated to other types of cigarettes.
PM has been considered a serious health concern, and it
is attracting significant research interest in combating the
tobacco epidemic.8,9 Respirable PM has been categorized
into three major sizes—PM10 (coarse) and PM2.5 (fine),
with extended subdivision to ultrafine PM1.

10 Ultrafine
particulates are considered extremely severe to the bio-
logical system as they can penetrate deep into the respira-
tory landscape and blood vessels.11 This study
investigates PM emitted in MCS from two types of ciga-
rettes, MM and RR, using the state-of-the-art size distri-
bution software packages, ImageJ and Igor (ver. 5.0).

Tobacco burning undergoes various mechanistic pro-
cesses such as coagulation, hygroscopic growth, conden-
sation and evaporation, changes in composition, and
changes in inhalation characteristics to form numerous
sizes of particulates that are small enough to be deposited
in the respiratory airway of the smoker, resulting in expo-
sure of harmful toxicants that can precipitate cell injury
and disease.12 It is estimated that 1012 particles per ciga-
rette are released in MCS.13 This high concentration of
particulates per cigarette is detrimental to human health.
Furthermore, tar-bound free radicals (contain >1017 free
radicals per gram) are long-lived and have long lifetimes

when compared with gas-phase bound free radicals,
which are short-lived (contain >1017 free radicals per
puff).7 PM in cigarette smoke are precursor for lung can-
cer, chronic obstructive pulmonary disease (COPD), and
cardiovascular diseases, implying that the etiological
risks of MCS are mainly caused by inhalation of PM.

Smoking is the main precursor for COPD, an inflam-
matory disorder characterized by a progressive and
largely irreversible respiratory tract obstruction; there-
fore, a greater understanding of cellular and molecular
mechanisms that contribute to the pathogenesis of COPD
is very important given the extremely addictive nature
and chronic persistence of CS.14 One way of classifying
PM is by defining the deepness of penetration into the
respiratory airway.15 Accordingly, the smaller the parti-
cles, the deeper they penetrate the lung microphages and
the bloodstream, causing severe etiological risks.16 Fur-
thermore, smaller particles have a higher ability to adsorb
toxic organic molecules and inorganic metal particulates
that can penetrate through the blood and the nervous sys-
tem into the brain matter and various organs.17,18 There
is an inverse relationship between particle size and asso-
ciated health risks. However, particulates containing
metal particulates cause severe epidemiological conse-
quences such as induced pulmonary macrophages and
dendritic cells, which excite the release of pro-
inflammatory cytokines and cell sensitization.13

2 | METHODS

2.1 | Sample preparation

In this study, scanning electron microscopy (SEM) and
Fourier transform infrared (FTIR) spectroscopy analytical
techniques were used to analyze cigarette particulate.
Cigarettes coded MM and RR, respectively, were condi-
tioned under ambient conditions. Approximately 0.24 g
of C. megalocarpus biochar was incorporated into the fil-
ter of the cigarettes under investigation, as shown in
Figure 1. Specially designed smoking apparatus that sim-
ulate CS was used following the procedure of Maiyo
et al.19

2.2 | Smoking procedure

The cigarettes used in this study were smoked based on a
procedure representative of CS—35 mL puff volume with
2 s residence time every 60 s.20 During smoking, the con-
tact time varied from 2 to 15 s to simulate the puffing
regimes exhibited by various cigarette smokers. The
detailed procedure is reported in our previous study.19

2 MAIYO ET AL.

 1752699x, 0, D
ow

nloaded from
 https://onlinelibrary.w

iley.com
/doi/10.1111/crj.13592 by IN

A
SP - K

E
N

Y
A

, W
iley O

nline L
ibrary on [01/02/2023]. See the T

erm
s and C

onditions (https://onlinelibrary.w
iley.com

/term
s-and-conditions) on W

iley O
nline L

ibrary for rules of use; O
A

 articles are governed by the applicable C
reative C

om
m

ons L
icense



2.3 | FTIR spectroscopy

FTIR spectroscopy is remarkably one of the most impor-
tant and versatile analytical techniques available for the
analysis of surface functionalities of PM. Absorption
spectra were collected according to the procedure devel-
oped in the literature.21,22 Attenuated total reflection
FTIR spectra were taken following the procedure of Mili
et al.21 The sample size used for FTIR was ≈5 mg.

2.4 | SEM and image processing

Approximately 5 mg of C. megalocarpus seed husks bio-
char with particulate deposition of toxic molecular prod-
ucts adhered to aluminum SEM stubs following the
procedure of Maiyo et al.19 ImageJ software (National
Institute of Health [NIH], Bethesda, MD) and Igor ver.
5.0 (Wavemetrics, Lake Oswego, OR, USA) graphing soft-
ware programs were used to estimate the mean aerody-
namic diameter of cigarette smoke. An average of
100 particulates were measured from SEM micrographs.
ImageJ software is a Java-based public domain image

processing and analysis program that is freely available
and open source and developed at the NIH, USA.23

3 | RESULTS

Scanning electron micrographs of C. megalocarpus seed
husks biochar, reported in Figure 2, was obtained at
respective scales of 100 and 10 μm. Also, Figure 2 gives
the surface topography of pristine Croton char and that of
untreated Croton raw powder. In these micrographs, no
PM from cigarette smoke was exposed because they are
the controls in the study. The morphology of biochar
treated with MM and RR cigarettes, according to
Figures 3 and 4, shows particulate deposition of cigarette
particulates taken at an associated magnification of
�800 at residence times of 2 and 15 s.

Smoke particulates deposited on C. megalocarpus bio-
char from the MM and RR cigarettes at puff times of
5 and 10 s are presented in Table 1. The mean particle
size diameter of particulates from the treated MM ciga-
rette was 3.2 and 4.6 μm at puff times of 5 and 10 s,
respectively, whereas for the treated RR cigarette, the

F I GURE 1 Cigarette rod treated

with C. megalocarpus seed husk biochar.

Adapted from Maiyo et al.19

F I GURE 2 Micrographs of pristine

Croton seed husk biochar and raw

Croton husk powder at an associated

magnification �800 at 100 and 10 μm,

respectively.

MAIYO ET AL. 3
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mean particulate size was found to be 4.3 and 6.4 μm,
correspondingly. It is clear from Figure 5 and Table 1 that
as the puff time increases, the particulate size of cigarette

smoke deposited on biochar increases significantly. The
deposition of cigarette particulate size for RR cigarettes is
higher than the particulate size deposition from MM
cigarettes.

Figure 5 reports that the mean particulate size depos-
ited on biochar from the MM cigarette was found to be
1.6 and 7.2 μm at a residence time of 2 and 15 s, respec-
tively. On the other hand, the mean particulate size from
the RR cigarette at the same residence times was 2.7 and
7.5 μm, respectively. Figure 6 gives similar FTIR absorp-
tion spectra for the two model cigarettes implying that
the surface functionalities of the PM are the same. None-
theless, weaker absorption bands are observed for the
local cigarette RR compared with the absorption bands

F I GURE 3 Particulate depositions

of cigarette particulates from MM

cigarette on biochar at 2 and 15 s puff

time at an associated magnification of

�800 at 20 and 10 μm, respectively.

F I GURE 4 Particulate depositions

of cigarette particulates from RR

cigarette on biochar at 2 and 15 s puff

time at an associated magnification of

�800 at 20 and 10 μm, respectively.

TAB L E 1 Mean particulate diameters measured for

commercial and local cigarettes at specific residence times

Type of
cigarette

Puff residence
time (s)

Mean particulate
diameter (μm)

Standard
cigarette
(MM)

5.0 3.2

10.0 4.6

Local cigarette
(RR)

5.0 4.3

10.0 6.4

4 MAIYO ET AL.
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F I GURE 5 Average diameter of cigarette particulate matter from MM (A and C) and RR (B and D) cigarettes at residence times of

2 and 15 s.

F I GURE 6 Fourier transform infrared overlay spectra for particulate matter from (A) MM cigarette and (B) RR cigarette at 2 and 15 s

residence times.

MAIYO ET AL. 5
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for the standard cigarette MM. It is also observed that the
absorption bands decrease significantly as the puff time
increases from 2 to 15 s. This can be attributed to the
effect of free radical recombination, bond formation, and
polymerization as the puff time is increased.

4 | DISCUSSION

4.1 | PM characterization in MCS

The size distribution of cigarette smoke particulates is an
essential factor in predicting the deposition fraction of
the inhaled particles in various regions of the respiratory
tract, as reported in earlier studies by Sahu et al.13 It is
evident from this study that at longer puff times, for
instance at 15 s puff time, the mean particulate diameters
for the MM and the RR cigarettes, respectively, can be
classified as coarse ≈ PM10. On the other hand, the mean
particulate diameter at 2 s puff time for the standard ciga-
rette falls under the ultrafine classification of ≤PM2:5,
whereas at the same puff time, the mean particulate
diameter for the local cigarette was approximately
PM2:5 2:7μmð Þ that falls under the fine PM category.
Therefore, as the smoke ages from 2 to 15 s, there is sig-
nificant coagulation, accumulation, and particle growth
resulting from an increase in the diameter of particulates
on the surface of biochar. At a puff time of 15 s, the par-
ticulate size increases by 4.5 and ≈3 times the particulate
size at 2 s puff time for the standard cigarette and the
local cigarette, respectively. This observation is very
important because, at longer residence times, cigarette
smokers can avoid the serious health consequences of
inhaling fine and ultrafine particulates at shorter resi-
dence times.

The FTIR spectrum of cigarette smoke PM was shown
in Figure 6. The spectral peak at1600 cm�1 is attributed
to a C=C double bond characteristic of an aromatic struc-
ture in cigarette smoke particulates, whereas the absorp-
tion peaks, 2800 and 2900 cm�1, represent the
asymmetrical and symmetrical stretching of –CH2– func-
tionality for long-chain aliphatic hydrocarbons. Besides,
moderately intense absorption bands at 1400 cm�1 are
signatures for –CH2 bending modes in aromatic struc-
tures. Similarly, the peak at 1200 cm�1 shows the pres-
ence of –O–CR (ether) groups. The absorption bands at
850 and 800 cm�1 confirm the presence of –CH2 on the
surface of biochar.

From the results herein presented, the average diame-
ter size was high for both MM and RR cigarettes at a puff
time of 15 s (7.2 and 7.5 μm) when compared with 1.6
and 2.7 μm mean particulate size at a puff time of 2 s.
This indicates that, as the smoke ages, that is, from 2 to

15 s residence times, there is a significant coagulation,
accumulation, and particle growth, resulting in increased
diameter of smoke PM.24 In reality, this process takes
place in the trachea once the smoker fills and holds fresh
mainstream smoke in the mouth before inhaling it into
the respiratory tract.13,25 Although this process is affected
by the evaporation of volatile constituents and high dilu-
tion, it correlates very well with previous data in combus-
tion systems.21,24

4.2 | Pathophysiological considerations
of exposure to PM

CS induces oxidative stress resulting in chronic inflam-
mation and recruitment of inflammatory cells to the air-
ways by activation of epithelial cells, neutrophils, and
lymphocytes.7,26 Furthermore, CS increases the severity
of disease-causing agents and promotes the risk of pul-
monary infections.27 The fine and ultrafine PM reported
in this work are potent because they can be inhaled dee-
per into the respiratory landscape, as earlier reported by
Kwon et al.28 Particulate emissions having an aerody-
namic diameter ≤2.5 μm can cross the biological respira-
tory filters and are precursors for alveoli injury and
irreversible damage to the lung microphages.28,29 More-
over, ultrafine PM initiates upper and lower respiratory
inflammation, malignant lung growth, rib cage malfunc-
tions, and, ultimately, cancer of the lungs.29,30 Evidently,
fine and ultrafine PM exposure from ambient air pollu-
tion and cigarette smoke has been associated with high
risks of cardiovascular death and other coronary compli-
cations, including cancer and bronchitis.31 Therefore, in
order to protect cigarette smokers and non-smokers, it
should be mandatory for tobacco companies and
importers of tobacco products to declare the PM emis-
sions in mainstream and second-hand smoke of all
tobacco products to the government and public authori-
ties.32 Figure 7 presents a summary of the particulate size
distribution in the respiratory airway and their etiological
impact on other biological organs.25

Respirable cigarette smoke particulates with an aero-
dynamic diameter of 2.5–10 μm and fine particles smaller
than 2.5 μm aerodynamic diameter are considered toxic
and pose serious etiological risks.33 Fine PM of less than
2.5 μm in size are detrimental to the human biological
system, especially because they can penetrate very deep
areas of the human respiratory airways and can permeate
through the blood circulatory system.34 Cigarette smoke
particulates containing toxic metals and organics are the
major cause of oxidative stress among cigarette
smokers.30 The colonization of bacteria noted in the
lower airway of COPD patients is reported to increase the

6 MAIYO ET AL.
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translocation of Streptococcus pneumoniae into the lung
during cigarette smoking, promotes inflammation, and is
very important in the overactivation of immune cells of
the upper respiratory airway and the lung.35 The exact
toxic components of cigarette smoke and the mechanisms
involved in CS-related cardiovascular dysfunction are
largely unknown, but CS increases inflammation, throm-
bosis, and oxidation of low-density lipoprotein choles-
terol.29 Although the current tobacco reform policy
emphasizes abstinence, the risk of coronary morbidity
and mortality in patients with a smoking history is still
significantly high.36 Ultimately, CS exposes the individual
to numerous clinical atherosclerotic syndromes, includ-
ing stable angina, cardiovascular diseases, stroke, and
aortic and peripheral atherosclerosis, which subsequently
result in intermittent claudication and abdominal aortic
aneurysms.29

5 | CONCLUSIONS

This study has found that longer puff times yield larger
PM, whereas shorter puff times yield fine PM. For
instance, at 15 s puff time, the mean particle aerody-
namic diameters for MM and RR cigarettes, respectively,
can be classified as coarse ≈ PM10. On the other hand,
the mean particulate diameter at 2 s puff time for the
standard cigarette falls under the ultrafine classification
of ≤PM2:5, whereas at the same puff time, the mean par-
ticulate diameter for the local cigarette was approxi-
mately PM2:5 , that is, considered fine PM. The
consequences of inhaling fine or ultrafine particulates
include cell mutation, cancer, emphysema and asthma,
rheumatoid arthritis, oxidative stress, and coronary ail-
ments. Accordingly, longer smoking times may benefit
cigarette smokers because large particulates are less
harmful than fine or ultrafine particulates that can pene-
trate deeper into the respiratory airway. Moreover, they
have large surface areas that can induce severe

inflammation and cell sensitization. Data from FTIR
spectroscopy indicate that the PM in the two model ciga-
rettes contains aromatic structures that feature the C=C
bond characterized by an intense absorption band at δs
(1600 cm�1). This implies the existence of harmful poly-
cyclic aromatic hydrocarbons that may include naphtha-
lene, anthracene, and benzo[a]pyrene. Bound long-chain
hydrocarbons onto cigarette PM are characterized by
methyl and methylene group signatures that are lipo-
philic and can bind to the cell membrane, thus causing
cell impairment and disease. Although CS was conducted
for two model cigarettes, this study can be extended to
any other form of cigarette. Moreover, this study empha-
sizes the need for comprehensive studies on real-world
CS conditions, taking into account cigarette smokers who
use larger puff volumes.

AUTHOR CONTRIBUTIONS
Alfayo K. Maiyo: Analysis; writing and editing. Benjamin
K. Korir: Writing and editing. Joshua K. Kibet: Method
development; editing; supervision. All authors have read
and approved the manuscript.

ACKNOWLEDGMENTS
AKM recognizes the assistance accorded to him by Moi
University. The authors thank the Directorate of
Research Division and Extension of Egerton University
for supporting this study.

CONFLICT OF INTEREST
The authors have no competing interests.

DATA AVAILABILITY STATEMENT
The data associated with the findings of this study are
available from the corresponding author upon reasonable
request.

ETHICS STATEMENT
Not applicable.

F I GURE 7 Cigarette particulate size

distribution in the respiratory landscape.

Modified from Broday and Robinson.25

MAIYO ET AL. 7

 1752699x, 0, D
ow

nloaded from
 https://onlinelibrary.w

iley.com
/doi/10.1111/crj.13592 by IN

A
SP - K

E
N

Y
A

, W
iley O

nline L
ibrary on [01/02/2023]. See the T

erm
s and C

onditions (https://onlinelibrary.w
iley.com

/term
s-and-conditions) on W

iley O
nline L

ibrary for rules of use; O
A

 articles are governed by the applicable C
reative C

om
m

ons L
icense



CONSENT FOR PUBLICATION
This article has the consent of all the authors.

ORCID
Joshua K. Kibet https://orcid.org/0000-0002-9924-961X

REFERENCES
1. WHO. WHO global report on trends in prevalence of tobacco

use 2000–2025, third edition. Geneva: World Health Organiza-
tion. 2019. Accessed on January 18, 2023. https://www.who.
int/publications/i/item/who-global-report-on-trends-in-
prevalence-of-tobacco-use-2000-2025-third-edition

2. Hu Y, Liu C, Xu Y, Yang J, Pan Y. Identification of isobars and
isomers in cigarette sidestream smoke in real time by synchro-
tron radiation photoionization mass spectrometry and multi-
ple linear regression. Anal Chem. 2021;93(14):5718-5726. doi:
10.1021/acs.analchem.0c04781.s001

3. Gerber A, Hofen-Hohloch AV, Schulze J, Groneberg DA.
Tobacco smoke particles and indoor air quality (ToPIQ-II)—a
modified study protocol and first results. J Occup Med Toxicol.
2015;10(1):1-6. doi:10.1186/s12995-015-0047-8

4. Siponen T, Yli-Tuomi T, Aurela M, et al. Source-specific fine
particulate air pollution and systemic inflammation in ischae-
mic heart disease patients. Occup Environ Med. 2015;72(4):277-
283. doi:10.1136/oemed-2014-102240

5. Wenger D, Gerecke AC, Heeb NV, et al. In vitro estrogenicity
of ambient particulate matter: contribution of hydroxylated
polycyclic aromatic hydrocarbons. J Appl Toxicol. 2019;29(3):
223-232. doi:10.1002/jat.1400

6. Teil MJ, Moreau-Guigon E, Blanchard M, et al. Endocrine dis-
rupting compounds in gaseous and particulate outdoor air
phases according to environmental factors. Chemosphere.
2016;146:94-104. doi:10.1016/j.chemosphere.2015.12.015

7. Pryor WA, Stone K. Oxidants in cigarette smoke radicals,
hydrogen peroxide, peroxynitrate, and peroxynitrite. Ann N Y
Acad Sci. 1993;686(1):12-27. doi:10.1111/j.1749-6632.1993.
tb39148.x

8. Organization WH. WHO report on the global tobacco epi-
demic, 2017: monitoring tobacco use and prevention policies.
(World Health Organization; 2017).

9. De Grove K, Provoost S, Brusselle G, Joos G, Maes T. Insights
in particulate matter-induced allergic airway inflammation:
focus on the epithelium. Clin Exp Allergy. 2018;48(7):773-786.
doi:10.1111/cea.13178

10. Polichetti G, Cocco S, Spinali A, Trimarco V, Nunziata A.
Effects of particulate matter (PM10, PM2. 5 and PM1) on the
cardiovascular system. Toxicology. 2009;261(1-2):1-8. doi:10.
1016/j.tox.2009.04.035

11. Valavanidis A, Fiotakis K, Vlachogianni T. Airborne particu-
late matter and human health: toxicological assessment and
importance of size and composition of particles for oxidative
damage and carcinogenic mechanisms. J Environ Sci Heal,
Part C. 2008;26(4):339-362. doi:10.1080/10590500802494538

12. McGrath C, Warren N, Biggs P, McAughey J. Real-time mea-
surement of inhaled and exhaled cigarette smoke: implications
for dose. In: J Phyc: Confer Ser. Vol.151, No. 1. IOP Publishing;
2009:012018. February.

13. Sahu S, Tiwari M, Bhangare R, Pandit G. Particle size distribu-
tion of mainstream and exhaled cigarette smoke and predictive
deposition in human respiratory tract. Aerosol Air Qual Res.
2013;13(1):324-332. doi:10.4209/aaqr.2012.02.0041

14. Information NCfB. How Tobacco Smoke Causes Disease: The
Biology and Behavioral Basis for Smoking-Attributable Disease:
A Report of the Surgeon General. US Government Printing
Office; 2010.

15. Braun M, Koger F, Klingelhöfer D, Müller R, Groneberg DA.
Particulate matter emissions of four different cigarette types of
one popular brand: influence of tobacco strength and addi-
tives. Int J Environ Res Publ Heal. 2019;16(2):263. doi:10.3390/
ijerph16020263

16. Brown JS, Gordon T, Price O, Asgharian B. Thoracic and respi-
rable particle definitions for human health risk assessment.
Parti Fib Toxicol. 2013;10(1):12. doi:10.1186/1743-8977-10-12

17. Cheung K, Daher N, Kam W, et al. Spatial and temporal varia-
tion of chemical composition and mass closure of ambient
coarse particulate matter (PM10–2.5) in the Los Angeles area.
Atmos Environ. 2011;45(16):2651-2662. doi:10.1016/j.atmosenv.
2011.02.066

18. Nielsen GD, Olsen O, Larsen ST, et al. IgE-mediated sensitisa-
tion, rhinitis and asthma from occupational exposures: smoking
as a model for airborne adjuvants? Toxicology. 2005;216(2-3):
87-105. doi:10.1016/j.tox.2005.07.022

19. Maiyo AK, Kibet JK, Kengara FO. Biocatalytic degradation of
selected tobacco chemicals from mainstream cigarette smoke
using Croton megalocarpus seed husk biochar. Bull Natio Res
Cent. 2022;46(1):1-12. doi:10.1186/s42269-022-00715-1

20. Wright C. Standardized methods for the regulation of
cigarette-smoke constituents. TrAC Trends Anal Chem. 2015;
66:118-127. doi:10.1016/j.trac.2014.11.011

21. Mili M, Gupta A, Katiyar V. Designing of poly (l-lactide)–
nicotine conjugates: mechanistic and kinetic studies and ther-
mal release behavior of nicotine. ACS Omega. 2017;2(9):6131-
6142. doi:10.1021/acsomega.7b01002

22. Mosonik BC, Kibet JK, Ngari SM. Optimization of binary mix-
tures of biodiesel and fossil diesel for clean energy combustion.
Chem Afric. 2019;2(3):507-515. doi:10.1007/s42250-019-00071-0

23. Rueden CT, Schindelin J, Hiner MC, et al. ImageJ for the next
generation of scientific image data. BMC Bioinform. 2017;
18(1):1-26. doi:10.1186/s12859-017-1934-z

24. Ingebrethsen BJ, Alderman SL, Ademe B. Coagulation of
mainstream cigarette smoke in the mouth during puffing and
inhalation. Aero Sci Technol. 2011;45(12):1422-1428. doi:10.
1080/02786826.2011.596863

25. Broday DM, Robinson R. Application of cloud dynamics to
dosimetry of cigarette smoke particles in the lungs. AS&T.
2003;37(6):510-527. doi:10.1080/02786820300969

26. Lugg ST, Scott A, Parekh D, Naidu B, Thickett DR. Cigarette
smoke exposure and alveolar macrophages: mechanisms for
lung disease. Thorax. 2022;77(1):94-101. doi:10.1136/thoraxjnl-
2020-216296

27. Huber ME, Larson E, Lust TN, Heisler CM, Harriff MJ.
Chronic obstructive pulmonary disease and cigarette smoke
lead to dysregulated mucosal-associated invariant t-cell activa-
tion. Amer J Respir Cel Molec Biol. 2023;68(1):90-102. doi:10.
1165/rcmb.2022-0131oc

8 MAIYO ET AL.

 1752699x, 0, D
ow

nloaded from
 https://onlinelibrary.w

iley.com
/doi/10.1111/crj.13592 by IN

A
SP - K

E
N

Y
A

, W
iley O

nline L
ibrary on [01/02/2023]. See the T

erm
s and C

onditions (https://onlinelibrary.w
iley.com

/term
s-and-conditions) on W

iley O
nline L

ibrary for rules of use; O
A

 articles are governed by the applicable C
reative C

om
m

ons L
icense

https://orcid.org/0000-0002-9924-961X
https://orcid.org/0000-0002-9924-961X
https://www.who.int/publications/i/item/who-global-report-on-trends-in-prevalence-of-tobacco-use-2000-2025-third-edition
https://www.who.int/publications/i/item/who-global-report-on-trends-in-prevalence-of-tobacco-use-2000-2025-third-edition
https://www.who.int/publications/i/item/who-global-report-on-trends-in-prevalence-of-tobacco-use-2000-2025-third-edition
info:doi/10.1021/acs.analchem.0c04781.s001
info:doi/10.1186/s12995-015-0047-8
info:doi/10.1136/oemed-2014-102240
info:doi/10.1002/jat.1400
info:doi/10.1016/j.chemosphere.2015.12.015
info:doi/10.1111/j.1749-6632.1993.tb39148.x
info:doi/10.1111/j.1749-6632.1993.tb39148.x
info:doi/10.1111/cea.13178
info:doi/10.1016/j.tox.2009.04.035
info:doi/10.1016/j.tox.2009.04.035
info:doi/10.1080/10590500802494538
info:doi/10.4209/aaqr.2012.02.0041
info:doi/10.3390/ijerph16020263
info:doi/10.3390/ijerph16020263
info:doi/10.1186/1743-8977-10-12
info:doi/10.1016/j.atmosenv.2011.02.066
info:doi/10.1016/j.atmosenv.2011.02.066
info:doi/10.1016/j.tox.2005.07.022
info:doi/10.1186/s42269-022-00715-1
info:doi/10.1016/j.trac.2014.11.011
info:doi/10.1021/acsomega.7b01002
info:doi/10.1007/s42250-019-00071-0
info:doi/10.1186/s12859-017-1934-z
info:doi/10.1080/02786826.2011.596863
info:doi/10.1080/02786826.2011.596863
info:doi/10.1080/02786820300969
info:doi/10.1136/thoraxjnl-2020-216296
info:doi/10.1136/thoraxjnl-2020-216296
info:doi/10.1165/rcmb.2022-0131oc
info:doi/10.1165/rcmb.2022-0131oc


28. Kwon HS, Ryu MH, Carlsten C. Ultrafine particles: unique
physicochemical properties relevant to health and disease. Exp
Mol Med. 2020;52(3):318-328. doi:10.1038/s12276-020-0405-1

29. Ambrose JA, Barua RS. The pathophysiology of cigarette
smoking and cardiovascular disease: an update. J am Coll Car-
diol. 2004;43(10):1731-1737. doi:10.1016/j.jacc.2003.12.047

30. Pappas RS. Toxic elements in tobacco and in cigarette smoke:
inflammation and sensitization. Metallomics. 2011;3(11):1181-
1198. doi:10.1039/c1mt00066g

31. Pope CA III, Burnett RT, Krewski D, et al. Cardiovascular
mortality and exposure to airborne fine particulate matter and
cigarette smoke: shape of the exposure-response relationship.
Circulation. 2009;120(11):941-948. doi:10.1161/circulationaha.
109.857888

32. Braun M, Dehm M, Klingelhöfer D, Groneberg DA. High par-
ticulate matter burden by cigarillos: a laser spectrometric anal-
ysis of second-hand smoke of common brands with and
without filter. PLoS ONE. 2021;16(7):e0254537. doi:10.1371/
journal.pone.0254537

33. Esworthy R. Air quality: EPA’s 2013 changes to the particulate
matter (PM) standard. Washington, DC, USA: Library of Con-
gress, Congressional Research Service; 2013. January.

34. Pastuszka JS, Talik E, Płoszaj-Pyrek J. Exposure to PM4 in
homes with tobacco smoke in and around Katowice, Poland.
Atmos. 2021;12(12):1590. doi:10.3390/atmos12121590

35. Voss M, Wonnenberg B, Honecker A, et al. Cigarette smoke-
promoted acquisition of bacterial pathogens in the upper respi-
ratory tract leads to enhanced inflammation in mice. Respir
Res. 2015;16(1):41. doi:10.1186/s12931-015-0204-8

36. Wang W, Zhao T, Geng K, Yuan G, Chen Y, Xu Y. Smoking
and the pathophysiology of peripheral artery disease. Front
Cardiovasc Medi. 2021;8:1-17. doi:10.3389/fcvm.2021.704106

How to cite this article: Maiyo AK, Korir BK,
Kibet JK. The impact of puff frequency on
respirable particulate matter in mainstream
cigarette smoke. Clin Respir J. 2023;1‐9. doi:10.
1111/crj.13592

MAIYO ET AL. 9

 1752699x, 0, D
ow

nloaded from
 https://onlinelibrary.w

iley.com
/doi/10.1111/crj.13592 by IN

A
SP - K

E
N

Y
A

, W
iley O

nline L
ibrary on [01/02/2023]. See the T

erm
s and C

onditions (https://onlinelibrary.w
iley.com

/term
s-and-conditions) on W

iley O
nline L

ibrary for rules of use; O
A

 articles are governed by the applicable C
reative C

om
m

ons L
icense

View publication stats

info:doi/10.1038/s12276-020-0405-1
info:doi/10.1016/j.jacc.2003.12.047
info:doi/10.1039/c1mt00066g
info:doi/10.1161/circulationaha.109.857888
info:doi/10.1161/circulationaha.109.857888
info:doi/10.1371/journal.pone.0254537
info:doi/10.1371/journal.pone.0254537
info:doi/10.3390/atmos12121590
info:doi/10.1186/s12931-015-0204-8
info:doi/10.3389/fcvm.2021.704106
info:doi/10.1111/crj.13592
info:doi/10.1111/crj.13592
https://www.researchgate.net/publication/367682495

	The impact of puff frequency on respirable particulate matter in mainstream cigarette smoke
	1  BACKGROUND
	2  METHODS
	2.1  Sample preparation
	2.2  Smoking procedure
	2.3  FTIR spectroscopy
	2.4  SEM and image processing

	3  RESULTS
	4  DISCUSSION
	4.1  PM characterization in MCS
	4.2  Pathophysiological considerations of exposure to PM

	5  CONCLUSIONS
	AUTHOR CONTRIBUTIONS
	ACKNOWLEDGMENTS
	CONFLICT OF INTEREST
	DATA AVAILABILITY STATEMENT

	ETHICS STATEMENT
	CONSENT FOR PUBLICATION
	REFERENCES


