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ABSTRACT

Background: In rural Senegal, biomass fuels are the main and often the only source of domestic energy for cooking. 
Their combustion is a source of particles and many other chemical contaminants that could alter cardiovascular function. 
Aims and Objectives: The aim of our study was to assess the effects of exposure to biomass fumes on vascular function 
in non-smoking women in rural Senegal. Materials and Methods: We conducted a cross-sectional 8-month study of 64 
women (32 exposed to biomass smoke and 32 unexposed controls) who were active or housewives and involved in cooking. 
The subjects were aged 33.56 ± 9.34 years and 30.22 ± 6 years, respectively. All the women received a questionnaire with 
questions on sociodemographic characteristics, habitat characteristics, cooking habits, and biomass exposure conditions. 
Flow-mediated brachial arterial vasodilation flow-mediated dilatation (FMD) expressed as a percentage of the diameter 
was measured basally at rest and post-compression at 5, 30, 60, 90, and 120 s and 10 min after deflation. Results: All 
participants were non-smokers. 12.5% of subjects used gas in addition to biomass. Seniority was 18. 90 ± 10 years, with a 
mean daily biomass exposure of 4 ± 1 h. The analysis of cardiovascular parameters and blood sugar found no significant 
difference between the two groups. Kinetic FMD comparisons between the two groups showed significant differences at 
points 60 and 90 s 10 min post-occlusion. A negative correlation was found between FMD at 90 s after deflation and the 
duration of exposure in exposed women (r = 0.44 P < 0.05). Conclusion: Our results showed that exposure to biomass is 
implicated in the appearance of vascular dysfunction in non-smoking women.
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INTRODUCTION

Modernization in developed countries has been accompanied 
by a shift in fuels and from biomass to petroleum derivatives 
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and electricity. In developing countries, although there are 
cleaner and more sophisticated fuels, primary biofuels are 
used on a large scale. One-third of people living in rural 
communities in developing countries use biomass as their 
sole source of energy.[1,2] In Senegal, women living in a rural 
environment use fuels from biomass: Cow dung, mainly from 
domestic animals, especially the cow. Air pollution from the 
combustion of biomass is considered an important risk factor 
for respiratory human health since it is responsible for about 1.6 
million premature deaths worldwide.[3] Raw materials of these 
fuels are burnt in open fires and inefficient stoves. As a result 
of incomplete combustion, small suspended particles of <2.5 
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μm emerge in the domestic environment particulate matter2.5 
(PM2.5) and/or <10 µm (PM10).[4] Such combustions form 
complex and very heterogeneous mixtures with many other 
pollutants such as polycyclic organic compounds and gases 
such as carbon monoxide and formaldehyde, a major source 
of air pollution inside homes.[5,6] Chronic exposure to fine 
particles could contribute to the onset of atherosclerosis, 
high blood pressure and type 2 diabetes[7] and is associated 
with increased risk of adverse cardiovascular outcomes[8-11] 
resulting in reduced life expectancy.[12] The objective of our 
study is to evaluate the effects of exposure to biomass fumes 
on vascular function in rural non-smoking women in Senegal 
by a comparative study.

MATERIALS AND METHODS

Participants

The protocol of the study was approved by the Ethics 
Committee of the University of Thies. We conducted a 
cross-sectional study conducted over 8 months between July 
2017 and February 2018 among 64 premenopausal African 
women, non-smokers (32 exposed to biomass smoke and 32 
unexposed controls), and living in the villages of the region 
of Thies. These were housewives, implicated in cooking. 
The exposed group consisted of women exposed to biomass 
smoke. These subjects used cow dung as the main source 
of domestic energy for cooking. During the 3-month rainy 
season, these women used wood instead of dried dung. The 
control group included 32 women not exposed to biomass 
inhalation products. They were from the same village as 
the women exposed but reside in urban areas due to their 
professional activities. There was no polluting industry 
around the study area. Oral consent was obtained from all 
participants. All the women had an anonymous questionnaire 
that included sociodemographic, habitat, cooking habits, and 
biomass exposure conditions: Number of hours of exposure 
per day, number of years of exposure, and persisting exposure 
at the time of the survey or not.

Exclusion criteria were pregnancy, active and passive 
smoking, and chronic diseases such as diabetes and high 
blood pressure.

Anthropometric, Biochemical, and Cardiovascular 
Parameters

Body weight and height were measured, and body mass 
index (BMI) was calculated dividing weight in kilograms by 
height in meters squared (kg/m2). Systolic and diastolic blood 
pressure (DBP) was manually measured in the left arm using 
a manual sphygmomanometer in standardized position and 
after 30 min of rest. Biochemical parameters such as plasma 
lipids total cholesterol, triglycerides, high-density lipoprotein 
(HDL), and low-density lipoprotein (LDL), cholesterol, and 
glycemia were evaluated using standard enzymatic methods.

FMD

Flow-mediated dilatation (FMD) of the brachial artery was 
measured by the same experienced cardiologist and by 
ultrasound according to the guidelines described by Corretti 
et al.[13] Brachial artery ultrasonography was performed after 
resting in the supine position for 15 min and the fasting state. 
All participants refrained from drinking beverages containing 
caffeine or alcohol for 12 h before the examination and were 
also advised not to take antihypertensive or vasodilator drugs 
the day of examination. Patients were examined in a quiet 
and temperature-controlled room (25°C). The right arm was 
extended and immobilized with an angle of ~60° from the 
trunk of the body. A 10-MHZ linear transducer connected to 
an ultrasound device (sonoline G50; siemens) was placed on 
the brachial artery at 1–2 cm proximal to the elbow joint. After 
scanning the baseline artery diameter, the cuff was rapidly 
inflated to 50 mm Hg above systolic blood pressure (SBP) 
and kept for 5 min. By rapid deflation of the cuff, reactive 
hyperemia was induced and scanning was performed at 5, 
30, 60, 90, and 120 s and 10 min after cuff deflation to obtain 
the FMD, expressed in percentage of the baseline diameter 
(%FMD). Due to limited technical (software) resources, we 
were not able to capture the diameter continuously. FMD 
was measured in duplicate for each patient with at least 1h 
in resting condition between the two measurements, and the 
mean of the two FMD values was calculated. A difference 
of <10% between the two measurements was considered 
as acceptable. The cardiologist who performed FMD was 
blinded to the diagnostic of the patient.

Statistical Analysis

Data collection was made from individual forms of collection 
and input using Excel 2013. The statistical analysis was 
performed using the STATA software version 11.0. The results 
were expressed in mean standard deviation and percentage. 
Pearson correlation test was used in looking for links between 
parameters. The threshold of significance was set at P < 0.05.

RESULTS

Our results showed that there is no significant statistical 
difference between the two groups regarding age and 
BMI [Table 1]. The average age of subjects exposed and 
unexposed to biomass smoke was 33.56 ± 9 years and 30.22 
± 6 years, respectively. In the exposed group, the average 
duration of exposure to biomass was 18 years with extremes 
ranging from 4 to 33 years. The biomass most frequently used 
by the exposed population in culinary activities was dominated 
by the combination of cow dung and wood 87.5%. The wood 
is being used only during the rainy season. In contrast, 12% of 
the subjects used butane gas in addition to these two solid fuels.

The type of kitchen used was for the most part of the closed type 
absolutely without a chimney or without window [Figure 1].
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There was no difference between the two groups of lipid 
profile total cholesterol, triglycerides, HDL, and LDL 
cholesterol [Table 2]. The same observation was made for the 
plasma glucose and cardiovascular parameters no difference 
for systolic and diastolic pressures [Table 2].

At rest, with basic conditions we noted in Figure 2 slight 
vasodilatation in subjects exposed to biomass compared to the 
controls. However, the kinetics of FMD in the different times 
(5 s, 30 s, 60 s, 90 s, and 120 s and 10 min after deflation) between 
the two groups showed a significant decrease in vasodilation in 
subjects exposed to biomass compared to controls at different 
points, at 60 s (P = 0.007) and 90 s (P = 0.005), and 10 min 
(P = 0.003) after deflation. A negative correlation [Figure 3] 
was found between FMD at 90 s after deflation and the duration 
of exposure in exposed women (r = 0.44 P < 0.05).

DISCUSSION

Biomass combustion produces relatively high amounts of 
suspended PM. The dramatic increase in suspended PM results 
from the production, by incomplete combustion of a mixture of 
soot and hydrocarbons which are creosote and tar. Almost all 
of these particles are <3 μm in diameter and can be considered 
inhalable that is to say capable to penetrate deeply the lungs.

Chronic exposure to biomass causes vascular/endothelial 
dysfunction. Our results show globally that the women 

Table 1: Characteristics of the population
Characteristics Exposed women n=32 Women checks n=32 P‑value
Age (years) 33.56±9 30.22±6 0.08
BMI (kg/m²) 21.37±7.79 23.05±4.08 0.39
Duration of exposure to biomass (years) 18.90±10 NA P<0.05
Number of hours of exposure per day 4±1 NA P<0.05
Cow dung+wood 87.5 NA P<0.05
Cow dung+wood+gas 12.5 NA P<0.05

BMI: Body mass index, NA: Not applicable

Table 2: Cardiovascular and biochemical parameters of 
subjects exposed to biomass and checks women

Parameters Exposed 
women n=32

Women 
checks n=32

P‑value

SBP (mmHg) 126.40±19.90 117.72±7.97 0.06
DBP (mmHg) 80.77±7.98 74.15±6.8 0.31
Glycaemia (g/l) 1,87±1.19 0.91±0.31 0.07
Total cholesterol (g/l) 1.62±0.41 1.75±0.33 0.24
LDL cholesterol (g/l) 1.24±0.39 1.31±0.41 0.07
HDL cholesterol (g/l) 0.54±0.16 0.80±0.65 0.20
Triglycerides (g/l) 0.51±0.24 0.47±0.16 1.00

DBP: Diastolic blood pressure, SBP: Systolic blood pressure, 
LDL: Low density lipoprotein, HDL: High density lipoprotein

Figure 1: Type of cuisine

Figure 2: Comparison of the kinetics of the flow-mediated 
dilatation of the two groups

Figure 3: Correlation between flow-mediated dilatation 90s and the 
duration of exposure



Mbengue et al.� Respiratory function and air pollution

1683	 National Journal of Physiology, Pharmacy and Pharmacology  2018 | Vol 8 | Issue 12

exposed to this biomass have abnormal FMD kinetics 
compared to those that have not been exposed. Furthermore, 
our results suggest that the vascular dysfunction observed 
in these women is associated primarily to exposure to 
biomasses, which has the capacity to carry on their surfaces, 
toxic chemicals in certain cases (benzopyrenes) and by their 
small size, allowing them to cross the capillary-alveolar 
membrane and to be found in the blood.

The deleterious effects of chronic exposure to biomasses 
on the cardiovascular system are widely suspected in the 
literature.[14] In fact, studies show that long-term exposition 
to biomass is associated with a number cardiovascular risk 
factors such as high blood pressure and diabetes.[7] This leads 
to the development of arteriosclerosis[8,15] and an increase in the 
prevalence of cardiovascular morbidity and mortality.[10,11] The 
cardiovascular profile between the two groups was statistically 
similar (SBP 126.40 ± 19.90 vs. 117.72 ± 7.97 mm Hg and 
[DBP] 80.77 ± 7.9 vs. 74.15 ± 6.8 mm Hg for exposed and 
female controls, respectively). For blood glucose, no significant 
difference was found (1.87 ± 1.15 g/l and 0.91 ± 0.31 g/l for 
exposed and female controls, respectively). Our results point in 
the same direction as those of Buturak et al.[16] who evaluated 
endothelium-dependent vasodilation in individuals exposed to 
biofuels, their results showed significant decrease vasodilation 
compared to controls.

The precise mechanism by which endothelium-dependent 
vasodilation is reduced in individuals who have long-term 
exposure to biomass smoke is unknown,[16] although several 
studies have been conducted to elucidate the possible 
mechanism of cardiovascular damage caused by air pollutants. 
Impairment of endothelial function may result from chronic 
exposure to toxic PM, hydrocarbons, oxygenated organic 
compounds, free radicals,[8,17] carbon monoxide,[18] and 
oxidative stress.[19,20] Vascular oxidative stress is closely 
related to cardiovascular diseases.[21,22] Circulating levels of 
oxidative stress markers such as malondialdehyde,[19] the 
protein carbonyl[20] increases in patients exposed to biomass 
smoke.[19,20] However, the mechanism by which particles 
induce oxidative stress remains undefined. Rongson et al.[23] 
have shown that ultrafine particles (diameter <0.1 μm PFU) 
stimulate superoxide production by endothelial cells in 
part, mediated by the activation of a kinase of the mitogen-
activated protein kinase family which leads to the production 
of reactive oxygen species cellular in cells treated with stress 
stimuli. Superoxide radicals, produced as a result of oxidative 
stress, combine with nitric oxide (NO) to form peroxynitrite, 
reducing the bioavailability of NO. In vascular smooth 
muscle cells, superoxide inhibits the activity of enzymes such 
as guanylyl cyclase[24] and cGMP dependent kinase protein,[25] 
thereby reducing endothelium-induced and NO-dependent 
vasodilatation. Several in vitro studies of cultured cells 
showed that wood smoke increased the expression and 
production of pro-inflammatory cytokines.[26,27] These results 
are in agreement with those of Barregard et al.[28] who 

reported a modest increase in pro-inflammatory mediators 
in subjects exposed to wood smoke. Dutta et al.[29] observed 
an increase of systemic inflammation in women who were 
cooking with biomass fuels, as well as a positive association 
between inflammatory markers and environmental levels of 
PM10 and PM2.5. In fact, exposure to pollution of air by fine 
PM2.5 particles could lead to the release of pro-inflammatory 
cytokines such as interleukin-6 or tumor necrosis factor α 
from alveolar macrophages[30] or peritoneal.[31] This systemic 
inflammation due to the inhalation of fine PM2.5 particles 
alone could contribute to pro-atherogenic changes in the 
vascular wall.[32]

CONCLUSION

Exposure to biomass leads to atmospheric pollution probably 
related to fumes from the combustion of biomass. This 
phenomenon could lead to vascular dysfunction which 
constitutes a major cardiovascular risk factor. These results 
suggest the need to implement programs that will reduce this 
risk of biomass exposure in rural Senegal. Finally, despite 
the limitations of our study, such as sample size, this study 
can be considered as a starting point for further prospective 
studies including larger numbers of individuals and long-term 
follow-up to elucidate the possible links between chronic 
exposure to biomass smoke and vascular function.

REFERENCES

1.	 Shah N, Ramankutty V, Premila PG, Sathy N. Risk factors 
for severe pneumonia in children in South Kerala: A hospital 
based case control study. J Trop Pediatr 1994;40:201-6.

2.	 Liu S, Zhou Y, Wang X, Wang D, Lu J, Zheng J, et al. Biomass 
fuels are the probable risk factor for chronic obstructive 
pulmonary disease in rural south china. Thorax 2007;62:889-97.

3.	 WHO. World Health Organization Indoor Air Quality 
Guidelines: Household Fuel Combustion; 2014.

4.	 Albalak R, Bruce N, McCracken JP, Smith KR, De Gallardo T. 
Indoor respirable particulate matter concentrations from an 
open fire, improved cookstove, and LPG/open fire combination 
in a rural Guatemalan community. Environ Sci Technol 
2001;35:2650-5.

5.	 Viegi G, Simoni M, Scognamiglio A, Baldacci S, Pistelli F, 
Carrozzi L, et al. Indoor air pollution and airway disease. Int J 
Tuberc Lung Dis 2004;8:1401-15.

6.	 World Health Organisation Protection of the Human 
Environment. The Health Effects of Indoor Air Pollution 
Exposure in Developing Countries. Geneva: World Health 
Organisation Protection of the Human Environment; 2002.

7.	 Brook RD, Cakmak S, Turner MC, Brook JR, Crouse DL, 
Peters PA, et al. Long-term fine particulate matter exposure 
and mortality from diabetes in Canada. Diabetes Care 
2013;36:3313-20.

8.	 Miller KA, Siscovick DS, Sheppard L, Shepherd K, 
Sullivan JH, Anderson GL, et al. Long-term exposure to air 
pollution and incidence of cardiovascular events in women. 
N Engl J Med 2007;356:447-58.



Mbengue et al.� Respiratory function and air pollution

	 National Journal of Physiology, Pharmacy and Pharmacology  � 16842018 | Vol 8 | Issue 12

9.	 Kaufman JD, Adar SD, Barr RG, Budoff M, Burke GL, 
Curl CL, et al. Association between air pollution and coronary 
artery calcification within six metropolitan areas in the USA 
(the multi-ethnic study of atherosclerosis and air pollution): 
A longitudinal cohort study. Lancet 2016;388:696-704.

10.	 Pope CA 3rd, Turner MC, Burnett RT, Jerrett M, Gapstur SM, 
Diver WR, et al. Relationships between fine particulate air 
pollution, cardiometabolic disorders, and cardiovascular 
mortality. Circ Res 2015;116:108-15.

11.	 Pope CA 3rd, Burnett RT, Thurston GD, Thun MJ, Calle EE, 
Krewski D, et al. Cardiovascular mortality and long-term 
exposure to particulate air pollution: Epidemiological evidence 
of general pathophysiological pathways of disease. Circulation 
2004;109:71-7.

12.	 Pope CA 3rd, Ezzati M, Dockery DW. Fine-particulate air 
pollution and life expectancy in the United States. N Engl J 
Med 2009;360:376-86.

13.	 Corretti MC, Anderson TJ, Benjamin EJ, Celermajer D, 
Charbonneau F, Creager MA, et al. Guidelines for the 
ultrasound assessment of endothelial-dependent flow-
mediated vasodilation of the brachial artery: A report of the 
international brachial artery reactivity task force. J Am Coll 
Cardiol 2002;39:257-65.

14.	 Xu X, Hu H, Kearney GD, Kan H, Sheps DS. Studying the 
effects of polycyclic aromatic hydrocarbons on peripheral 
arterial disease in the United States. Sci Total Environ 
2013;461-2:341-7.

15.	 Dockery DW, Pope CA 3rd, Xu X, Spengler JD, Ware JH, 
Fay ME, et al. An association between air pollution and 
mortality in six U.S. Cities. N Engl J Med 1993;329:1753-9.

16.	 Buturak A, Genç A, Ulus OS, Duygu E, Okmen AS, Uyarel H, 
et al. Evaluation of the effects of chronic biomass fuel smoke 
exposure on peripheral endothelial functions: An observational 
study. Anadolu Kardiyol Derg 2011;11:492-7.

17.	 Naeher LP, Brauer M, Lipsett M, Zelikoff JT, Simpson CD, 
Koenig JQ, et al. Woodsmoke health effects: A review. Inhal 
Toxicol 2007;19:67-106.

18.	 Davutoglu V, Zengin S, Sari I, Yildirim C, Al B, Yuce M, 
et al. Chronic carbon monoxide exposure is associated with 
the increases in carotid intima-media thickness and C-reactive 
protein level. Tohoku J Exp Med 2009;219:201-6.

19.	 Işik B, Işik RS, Akyildiz L, Topçu F. Does biomass 
exposure affect serum MDA levels in women? Inhal Toxicol 
2005;17:695-7.

20.	 Ceylan E, Kocyigit A, Gencer M, Aksoy N, Selek S. Increased 
DNA damage in patients with chronic obstructive pulmonary 
disease who had once smoked or been exposed to biomass. 
Respir Med 2006;100:1270-6.

21.	 Kurmi OP, Semple S, Simkhada P, Smith WC, Ayres JG. 
COPD and chronic bronchitis risk of indoor air pollution from 
solid fuel: A systematic review and meta-analysis. Thorax 
2010;65:221-8.

22.	 Kim YJ, Jung CY, Shin HW, Lee BK. Biomass smoke induced 
bronchial anthracofibrosis: Presenting features and clinical 
course. Respir Med 2009;103:757-65.

23.	 Li R, Ning Z, Cui J, Khalsa B, Ai L, Takabe W, et al. Ultrafine 
particles from diesel engines induce vascular oxidative stress 
via JNK activation. Free Radic Biol Med 2009;46:775-82.

24.	 Mülsch A, Bauersachs J, Schäfer A, Stasch JP, Kast R, Busse R, 
et al. Effect of YC-1, an NO-independent, superoxide-
sensitive stimulator of soluble guanylyl cyclase, on smooth 
muscle responsiveness to nitrovasodilators. Br J Pharmacol 
1997;120:681-9.

25.	 Oelze M, Mollnau H, Hoffmann N, Warnholtz A, 
Bodenschatz M, Smolenski A, et al. Vasodilator-stimulated 
phosphoprotein serine 239 phosphorylation as a sensitive 
monitor of defective nitric oxide/cGMP signaling and 
endothelial dysfunction. Circ Res 2000;87:999-1005.

26.	 Liu PL, Chen YL, Chen YH, Lin SJ, Kou YR. Wood smoke 
extract induces oxidative stress-mediated caspase-independent 
apoptosis in human lung endothelial cells: Role of AIF and 
endoG. Am J Physiol Lung Cell Mol Physiol 2005;289:L739-49.

27.	 Kocbach A, Namork E, Schwarze PE. Pro-inflammatory 
potential of wood smoke and traffic-derived particles in a 
monocytic cell line. Toxicology 2008;247:123-32.

28.	 Barregard L, Sällsten G, Gustafson P, Andersson L, 
Johansson L, Basu S, et al. Experimental exposure to wood-
smoke particles in healthy humans: Effects on markers of 
inflammation, coagulation, and lipid peroxidation. Inhal 
Toxicol 2006;18:845-53.

29.	 Dutta A, Ray MR, Banerjee A. Systemic inflammatory changes 
and increased oxidative stress in rural Indian women cooking 
with biomass fuels. Toxicol Appl Pharmacol 2012;261:255-62.

30.	 van Eeden SF, Tan WC, Suwa T, Mukae H, Terashima T, 
Fujii T, et al. Cytokines involved in the systemic inflammatory 
response induced by exposure to particulate matter air pollutants 
(PM(10)). Am J Respir Crit Care Med 2001;164:826-30.

31.	 Shoenfelt J, Mitkus RJ, Zeisler R, Spatz RO, Powell J, 
Fenton MJ, et al. Involvement of TLR2 and TLR4 in 
inflammatory immune responses induced by fine and coarse 
ambient air particulate matter. J Leukoc Biol 2009;86:303-12.

32.	 Pope CA 3rd, Bhatnagar A, McCracken JP, Abplanalp W, 
Conklin DJ, O’Toole T, et al. Exposure to fine particulate air 
pollution is associated with endothelial injury and systemic 
inflammation. Circ Res 2016;119:1204-14.

How to cite this article: Mbengue A, Coly MS, Sow AK, 
Houndjo SD, Diaw M, Bèye F, et al. Impact of exposure to 
biomass on the vascular function of Senegalese women. Natl J 
Physiol Pharm Pharmacol 2018;8(12):1680-1684.

Source of Support: Nil, Conflict of Interest: None declared.


