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Artículo de revisión

The Medical Aspect of Tobacco Smoke’s Adverse Effects 
on Human Health

Abstract

According to the Centers for Disease Control and Prevention, there is an annual rate of 7 million deaths because of 
tobacco use, and this rate is expected to step up to 8 million deaths in 2030 by virtue of smoking-related health 
complications. Furthermore, it is pathetic to know that almost more than 23% of high school students use tobacco, 
which if continued at the current rate; about 5.6 million teenagers would be vulnerable to death as mentioned by 
the World Health Organization. On the other hand, smokers do not only harm themselves but also increase the inci-
dence of pneumonia, asthma, and bronchitis for passive smokers, which by the way contribute to the development 
of lung cancer and cardiovascular diseases. Moreover, infant death syndrome and slow-growing lung cancer are pre-
valent in children with continuous exposure to second-hand smoke. These adverse effects emerge from the complex 
mixture of chemicals present in submicron-sized particles suspended in cigarette smoke like carbon monoxide, 
benzene, nitrogen oxides, and other gases. Thus, it seems that tobacco smoking has been spreading worldwide as an 
epidemic with devastating lethal disorders represented in diverse pulmonary, neurological, and cardiovascular-rela-
ted diseases. Wherefore, this paper discusses the harmful effects of tobacco smoke on human health in accordance 
with the modern advanced genetic technologies used in exploratory investigations for the relation between smoking 
and the emergence of human diseases.
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Aspectos médicos de los efectos adversos del humo del tabaco  
y la salud humana

Resumen

Según los Centros para el control y la prevención de enfermedades, la tasa anual de muertes a causa del consumo 
de tabaco es de 7 millones y se espera que esta tasa aumente a 8 millones en 2030. Además, es lamentable sa-
ber que cerca del 23% de los estudiantes de secundaria consumen tabaco y que si esto continúa al ritmo actual, 
aproximadamente 5.6 millones de adolescentes serían vulnerables a la muerte, según lo menciona la Organización 
Mundial de la Salud. Los fumadores no solo se causan daño a sí mismos sino que también aumentan la inciden-
cia de neumonía, asma y bronquitis para los fumadores pasivos, y contribuyen al desarrollo de cáncer de pulmón 
y enfermedades cardiovasculares. Además, el síndrome de muerte infantil y el cáncer de pulmón de crecimiento 
lento son frecuentes en niños con exposición continua al humo de segunda mano. Estos efectos adversos surgen 
de la compleja mezcla de sustancias químicas presentes en partículas de tamaño submicrónico suspendidas en 
el humo del cigarrillo, tales como monóxido de carbono, benceno, óxidos de nitrógeno y otros gases. Así, parece 
que el tabaquismo se ha ido extendiendo a nivel mundial como una epidemia con devastadores trastornos letales 
representados en diversas enfermedades pulmonares, neurológicas y cardiovasculares. Por lo tanto, este artículo 
discute los efectos nocivos del humo del tabaco en la salud humana, de acuerdo con las modernas tecnologías 
genéticas avanzadas utilizadas en investigaciones exploratorias para la relación entre el tabaquismo y la aparición 
de enfermedades humanas.

Palabras clave: humo de cigarrillo; enfermedades cardiovasculares; alteraciones neurológicas; enfermedad pulmo-
nar obstructiva crónica; asma; cáncer de pulmón.

Aspetos médicos dos efeitos adversos da fumaça do tabaco  
e a saúde humana

Resumo

De acordo com os Centros de Controle e Prevenção de Doenças, a taxa anual de mortes por tabagismo é de 7 mil-
hões, e espera-se que essa taxa suba para 8 milhões até 2030. Além disso, é lamentável saber que cerca de 23% dos 
alunos do ensino médio estudantes usam tabaco e que, se continuar no ritmo atual, aproximadamente 5,6 milhões 
de adolescentes estariam vulneráveis ​​à morte, segundo a Organização Mundial da Saúde. Os fumantes não apenas 
prejudicam a si mesmos, mas também aumentam a incidência de pneumonia, asma e bronquite para fumantes 
passivos e contribuem para o desenvolvimento de câncer de pulmão e doenças cardiovasculares. Além disso, a 
síndrome da morte infantil e o câncer de pulmão de crescimento lento são comuns em crianças com exposição 
contínua ao fumo passivo. Esses efeitos adversos surgem da complexa mistura de produtos químicos presentes em 
partículas submicrométricas suspensas na fumaça do cigarro, como monóxido de carbono, benzeno, óxidos de 
nitrogênio e outros gases. Assim, parece que o tabagismo vem se espalhando mundialmente como uma epidemia 
com desordens letais devastadoras representadas em várias doenças pulmonares, neurológicas e cardiovasculares. 
Portanto, este artigo discute os efeitos nocivos da fumaça do tabaco na saúde humana, de acordo com as modernas 
tecnologias genéticas avançadas utilizadas em pesquisas exploratórias para a relação entre o tabagismo e a ocorrên-
cia de doenças humanas.

Palavras-chave: fumaça de cigarro; doenças cardiovasculares; problemas neurológicos; doença pulmonar obstrutiva 
crônica; asma; cancer de pulmão.
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Introduction
As per statistical findings gathered from different countries, the number of smokers 
globally is thought to be over 1.1 billion; 200 million are women while the rest are men. 
In addition, it is gauged that men outnumber women by a ratio of 2:1 in wealthy coun-
tries whereas 7:1 in underdeveloped ones [1]. Although the number of smokers in the 
U.S. declined relatively since 1967, cigarette manufacturing is still at a consistent rate 
to fulfill the burgeoning export needs brought on by the rising tobacco consumption 
in the rest of the globe, particularly in far eastern Asia [1, 2]. There is enough eviden-
ce to show that cigarette smoke is an extremely complex combination of around 4790 
distinct components, and about 100 of them are recognized as mutagens and carcino-
gens. In addition to the inclusion of gases, this combination also comprises around 10 
different-sized particles per milliliter of mainstream (MS) smoke, alongside hydrogen 
cyanide (HCN), which has a deleterious impact on the respiratory tract and causes ner-
ve damage in cigarette smokers with ophthalmic neuropathy [3]. Additionally, smoke’s 
oxidation-reduction state is central as oxidants affect how cholesterol-filled plaques in 
the coronary arteries can mature. Since they are thought to be responsible for addiction, 
smoking behavior, and quitting, tobacco alkaloids have received more attention due to 
their pharmacological action, which has been a subject of extensive research for se-
veral years [4]. It is also observable that rather than being caused by the impacts of a 
single component of smoke, the health effects of this lethal combination are more likely 
to be caused by the cumulative impact of these chemicals through a number of synchro-
nized processes. According to laboratory studies in Europe, MS and side-stream (SS) 
cigarette smoke include both long- and short-lived radicals that are linked to a number 
of smoking-related diseases [5, 6].

Other studies in 2005 have shown that smoking has contributed to 12.5 million deaths 
in the U.S. since 1965, costing the country over $167.8 billion annually. Unfortunately, 
It is anticipated that in the next 20 to 30 years, tobacco-related illnesses will become a 
global epidemic in a number of nations based on consumption and disease prevalence 
patterns [7]. Likewise, tobacco-related mortality is expected to almost triple globally in 
the next 15 to 20 years, where almost every day, 2730 individuals in the U.S. die from 
cardiovascular-related disorders, which have intensified fourfold because of smoking, 
equating to one death every 31 seconds [8]. In developed nations, smoking is already 
the leading cause of adult mortality, and that tobacco usage is anticipated to surpass 
all other causes of death during the next several decades. Unluckily, the worst is yet to 
come for most nations, according to predictions, since there will be around 10 million 
tobacco-related fatalities annually by the time today’s youthful smokers reach middle 
or old age [9]. Contrary to popular belief, nonsmokers live longer and die of cancer at 
a slower rate than smokers. So that, the paper spots the light on the lethal effects that 
could emerge from both SS and MS smoke.

Pulmonary Diseases
The etiology of numerous forms of lung illnesses has been related to smoking, howe-
ver, nonsmokers exposed to ambient tobacco smoke experience fluctuations in lung 
functions. Where passive smoking is substantially related to nocturnal chest tightness 
and dyspnea, breathing difficulty after exertion, and enhanced bronchial reactivity, as 
indicated by epidemiological research done in Europe involving 7861 teenagers [10, 
11]. Furthermore, the abnormalities in the pulmonary structures and functions which are 
subsidized by cigarette smoke, define chronic obstructive pulmonary disease (COPD) 
by meddling with the capacity of airway epithelial cells to promote healing processes. 
Recent studies have shown that acrolein and acetaldehyde, two volatile constituents 
present in cigarette smoke extract (CSE), are capable of preventing human airway epi-
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thelial cells from chemotactic movements, multiplication, and abridgment in 3-D colla-
gen gels that portray the remodeling of the extracellular matrix [12]. On the contrary, 
although they showed no action towards multiplication and abridgment, the non-volatile 
constituents hindered chemotactic movements. These two findings imply that tobacco 
use might be one of the factors that promote architectural alterations in the airways alig-
ned in COPD [13]. The two forms of COPD, emphysema, and bronchitis, are considered 
the most significant reasons for illness and death, especially in the U.S, where there are 
2.4 and 13.2 million adults affected with emphysema and bronchitis respectively, as 
indicated by the latest estimates. In fact, there are multiple causes aside from cigarette 
smoking like infectious and allergic disorders, genetic backgrounds, and pollution for 
the emergence of COPD. By now, it is justified why smokers have greater rates of CO-
PD-related deaths [14, 15].

Also, among the drawbacks of smoking, is that it reduces the lungs’ surfactant, which 
functions mainly to increase the alveolar surface area. In addition to the abnormal ex-
tension of alveoli, prolonged cigarette smoke is found to cause rats’ hypertrophic type 
2 cells [16]. Conversely, other researchers have found that the proportion of phospholi-
pids in the lung’s airway, is mostly the same in non-smokers and smokers. Briefly, these 
conflicts indicate that as a consequence of smoke’s dissimilar composition, cigarette 
smoke has complicated impacts on cells that produce surfactant and surfactant con-
centration. So that, the paper spots the light on the lethal effects that could emerge 
from both SS and MS smoke [17]. In 2003, a group of biochemistry researchers in the 
U.S performed research trials on guinea pigs once exposed to whether passive or di-
rect cigarette smoke. They found out that there is extensive damage in the pigs’ lungs 
mediated by free radicals and the anesthetization of Beta-Adreno-receptors in alveolar 
type-2 cells. Considering that surfactant production is intervened via the catecholamine 
present on particular Beta-Adreno-receptors in the lungs, that is why there is a consi-
derable decrease in surfactant emanation once upon smoke exposure [18, 19]. Another 
recent study on the same kind of pigs has shown that there is a considerable upsurge 
in the amount of phospholipid-binding protein (PLBP) in the alveolar type-2 cells after 
they are subjected to cigarette smoke, while it is yet unclear exactly how smoking brings 
about this alteration [20].

Asthma
There is a strong consensus that cigarette smoke has negative impacts on asthma, whe-
re its risk is exaggerated in the case of children who get exposed to SS smoke or what 
is known as environmental tobacco smoke (ETS), particularly through parental smoking. 
Furthermore, patients with asthma and other chronic diseases are prone to deteriorated 
lung functions, more oppressive symptoms, and thus an impoverished quality of life in 
case of their exposure to ETS smoke [21]. Recently, it has been shown that active smo-
king is not considered to be a substantial risk factor for asthma, but it is linked to worse-
ned results in terms of lung function disturbances and asthma-related fatality. Therefore, 
taking into account the current understanding, it appears to be critical to advise asthma 
sufferers not to smoke [22]. A Swedish study was undertaken to determine if children in 
a metropolitan population who get exposed to ETS are affected with asthma and other 
lower airway irritants (LAWI) when becoming adults? Unfortunately, the answer to this 
question was “YES”, they have found that adults who were exposed to ETS when they 
were children, increased the incidence of asthma among them even those who had ne-
ver smoked a cigarette [23, 24]. Also, after ETS was discovered to be a significant LAWI, 
it has been noted that those children are more prone to start smoking at an older age. 
Studies have demonstrated that spouses who are married to non-smokers, excrete 3 
times less urinary cotinine than the amount of those parents who are married to smokers. 
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Accordingly, skin test hyper-reactivity to asthmatics and aeroallergens, is more common 
in children whose parents are smokers, in addition to lung function impairment in those 
children as well [25].

Although there is a proven correlation between smoking and COPD emergence, the-
re is a debate regarding how exposure to ETS may exacerbate it. Despite the presence 
of ciliated pseudostratified columnar epithelium lining the respiratory tract and acting as 
a pillar to prevent contaminants from diffusing into the lungs, allergens whether mite or 
occupational ones, can induce airway hyper-reactivity which is made worse by cigarette 
smoke and other prevalent air pollutants [26]. Besides, a direct relationship between 
smoking and β-2-adrenergic receptor gene polymorphism in the presence of asthma 
has been proven. Also, it is noteworthy that a population-based study done in Germany 
discovered that cigarette smoke causes higher respiratory issues in women than in men.

Cardiovascular Diseases
Numerous cardiovascular illnesses, including myocardial infarction, coronary heart disea-
se, type 2 diabetes mellitus, hypertension, poor cardiopulmonary function, and reduced 
exercise tolerance have been linked to smoking [27]. Free radicals inhaled with smoking 
and the elevated amounts of reactive oxygen derivatives produced in smokers’ lungs by 
phagocytes are likely to reach the circulation, alter the blood’s antioxidant enzyme acti-
vities, and ultimately lead to cardiovascular issues. Smoking’s effects on the activity of 
antioxidant enzymes are debatable, though [28]. According to studies, smoking reduces 
the antioxidant activity in smokers’ serum and causes an increase in hemoglobin and 
ceruloplasmin levels but has little to no influence on the antioxidant enzyme activities in 
smokers’ blood [29, 30]. Additionally, it was discovered that smokers’ alveolar macropha-
ges contain higher levels of iron and ferritin. It is possible that changes in iron metabolism 
brought on by smoking will increase the amount of iron that is available for oxidative reac-
tions and reduce the serum antioxidant activity of smokers [31]. In experiments on animals 
using the guinea pig as a model, both direct and passive smoking caused an increase in 
the activity of superoxide dismutase, a decrease in the activities of glutathione peroxidase 
and NADPH-producing enzymes, and no change in the activity of catalase in erythrocytes 
[32]. Smoking has been demonstrated to lower men’s serum bilirubin concentrations in 
an epidemiological study conducted in Belgium. Poorer levels of bilirubin in smokers may 
be related to lower antioxidant activity because endogenous blood bilirubin is known to 
have antioxidant activity [33]. Environmental-tobacco-smoking is a significant contributor 
to the development of cardiovascular illnesses. Children exposed to passive smoking 
have harm to their endothelial blood vessel cells as early as their first month of birth, and 
these flaws can be seen in the first ten years of life. ETS increases the thickness of the 
vessel wall over a period of more than ten years, which alters the intima/media ratio [34]. 
Furthermore, smoking has been linked to serious negative effects on cardiac function and 
exercise tolerance, especially in children.

Atherosclerosis –the accumulation of fats and cholesterol on arterial walls- is one 
of the leading factors for the continuous increase in mortality rate as a reason for car-
diovascular disorders. Where the process of atherosclerotic plaque formation known 
as atherogenesis, is the primary causative agent of CAD [35]. Furthermore, it is worth 
mentioning that cigarette smoke helps to build and promote atherogenesis both indivi-
dually and in concert with other adverse outcomes including hyperlipidemia and hyper-
tension. Several studies have demonstrated that the likelihood of developing Coronary 
artery disease rises with daily cigarette use, lifetime smoking years, and age of starting 
tobacco smoking, demonstrating a direct relation between smoking dose and dete-
rioration of human health [36, 37]. The processes through which smoking affects the 
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onset and advancement of atherosclerosis are not fully adequately documented, but 
newfangled research indicates that smoking has a negative impact on the activities of 
smooth muscle cells and endothelial cells, in addition to the disruption of thrombotic 
processes caused by tobacco smoke [38]. Three separate investigations conducted 
on 3 different continents using contemporary ultrasonography technology have shown 
that both SS and MS smoke causes a notable handicapped endothelium-dependent 
vasoregulation and by the way, may affect nitric oxide (NO) synthase on endothelial 
cells negatively [38, 39]. On the other hand, those who were second-hand smokers and 
avoided smoke-contaminated surroundings, have demonstrated that endothelial func-
tion has been recovered to some extent.

Recent findings have approved that genetic mutations in the endothelium nitric oxi-
de-synthase gene were found to be related to smokers’ increased risk of developing co-
ronary artery disease. Also, researchers contend that tobacco smoke intertwines with the 
metabolism of C6H14N4O2 and NO, thus reducing NO synthesis [40]. Moreover, it has 
been observed that tobacco smoke exposure stimulates leukocytes and endothelium atta-
chment, in addition, it upregulates the production of adhesion molecules and endothelial 
cells. Meanwhile, the activation of a particular adhesion molecule is decided in vivo, and 
it is unclear how these different events are related to one another [41]. Likewise, it is well 
understood that cigarette smoke exposure causes the body to experience more produc-
tion of free radicals through a number of processes, including the reduction of plasma 
antioxidants like α-tocopherol. In addition, the significance of oxidative stress in enhan-
cing leukocyte-endothelial interactions that increase before the onset of arteriosclerosis in 
smokers has been investigated in at least three research projects [42]. On the contrary, it 
is been approved that smokers who consume large amounts of antioxidants have less of 
their monocytes’ ability to adhere to endothelial cell walls.

Other trials have been performed by collecting serum samples from adolescent 
smokers after and before every oral dose of C6H14N4O2 and Vit. C, where these sam-
ples were examined for their ability to enhance human monocyte’s adhesion to human 
umbilical vein endothelial cells’ monolayers [43]. It was demonstrated that whereas oral 
C6H14N4O2 reduced this leukocyte adhesion, Vit. C supplements had no such effect, 
which means that, at least in the beginning, Nitric Oxide’ levels might have a role in the 
interactions between leukocytes and endothelial cells brought on by tobacco smoke [44]. 
Moreover, it is found that second-hand smokers have larger volumes of 8-OHdG and F2-
isoPs which are oxidized DNA and arachidonic acid products respectively. Other findings 
revealed that there is a large number of auto-antibodies against oxidized LDL, which is 
a key risk factor for the development of atherosclerosis, in tobacco smokers [45]. Howe-
ver, these LDL autoantibodies are discovered to be reduced significantly once adding 
C29H50O2 -a lipid-soluble antioxidant- to one’s diet. Additionally, it was shown that con-
suming a combination of antioxidants increased smokers’ LDL’s resistance to oxidati-
ve reconfiguration and decreased the serum concentration of 8-OHdG in second-hand 
smokers [46]. As a result, this research work has discovered novel, more precise indica-
tors of oxidative stress which could be employed as biological diagnostics of oxidant da-
mage and exploited to design nutritional and pharmaceutical therapies against the illness’ 
onset. There have been very few investigations on the cardiovascular consequences of 
cigarette smoke in experimental mice models; yet, these studies in animals are required 
to define the part played by various pathways in increasing atherosclerotic disease and to 
design effective therapies [47, 48].
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Neurological Disorders
As part of the 1996 Finnish Health Care Survey, 5994 non-institutionalized Finns between 
the ages of 15 and 75 were chosen at random and interviewed. This study looked into 
the relationships between major depressive episodes and drinking alcohol and smoking 
cigarettes [49]. According to the poll, drinking too much alcohol and smoking cigaret-
tes are significant risk factors for depressive episodes. Smoking had a higher negative 
effect on this population. An outpatient psychiatric center’s retrospective examination of 
934 individuals reveals a high correlation between smoking and mental health issues. 
Smoking was finally acknowledged as a risk factor for ischemic stroke at the end of the 
1980s [50]. More recently, the effects of smoking on Parkinson’s disease and Alzhei-
mer’s disease have been investigated. Numerous epidemiological studies have disco-
vered a very strong link between smoking and these two neurogenerative diseases. The 
risk of Parkinson’s disease and Alzheimer’s disease has typically been about twice as 
high in nonsmokers as it is in smokers [51]. This has been interpreted as indicating that 
smoking has an ill-defined, biological effect that protects the brain from the onset of 
Parkinson’s disease and Alzheimer’s disease. Numerous epidemiological studies have 
shown how smoking has a protective impact against Parkinson’s disease, however, the-
re have been inconsistent findings regarding how smoking affects Alzheimer’s disease. 
Cohort and case-control studies yield contradictory findings about the direction of the 
link between smoking and Alzheimer’s disease [52]. This disparity may be partially exp-
lained by survival bias and other case-control study methodological issues.

Lung Cancer
Structured and non-structural defensive mechanisms are present in healthy lungs to 
thwart the effects of potentially harmful chemicals in the inhaled air. The structural de-
fenses can be changed by illness or dietary deficiencies, which can also start a vicious 
cycle that leads to first lung damage [53]. For instance, it has been demonstrated that 
singlet molecular oxygen is produced in biological systems in response to environmen-
tal damage and is capable of harming proteins, lipids, and DNA. Superoxide dismutase, 
glutathione peroxidase, glutathione-S-transferase, and reduced glutathione are compo-
nents of the non-structural or biochemical defense system that shield the lung against 
reactive metabolites and harmful oxygen species produced by the pulmonary metabo-
lism of foreign substances [54, 55]. Smoke activates these metabolic defenses and is 
thought to have a role in lung cancer. Meanwhile, it has been demonstrated that vitamin 
A intake is negatively correlated with lung cancer rates. Additionally, studies have alre-
ady confirmed that vitamin A guards against lung malignancies linked to tobacco use.

By the end of the 20th century, tobacco-related lung cancer—once thought to be a 
rare disease in the 19th—had become the most aggressive and deadly cause of cancer 
mortality [56]. Because the majority of tobacco-related disease is characterized by long-
term cumulative harm or change, the disease consequence of smoking affects the elderly 
disproportionately. Cigarette smoking is the most potent risk factor for lung cancer in 
women, according to a Polish study. Small cell carcinoma and squamous cell carcinoma 
showed the largest effects of this component [57]. Additionally, it has been shown that 
exposure to passive smoking while still a child and before the age of 18 dramatically rai-
sed the risk of developing squamous cell carcinoma, small cell carcinoma, and cancers 
of all cell types. Adenocarcinoma also showed a comparable effect [58, 59]. According 
to a New South Wales epidemiological study, nonsmokers exposed to ETS had a higher 
risk of developing lung cancer. The increased risk of lung cancer linked to ETS has been 
confirmed by numerous other investigations. 
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Additionally, tobacco smoke is a known human carcinogen that contains more than 
50 different carcinogens, with polycyclic aromatic hydrocarbons (PAHs) and tobac-
co-specific nitrosamines ranking among the most dangerous of them (TSNs) [60]. Tar 
and nicotine concentrations in cigarettes have declined during the past 40 years, along 
with the concentration of PAHs; nevertheless, TSN concentrations have gone up. The 
quantity of cigarettes smoked each day, the kind of cigarette, smoking topography, 
carcinogen metabolism, and DNA repair are some of the elements that affect the bio-
logically effective dose of carcinogens [61]. Numerous studies have demonstrated a 
link between tobacco smoke exposure, the development of carcinogen-DNA adducts, 
tumor-specific mutations, and the chance of developing cancer.

Environmental Tobacco Smoke
Although it is commonly understood that tobacco smoke has direct devastating con-
sequences on human health, composed of multiple carcinogens and that it is proven 
to be one of the main causative agents for lung cancer and COPD, however, these re-
percussions are accepted for active smokers but not for those who get exposed to ETS 
unintentionally [62]. In the last five years, data have been gathered about the causative 
agents for pulmonary disorders, and for non-smokers, it is found that ETS is the principal 
contributor to toxins exposure through breathing. In spite of the current several prohi-
bitions and the sporadic reporting on its effects on non-smokers, tobacco smoking is 
still prevalent in public places [63]. Nowadays, ETS is considered a serious risk for the 
emergence of cardiovascular and pulmonary disorders in passive smokers, after it was 
given slight alertness until 1990. Furthermore, in comparison to non-smoking parents, 
lung malfunction, longer bedtime, and more hospitalization are ubiquitous among chil-
dren of smoking parents because of their repetitive exposure to ETS [63, 64]. Those who 
are aged between 16 and 66, are also thought to develop atherosclerosis as indicated 
by extensive research estimating the quantitative risk of developing atherosclerosis in 
11,000 adults by assessing the intimal-medial cross-sectional area of the carotid artery. 
Where the results of this study were an increase of 51%, 21%, and 26% for ongoing, 
passive, and former smokers respectively over non-smokers in the emergence of athe-
rosclerosis once exposed to any type of tobacco smoke [64].

As per a retrospective analysis of 19 epidemiological studies, there is an elevated 
ratio of coronary artery disease’ risk factors for those who are in continuous exposure to 
ETS, where risks are more serious with women [65]. Additionally, researchers discove-
red a substantial dose-response correlation between passive smokers’ risk of develo-
ping coronary artery disease and the intensity of smoke exposure. Despite the ongoing 
controversy regarding ETS exposure and tobacco smoke-related malignancies, there is 
a compelling case for starting experimental investigations to support human data and 
uncover pathophysiology [65]. Accordingly, more countries are putting more restric-
tions that limit active smoking within popular areas aiming to decrease environmental 
tobacco smoke and thus the related pathological disorders in second-hand smokers.

Concluding Remarks for Tobacco Smoking Future Research
The Comprehensive epidemiological investigations supplemented with precise molecu-
lar genotyping of distinct populations are expected to yield the greatest benefits. Where 
this kind of study help reassess the pervasiveness of tobacco smoking and pinpoint the 
precise nature of tobacco-related disorders’ recurrence, the involvement of contributing 
variables like nutritional status, exposure to other narcotics, and the genetic make-up of 
population subgroups vulnerable to substantial risk. Moreover, to inspect smokers and 
nonsmokers for a range of health issues, several molecular and biochemical diagnostics 
will need to be used. Analyzing the findings from these surveys, will assist clarify corre-
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lations between various epidemiological metrics and help discover the key interacting 
variables for diverse health concerns. Therefore, to carry out these integrated human 
investigations in fields and laboratories, it would seem necessary to put together teams 
of interdisciplinary researchers, specialists, and scholars. On the other hand, it is diffi-
cult to carry out such prosecutions due to the constraints of resources and conflicting 
demands for research funding, as such research work and investigations would requi-
re generous funding, investment of time, and resources in order to procure valuable 
records and data. Thus, the other best course of action for smoking and health pro-
grammes is probably experimental investigations with animal models utilizing inhalation 
exposure to entire smoke rather than particular smoke components. 

The population-based epidemiological studies discussed in the present review have 
uncovered a number of genes that seem to have a distinctive role in a variety of tobac-
co-related disorders, including malignancies in particular. Where it has been challen-
ging to precisely determine the role of several putative genes in tobacco tumorigenesis 
as it has been complicated to manage all the varied parameters in human studies. It is 
preferable to exploit the presence of variegation of transgenic experimental animals as 
an initiative and use them to perform tentative trials targeting tobacco smoke-related 
health disorders and thus the ascertained data to be used in finding out the relation of 
distinct genes in the pathophysiology of these disorders, explicate the process throu-
gh which these diseases develop and discover different agents with pharmacological 
preventative potential. Focusing on investigations of the in vivo consequences of inha-
led entire cigarette smoke in experimental animals with known unique genetic makeup 
might help future research in the domain of tobacco use and health. In addition, the 
knowledge gleaned from human molecular epidemiology research would need to be 
carefully taken into account when choosing the genetic make-up. As previously mentio-
ned, a number of genes have a significant impact on the emergence of disorders linked 
to smoking. In this perspective, there are currently a large number of relevant recombi-
nant and knock-out animals that may be utilized to analyze tobacco-related disorders.
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