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Introduction
The health of workers is affected by their type of occupa-
tion, and through the ages man has continued to suffer 
from hazardous exposures in the work environment. 
Industrial workers, in particular, are prone to developing 
respiratory complications.1 This is to be expected, because 
the lung, with its extensive surface area, thin alveolar 
epithelium, and high blood flow rate (450 ml/s or 12% 
of the body’s total volume) constitutes an important site 
of contact with the various materials contained in the 
enormous litres of air to which it is exposed daily. Hence, 

Abstract 
This study looked at the prevalence of respiratory 
symptoms and airflow obstruction, and peak expira-
tory flow rate (PEFR) variation between production 
workers and control workers (both inside and outside 
work, linked to the foam-making industry at Onitsha, 
south -east Nigeria. A cross-sectional case control study 
was conducted among 199 randomly selected workers 
from five major foam companies.Subjects were grouped 
into exposed (production workers) and control, and a 
modified structured four-part Guidelines for Health 
Surveillance for Isocyanates questionnaire was admin-
istered. The workers had their PEFR values individually 
assessed during work on Friday and before resumption 
of work the following Monday morning for a period 
of 6 months. A total of 199 subjects were recruited (129 
production workers, 70 control workers). There was a 
higher proportion of respiratory symptoms among the 
exposed group (53%) compared with the controls (34%) 
(p<0.02). It was concluded that airflow obstruction and 
respiratory symptoms are common among workers 
in foam industries exposed to toluene diisocyanate. 

inhalation is by far the commonest route of entry into 
the body of occupational agents. This is why the lung 
is considered the most important organ in occupational 
medicine.2

The effects of exposure of the lung to organic, as well 
as inorganic dusts/chemicals, have been largely studied, 
for example, jute;1 grain, flour, cotton. latex, and tea;3–8 

soap and detergents, wood, and coal;9–15 asbestos, cement, 
aluminium, vinyl chloride, and acid anhydrides;16–20 

amines;21 and diisocyanates.22–26 Many respiratory dis-
eases may be caused or worsened by lung exposure to 
these and some other toxic occupational agents. Asthma, 
however, is the principal cause of respiratory disease 
linked to the work place environment.27, 28

By definition,  occupational asthma (OA) is a disease 
characterised by variable airflow obstruction and air-
way hyper-responsiveness caused by a specific agent 
or process encountered in the work place, (and not to 
stimuli encountered outside the workplace,7,29,30) or the 
presence of respiratory symptoms at work, e.g. symptoms 
of wheezing, cough, dyspnea, and chest tightness that 
resolve after time away from work.31–33

However, despite being a common problem, OA has 
been confirmed to be under-diagnosed and under-
treated.34,35  Foam production involves the use of different 
chemical compounds. These include: toluene diisocya-
nate (TDI), polyethylene, methyline chloride, calcium 
carbonate, silicon, delma, stannous octoate, and water. 

Of these, although only TDI has been reported in the 
literature as a cause of OA, toluene and other isocyanates 
have also been the leading cause of OA for decades.22,23,36

The health effects of exposure of the lung to diiso-
cyanates include difficulty in breathing (dyspnoea), 
wheezing, cough, and chest tightness. Overt exposure, 
can lead to frank OA, hypersensitivity pneumonitis, 
rhinitis, and pharyngitis; in addition conjunctivitis and 
dermatitis, which are non-respiratory conditions, are 
also common.26,37 Wheezing and dyspnoea attributable 
to the air-flow obstruction, the most easily recognised 
presentations of OA, are the hallmark of asthma. These 
symptoms alone, however, are not sufficient to arrive 
at a diagnosis of OA,38 a history of work relatedness is 
important. The diagnosis is thereafter confirmed, usu-
ally by demonstrating significant variability in peak 
expiratory flow (PEF) with temporal association with 
work-place exposure to a suspected agent or process. 
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The identification of the specific causative occupational 
factor, however, is not a sine qua non for arriving at a 
diagnosis of OA.39

Tests involving forced expiration, such as PEF, are 
easily reproductible, and are the most informative tests 
of ventilatory function. 40 Results of PEFR, according to 
Venables and colleagues,43 correlate well with bronchial 
provocation testing, and provide a suitable alternative for 
the diagnosis of occupational asthma. Tests that depend 
on inspiratory flow rates, on the other hand, are hardly 
reproducible because there is no airflow.

A better approach, which is gaining acceptance, is the 
definition of airflow obstruction based on the standard 
deviation (SD) of the estimate obtained in the analysis of 
the population under reference. Those PEFR values that 
fall outside the range in which 95% of the population 
lie (i.e. less than 2 SD below the measured mean values 
for the study population) are judged as depicting the 
presence of airflow obstruction.42–44

With the high rate of industrialisation in developed 
countries of the world the prevalence of OA as expected, 
has been on the increase.45–47 This is also true of developing 
countries, where Kabu and Holgate48 also found a rising 
prevalence. The true prevalence of OA, however, remains 
unknown49 and is difficult to ascertain due to lack of a 
standard definition of asthma and what constitutes work 
relatedness. The difficulty also arises from the variations 
in epidemiology being adopted by the different investiga-
tors.47 Surveillance-based methods, for example, which 
depended on the questionnaire account of wheezing 
only in diagnosis, generally have found the lowest rate 
of prevalence of OA, ranging from 1% to 8% of cases.47

Other types of studies using exposed/unexposed meth-
odology with application of spirometric/PEF indices in 
diagnosis of the variable airflow obstruction, typical of 
asthma, have reported various prevalence figures; for 
example, 10% to 25% of asthma cases have been found 
by such studies to be work related.45,47

The prevalence of OA also varies depending on the 
offending agent and industry at risk. The prevalence of 
occupational asthma due to TDI among 
exposed workers has been reported as 
being between 5% and 30%.9,22,30 

Unlike data obtainable in developed 
countries, there is a paucity of data on 
lung function in Nigeria’s industrial 
workers. There is the need for data on 
the prevalence of airflow obstruction 
linked to the foam-making industry in 
this part of the country; our study is 
intended to generate such data, which 
could then be compared with estimates 
from other countries.

Materials and methods
This study was conducted over a 
period of 6 months from June to Nov-
ember 2005 in Onitsha, Anambra State, 

south-east Nigeria. There are about 30 foam manufactur-
ing industries located within the Onitsha area of which 
12 major businesses employ between 40 to 90 workers. 
The production processes involve the use of differ-
ent machinery, with attendant high production output. 

One hundred and ninety-nine (199) workers took part 
in the study, of which 121 were less than 29 years and 2 
were 70 years and above (see Table 1). The subjects were 
made up of 129 production (101 male and 28 female), 
and 70 control (32 male and 38 female) workers. The 
mean age of the production workers was 26.11±11 years 
and that of the control 28±14 years. There was a statisti-
cal difference in the ages of the production and control 
workers p< 0.04.The inclusion criteria included:
•	 a willingness to participate in the study;
•	 workers who had been in the industry for more than 

1 month;
•	 healthy subjects (no anatomic defects, no signs and 

symptoms of asthma, no cardiopulmonary disease;
•	 nil smoking history.

Institutional ethical approval was obtained from the 
Research and Ethical Committee of Nnamdi Azikiwe 
University Teaching Hospital, Nnewi, and permission 
to conduct the study was sought from the foam industry 
medical directors. Individual written informed consent 
was obtained from the workers. 

Data collection and measurement of PEFR
Data collection and PEFR assessment appointments 
took place over a period of 6 months when the factory’s 
production line was operating. In addition to the written 
explanations contained in the subjects’ consent forms 
talks were given regarding the aims, benefits, harm-
lessness, and methodology of the study. Free medical 
consultations were also made available to those subjects 
who needed them.

A modified structured four-part ‘Guidelines for Health 
Surveillance for Isocyanates’ questionnaire50 was admin-
istered in turns to the participating workers. Section A 
was for the purpose of collecting socio-demographic 

Age group	 Production workers	 Control workers	 Total
  (years) 	 Males (%) Females (%)	 Males (%) Females (%)	

≤29	 64 (63)	 18 (64)	 10 (31)	 29 (76)	 121
30-49	 30 (30)	 10 (36)	 13 (41)	 9 (24)	 62
50-69	 6 (6)	 -	 8 (25)	 	 14
≥70	 1 (1)	 -	 1 (3)	 -	 2
Total 	 101 (100)	 28 (100)	 32 (100)	 38(100)	 199

Mean age±SD (yrs) 	 28±13	 26±10	 31±17	 24±9
Mean age±SD (yrs)	 26±11	 	 29±14 
(Production control) 	

z-score=0.58	
p=>0.4	

Table 1: Distribution of  subjects (production vs control) by age and gender



14  African Journal of Respiratory Medicine March 2010

Original Article

data; section B dealt with occupational 
and medical history; and section C 
with physical examination and post-
examination findings.

The height and weight of each 
subject were measured along with 
respiratory and heart rates. The chest 
was examined for any deformity as 
well as for signs of cardio-pulmonary 
diseases, including auscultation 
for presence of abnormal heart and 
breathing sounds.

PEFR was done four times per day51 
for the 6-month period of the investi-
gation. Three readings, expressed in 
litres per minute to the nearest litre 
were obtained for each subject, and the best of these 
selected for the purpose of analysis. Workers with PEFR 
values at work less than 2 SD below the mean value 
for the subject population, based on their outside work 
PEFR were classified as having airflow obstruction.42–44

Data management and statistical analysis
Data were entered into the computer, and analysed 
using Epi Info version 6. Descriptive statistics such as 
frequencies and percentages were used to describe the 
categorical variables; while summary statistics, such as 
mean and standard deviation were used to summarise 
the numerical variables. Tests of significance to deter-
mine the association between groups studied, such as 
chi-square and z-test, were used where appropriate. 
Conclusions were drawn based on 0.05 percent level of 
significance (i.e. p≤0.05).

Additionally, independent effects of the socio-demo-
graphic characteristics (age, sex, height, weight, body 
mass index (BMI), and length of service in the industry) 
on PEFR were determined using the correlation coef-
ficient (r-value).

Results
Based on the presence of at least one respiratory symp-
tom, Table 2 shows that these symptoms were more 
common (52.7%) in the production workers, which was 
statistically significant when compared with a value of 
34.3% for the symptomatic control workers (p<0.020). 
The common respiratory symptoms were wheeze, cough, 
catarrh, dyspnoea, and chest tightness.

Table 3 summarises the significance of the various 
measured variables in the production and control work-
ers. Table 4 shows that of the 129 production workers, 
14 subjects (10.9%) had airflow obstruction,which was 
quite significant as none of the 70 control workers had 
airflow obstruction (p<0.001); the overall prevalence 
of airflow obstruction among the 199 foam industry 
workers was 7.0%.

Discussion 
A primary objective of this investigation was to determine 
the prevalence of airway obstruction and PEFR variation 
between production and control foam workers, both 
inside and outside the workplace. The mean PEFR value 
obtained outside the work period/environment is judged 
to be the nearest to the individual worker’s personal best 
or normal value. Thus, the mean PEFR value of the 133 
male workers obtained in this study (456±78 l/min), was 
considered as the normal value  for  the foam industry’s 
male worker population. This was used for determining 
those male workers with airflow obstruction. All male 
workers, therefore, whose PEFR values were less than 
and outside the derived range, 299.3–602.5 l/min, were 
considered as having airflow obstruction.(42–44)

Similarly, the female workers whose PEFR were less 
than and outside the range, 284.4–490.9 l/min as deter-
mined by their mean PEFR value of 387.0±51.6 l/min 
(i.e. mean±SD) were adjudged to have some degree of 
airflow obstruction in this study. In our study we found 

Table 2  Respiratory symptoms prevalent among the workers

Clinical 	 Production	 Control	 Total	
condition	 workers	 workers	  

Symptomatic	 68 (53%)	 24 (34%)	  92
Asymptomatic          61	                 46	 	 107
Total                       129	                 70	 	 199

c2=6.25
p<0.02

Table 3  Summary of  all measured variables in production vs control workers

	 Production worker	 Control workers
	 (n =129)	 (n = 70)
Variables	 mean±SD	 mean±SD	   Z-score	 p value

Age (years)	 26±11	 28±14	 0.58	 p>0.4
Height (cm)	 167±22	 164±22	 1.11	 p>0.05
Weight (kg)	 72±22 	 67±7	 2.04	 p>0.05
PEFR (min-1)
(at work)	 390±83	 400±85	 0.76	 p>0.04
PEFR (min-1)	 421±74	 427±82	 0.63	 p>0.5
(outside work)	
Length of service	 47±21	 43±22 	 1.32	 p>0.05	
(months)	

Table 4  Prevalence of  airflow obstruction among the 
production and control workers

Workers	 Number with	     Number without	 Total  
	 airway	     airway 
	 obstruction	     obstruction
	
Production	 14 (11%)	   115	 129
workers	
Control workers	 0 (0%)	    70	  70
Total	 14 (7%)	   185	 199

c2(with continuity correction factor)=6.54.
p< 0.001.
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a prevalence of airway obstruction of 7%. In their 2002 
retrospective study, a 3.7% prevalence was reported 
by Arif et al52 for work-related (physician-diagnosed) 
asthma, and 11.5% prevalence for work-related wheezing 
(based on cases of self-reported wheezing by workers. 
The different environments, i.e. at work and outside 
work, constitute different exposure situations to TDI. In 
this study, production workers had significant reductions 
in their PEFR at work (390+83 l/min), compared with 
outside work (421+71 l/min) p<0.001. The significantly 
lower value of mean PEFR in production workers at work 
compared with the outside work period/environment 
(p<0.001) could be a result of the effect of exposure of 
these workers to TDI fumes which must have affected the 
lung function of some of the workers leading to degrees 
of airflow obstruction and reduction in their PEFR. This 
is in agreement  with observations by Bamidele, who 
studied soap and detergent industry workers.10

In the general population, however, the overall preva-
lence of OA was found to be 3%,30 which is lower than 
the prevalence rate found in our study, though our study 
was on isocyanate workers.

The mean PEFR values of the 70 control workers, at 
work (400±85 l/min) and outside work (428±82 l/min) 
were higher than their 129 production counterparts. The 
lower mean PEFR values among the production work-
force compared to the control could also be attributed to 
their greater exposure to isocyanates fumes on routine 
bases during work. The findings of lower PEFR values in 
the production workers compared to controls compares 
favorably with findings in similar studies in different 
industries, for example. Bamidele (soap and detergent 
workers);10 Oleru (detergent workers);11 Jinadu (wood 
furniture workers);14 and Sofola et al (petrol workers).53 

These investigators, however, drew their unexposed 
control population from outside the industries studied.

Workers in the foam industry are generally young and 
the majority of the workers (92%) in this study were 
between 18 and 46 years with a mean age of production 
workers of 26+11 years and that of control, 29+14 years. 

Of the chemicals used in foam manufacturing, only 
TDI has been shown to have a deleterious effect on lung 
function. It has been associated with high prevalence 
of respiratory symptoms and OA, the latter having a 
hallmark of airflow obstruction. This study shows that 
respiratory symptoms are more prevalent in foam pro-
duction workers (53%) when compared with the control 
group (34%). This difference is statistically significant 
(p<0.001).Wheeze, cough, catarrh, in that order, were 
the most common symptoms. Other studies, by Jinadu 
et al,14 and Fatusi and Erhabor,13 have also shown high 
but differing prevalences of respiratory symptoms in the 
industrial workers studied. These differences may by 
explained by the level of exposure of the workers, and the 
nature of the irritant, as well as by the industrial air hy-
giene variable obtainable within the particular industry.

In this study, the male workers had significantly higher 
mean PEFR values than the females at work and outside 

the work period/environment. Larger values of PEFR in 
men have been attributed to their larger lung volumes 
and muscular power.54-57 The effect of exposure to TDI on 
PEFR, therefore, could best be shown by comparison of 
mean PEFR values for men and women separately, both 
at work and outside work. In this study, both male and 
female workers had significant reductions in their PEFR 
at work, compared to outside work; exposure while at 
work, invariably, must have affected the lung function 
of some of the workers leading to degrees of airflow 
obstruction and reduction in their PEFR.

In this study PEFR was seen to increase with increasing 
height of workers studied. The correlation was strongly 
positive. Height is a good indicator of body build, hence 
, there is always a good correlation between height and 
ventilatory function58,59 as was found in this study.

It was observed in this study that PEFR increased 
with increase in weight of workers. The correlation was 
significantly positive (r=0.61) and (p<0.001). This cor-
roborated with the findings of others.58,59

This study found a strong, but negative correlation 
between PEFR and length of service of production work-
ers in the foam industry. The control workers, who were 
not as exposed to isocyanates as the production workers, 
did not show such a feature.

In conclusion this study has shown a high prevalence 
of respiratory symptoms and OA among foam workers. 
OA often has long-term health, social, and economic 
consequences and thus early diagnosis is crucial for 
a favourable and better outcome of the disease. It is 
important to create and strengthen risk awareness and 
so increasing the health education impact for the foam 
industry workers and management staff alike was para-
mount in the decision to use the ‘apparently’ unexposed 
office workers and others inside the foam industry as 
controls in this study to highlight the dangers of direct 
exposure.

References 
1.	 Ankrah TC. Respiratory symptoms and lung function tests in 

an African Jute  factory workers. West Africa J Med 1989: 98–105.
2.	 Obionu CN. Some specific occupational diseases. In Synopsis of 

occupational and environmental health. Enugu, Nigeria: Cedar Top 
Press Ltd, 1999: 35.

3.	 Deacon SP, Paddle GM. Respiratory symptoms and ventilatory 
function in workers exposed to grain and grain based dust. Oc-
cup Med 1998; 48: 227–30.

4.	 Ige M, Awoyemi OB: Respiratory symptoms and ventilatory 
function of bakery workers in Ibadan, Nigeria. W Afri J Med 
2002; 21: 316–18.

5.	 Talini D, Benvenuti A, Carvara M, et al. Diagnosis of floor-induced 
occupational asthma in a cross-sectional study. Respir Med 2002; 
96: 236–43.

6.	 Christian DC, Wegman DH, Eisen EA, et al. Pulmonary function 
among cotton textile workers. Chest 1994; 105: 1713–21.

7.	 Avila PC, Shusterman DJ. Work-related asthma and latex allergy. 
Sorting out the types, causes and consequences. Post Grad Med 
1999; 105: 39–46.

8.	 Hill B, Waldron HA. Respiratory symptoms and respiratory 
function in workers exposed to tea fluff. Ann Occup Hyg 1996; 
40: 491–7.

9.	 Sarlo K, Kirchner DB. Occuptional asthma and allergy in the 
detergent industry: new developments Curr Opin Allergy Clin 
Immunol 2002; 2: 97–101.



16  African Journal of Respiratory Medicine March 2010

Original Article

10.	Bamidele JO. Respiratory symptoms and peak expiratory flow 
rates in workers of a Nigerian soap and detergent industry   
Niger J Med 2002; 11: 122–6.

11.	 Oleru UG. Pulmonary function of exposed and control workers 
in a Nigerian non-soapy detergent factory. Arch Environ Health 
1984; 39; 101–6.

12.	Milanowski J, Gora A, Skorska C,et al. Work-related symptoms 
among furniture factory workers in Lublin region (Eastern 
Poland). Ann Agric Envrion. Med 2002; 9: 99–103.

13.	Fatusi A, Erhabor G. Occupational health status of saw mill 
workers in Nigeria. J Roy Soc Health 1996; 116: 232–6.

14.	Jinadu MK, Owolabi SP, Hossain MZ. Respiratory function in 
wood furniture workers in Nigeria. West Afri J Med 1998; 7: 104–7.

15.	Attfield MD, Houdous TK. Pulmonary function of United States 
coal miners related to dust exposure estimates. Am Rev Respir 
Dis 1992; 145: 605–9.

16.	Erinne AUN. A study of the health of workers in an asbestos 
cement industry in Lagos. National Post Graduate Medical 
College of Nigeria Part II Dissertation, Nov 1992.

17.	Al Neaimi YI, Gomes J, Lloyd OL. Respiratory illness and ven-
tilatory function among workers at cement factory in a rapidly 
developing country. Occup Med 2001; 51: 367–73.

18.	Kongerud J, Boej, Soyseth V, et al. Aluminum pot room asthma: 
the Norwegian experience. Eur Respir J 1994: 165–72.

19.	Soutar CA, Copland LH, Thornly PE, et al. Epidemiological 
study of respiratory diseases in workers exposed to poly vinyl 
chloride dust. Thorax 1980; 35: 644–52.

20.	Grammer LC, Harris KE, Yarnold PR. Effect of respiratory pro-
tective devices on development of antibody and occupational 
asthma to an acid anhydride. Chest 2002; 121: 1317–22.

21.	Casas X, Badorrey I, Monso E, Morera J. Occupational asthma 
due to amines. Arch Bronconeumol 2002; 38: 93–4.

22.	Redlich CA, Karol MH. Diisocyanate asthma: clinical aspects 
and immunopathogenesis. Int Immunopharmacol 2002; 2: 213–24.

23.	Valentino M, Rapisarda V. Course of isocyanates induced asthma 
in relation to exposure cessation: longitudinal study of 50 subjects. 
G Ital Med Lav Ergon 2002: 241: 26–31.

24.	Burge PS, O’Brien IM, Harries MG. Peak flow rate records in 
the diagnosis of occupational asthma due to isocyanates. Thorax 
1979; 34: 317–23.

25.	Lemiere C, Malo IL, Boulet LP, Boutet M. Reactive airways 
dysfunction syndrome induced by exposure to a mixture con-
taining isocyanates: functional and histopathologic behaviour. 
Clin Allergy 1996; 51: 262.

26.	Health and Safety Executive (United Kingdom). Isocyanates: 
Medical Surveillance (MS), Guidance Note MS 8, Health and 
Safety Executive, London, 1983. http;//www.osha.gov/SLTC/
isocyanates/index.htm1 (Feb 20, 2006).

27.	Chan-Yeung M, Malo JL. Aetiological agents in occupational 
Asthma Eur Respir J 1994: 7: 346–71.

28.	Vandenplas O, Malo JL. Inhalation challenges with agents caus-
ing occupational asthma. Eur Respir J 1997; 10: 2612–29.

29.	Definition of occupational asthma. In Asthma in the workplace. 
Eds Bernstein IL, Bernstein DI, Chan-Yeung M, Malo JL. New 
York: Marcel Dekker Inc., 1999: 1–4.

30.	Chan-Yeung M. Assessment of asthma in the work place: Ameri-
can college of physicians consensus statement. Chest 1995; 108; 
117.

31.	Malo JL, Cartier AL,Archeveque J, et al. Prevalence of occupatio-
nal asthma and immunologic sensitization to Psyllium among 
health personnel in chronic care hospitals. Am Rev Respir Dis 
1990; 142: 1359–66.       

32.	Cartier A, Malo JL, Forest F, et al. Occupational asthma in snow 
crab-processing workers. J Allergy Clin Immunol 1984; 74: 261–9.

33.	Bakke P, Hanoa R, Gulsvik A. Relation of occupational exposure 
to respiratory symptoms and asthma in a general population 

sample: self-reported versus interview based exposure data. Am 
J Epidemiol 2001; 154: 477–83.

34.	Moshood Y. New approaches in the management of asthma. 
Pharmanews (Nig) 2004; 26: 11–16.     

35.	Barnes PJ. A new approach to the treatment of asthma. New Engl 
J Med 1989; 32: 1517–22. 

36.	Lemiere C, Romeo P, Chaboillez S, et al. Airway inflammation 
and functional changes after exposure to different concentrations 
of isocyanates. J Allergy Clin Immunol 2002: 110: 641–6.                                                   

37.	Aresery M, Lehrer SB. Occupational reactions to foods. Curr 
Allergy Asthma Rep 2002; 29: 78–86.

38.	Malo JL, Ghezzo HL, Archeveque J, et al. Is the clinical history 
a satisfactory means of diagnosing occupational asthma? Am 
Rev Respir Dis 1991: 143: 528–32. 

39.	Cullen MR. Clinical surveillance and management of occupa-
tional asthma. Chest 1990; 98: 196S–201S.

40.	Brevis RAL. Practical pulmonary function tests. Practitioner 1977; 
219: 681–91

41.	Venables KM, Burge PS, Davison AG, Newman Taylor AJ. Peak 
flow rate records in surveys : reproducibility of observers reports. 
Thorax 1984; 39: 828–32. 

42.	Gabriel L.Assesssing lung function. Brit J Hosp Med 1991; 46: 
311–22.

43.	Aderele WJ, Oduwole O. Peak flow rate in healthy school chil-
dren. Nig J Paed 1983; 10: 45–55.

44.	American Thoracic Society. Lung function testing selection of 
reference values and interpretative strategies. Am Rev Respir Dis 
1999; 144: 1202–18.  

45.	Petsonk EL. Work-related asthma and implications for the general 
public. Environ Health Perspect 2002; 110: 569–72.    

46.	Kabu KS, Holgate ST. The role of anti IgE thereapies in the treat-
ment of asthma. Hosp Med 2002; 63: 483–6.

47.	Maninno DN. How much  asthma is occupationally related? 
Occup Med 2000; 15: 359–68.

48.	Kabu KS, Holgate ST. Newer therapies for asthma : a focus on 
anti IgE. Indian J Chest Dis Allied Sci 2002; 44: 107–15.  

49.	 Blanc PD, Cisternas M, Smith S, Yelin E. Occupational asthma in a 
community-Based survey of adult asthma. Chest 1996; 109: 56–7.

50.	Guidelines for health surveillance for isocyanates. http://www.
nohse.gov.au/ohsinformation/nohscpublications/full.text/
doc/h4/01997iso.htm (June 26 2005).  

51.	Malo JL, Cote J, Cartier A, Boulet LP, L’Archeveque J, Chan-Yeung 
M. How many times per day should peak expiratory flow rates 
be assessed when investigating occupational asthma. Thorax 
1993; 48: 1211–17.  

52.	Arif AA, Whitehead LW; Decos GL, et al. Prevalence of risk factors 
of work related asthma by industry among United States workers: 
data from the 3rd National Health and Nutrition Examination 
Survey(1988-1994). Occup Environ Med 2002; 59: 505–11.   

53.	Sofola OA, Akintowa A, Emeka P, et al. Peak expiratory flow 
rates in petroleum depot workers and petrol filling station at-
tendants. Nig Med Pract 2005; 47.            

54.	Njoku CH, Anah CO. A new formula for predicting peak expira-
tory flow rate in adult Nigerians. Sahel Med J 1999; 2: 39–44.

55.	Femi-Pearse D, Elebute EA. Ventilation function in healthy adult 
Nigerians. Clin Sci 1971; 41: 203–11.                      

56.	Jain S, Kumar R, Ashish S. Developing peak expiratory flow rate 
in relation to anthropometric measurements in normal Indians. 
E Afr Med J 1982; 13: 593–8.

57.	Onadeko BO, Iyun AO, Sofowora EO, et al. Peak expiratory flow 
rate in normal Nigerian children. Afr J Med 1984; 13: 25-32. 

58.	Ele PU. Reference values for FEV1 and FVC in male adolescents 
and young adults of Ibo origin. E Afr Med J 1992; 69: 105–9.

59.	Patrick JM, Femi-Pearse D. Reference values for FEV1 and FVC 
in Nigerian men and females: A graphical summary. Nig Med J 
1976; 6: 380–5.       

            

           .


