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ABSTRACT
Background and Objective: Bronchodilator and anti-inflammatory drugs are very useful in asthma management.
The study therefore, aimed at investigating the bronchodilatory and anti-inflammatory effects of an ethanolic extract
of Scoparia dulcis Linn (SDE). Materials and Methods: Time taken for pre-convulsive dyspnea and its resolution in
histamine and acetylcholine-induced bronchospasm in guinea-pigs after pre-treatment with 2 mg kgG1

chlorpheniramine/atropine, 50, 100, or 250 mg kgG1 of SDE, or 2 mL kgG1 of normal saline per os were determined.
Resolution of ovalbumin-induced paw oedema in Sprague-Dawley rats were measured for the treatments. The SDE
effect on an isolated guinea-pig ileum preparation to identify a possible antihistaminic and/or antimuscarinic activity
was carried out. Preliminary phytochemical analysis was also conducted on the extract. Results: SDE prolonged
significantly (p#0.01) the onset of pre-convulsive dyspnea and reduced significantly (p#0.001) the recovery period.
It also showed a significant dose-dependent reduction (p#0.01-0.001) in paw edema; comparable to prednisolone and
dexamethasone. In vitro, SDE inhibited significantly (p#0.01) the contractile effect of histamine and acetylcholine
(comparable to mepyramine and atropine, respectively) on the guinea pig ileum. The extract blocks H1 histaminic,
as well as M3 muscarinic receptors of the tracheobronchial smooth muscles. Phytochemical screening showed the
presence of tannins, alkaloids, glycosides, saponins, steroids and phenolic compounds.  Conclusion: The ethanolic
extract of Scoparia dulcis has interesting bronchodilatory and anti-inflammatory effects, as well as anti-histaminic and
anti-muscarinic receptor activities; making it a suitable anti-asthmatic drug.
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INTRODUCTION
Acute symptoms of asthma usually arise from

bronchospasm and require and respond to
bronchodilator therapy. Matsushita et al.1 reported that
various chemical mediators (such as histamine and
acetylcholine) are said to be released in asthma and other
related respiratory disorders. These mediators are known
to elicit immediate hypersensitivity reactions, such as
bronchial contraction and airway extravasations. Again,
late-phase inflammatory responses such as airway
oedema and airway hyper-responsiveness also occur2.
According to Cohn et al.3 acute and chronic
inflammation  can  affect  not  only  the  airway  caliber
and    airflow,     but     also     underlying     bronchial 
hyper-responsiveness. These situations further enhance
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susceptibility to bronchospasm. Treatment with anti-
inflammatory drugs is known to greatly reverse some of
these processes. However, the successful response to
therapy is reported to often require weeks to achieve and
in some cases, may be incomplete4. Also, for some
patients, the development of chronic inflammation is
observed to be associated with permanent alterations in
the airway structure which are not prevented by or fully
responsive to currently available treatment drugs. This
condition is referred to as airway remodelling5,6. It is,
thereby, very vital to develop new anti-asthmatic drugs
to evaluate the pharmacological effects; not only on
allergic immediate bronchoconstriction and
hypersensitivity reactions but also on the late-phase
airway inflammatory responses1. 

More so, Parmar et al.7 stated that, there is a report
on the seemingly alarming increase in the number of
diseases and disorders implicated by synthetic drugs
which  has   prompted   a   switch   over   to   the   use  of
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traditional herbal medicine.  Hence, there is the need to
try herbal formulations, which are highly rich in
phytochemicals and are also preferable due to their lesser
adverse effects, high availability and affordability and
other nutritive values, in the treatment of asthma and
other respiratory disorders. 

Scoparia dulcis Linn (Scrophulariaceae) is an erect
annual shrubby herb with serrated leaves, producing
white flowers, that grows to about half a meter in height
when  fully  matured8.  The fresh or dried aerial part of
S. dulcis plant has been reported to be used, by various
indigenous tribes in the tropical and subtropical regions,
to treat several illnesses such as diabetes and bronchitis9.
The dried aerial part of Scoparia dulcis is used, in
Ghanaian traditional medicine, in the management of
asthmatic conditions. However, it has not been evaluated
scientifically to determine and establish its effectiveness
as an anti-asthmatic agent/drug. This study, therefore,
aimed   at    investigating   the   bronchodilatory  and
anti-inflammatory effects of the ethanolic extract of
Scoparia dulcis (SDE) using both in vivo and in vitro
experimental asthma models.

MATERIALS AND METHODS
Plant  collection:  The   fresh   aerial    parts   of
Scoparia dulcis plant were obtained between the months
of July-September, 2013, from Osene-Adikanfo, Faith
Herbal Centre, Mamponteng in the Ashanti region of
Ghana, identified and authenticated by the Herbal
Medicine Department of the Faculty of Pharmacy and
Pharmaceutical Sciences, KNUST, Ghana where a
voucher specimen (KNUST/HM1/2013/S027) has been
kept.

Preparation of the ethanolic extract of S. dulcis
(SDE): The  fresh  aerial  parts  of  Scoparia  dulcis  was
air-dried and milled into powder. One kilogram (1 kg)
of the powder was macerated in 6.35 L of 70% ethanol
for 72 h. The suspension was filtered and the ethanol
evaporated off in a rotary evaporator (Rotavapor R-210,
Buchi, Switzerland) and the concentrated extracts were
freeze-dried (Heto Power Dry LL3000, Jouan Nordic,
Denmark) to obtain 27.65 g powdered material
(percentage yield: 2.77%). The powdered material
obtained, referred to in this study as the ethanolic extract
of S. dulcis (SDE) was then stored at 4°C and
reconstituted in a suitable vehicle for use.

Preliminary phytochemical analysis of SDE:
Preliminary phytochemical analysis was then carried out
on SDE according to the methods described by
Sofowara10 and Trease and Evans11.

Chemicals and reagents: Ovalbumin (OVA),
histamine dihydrochloride, acetylcholine chloride,
mepyramine and atropine sulphate were obtained from
Sigma Chemical Co. (St. Louis, MO, USA); Salbutamol
sulphate, Chlorpheniramine maleate (CPM) and
Prednisolone from Letap Pharmaceuticals Ltd (Accra,
Ghana); whereas Dexamethasone was purchased from M
and G Pharmaceuticals Ltd (Accra, Ghana). 

Experimental  animals:  Male  Dunkin  Hartley
guinea-pigs (255-420 g) were used for the
bronchodilator studies, whilst Sprague-Dawley rats
(115-160 g) of either sex were used for the anti-
inflammatory experiment. These were obtained from the
Animal Unit of the Department of Pharmacology,
Faculty of Pharmacy and Pharmaceutical Sciences,
KNUST and fed on standard rodent pellet diet obtained
from Agricare Ltd., Tanoso-Kumasi, Ghana and allowed
access to drinking water ad libitum. 

Ethical considerations: Laboratory study was carried
out in a level 2 biosafety laboratory. Protocols for the
study were approved by the Committee on Animal
Research, Publication and Ethics (CARPE). All activities
during the studies conformed to accepted principles for
laboratory animal use and care (EU directive of 1986:
86/609/EEC). All the technical team observed all
institutional biosafety guidelines for protection of
personnel and laboratory.

Dosing of drugs to experimental animals: Dosing of
the plant extract was done based on its known traditional
usage. Dosing was done once daily by gavage for 5 days
(anti-inflammation) and 1 day (bronchodilation), at a
volume of 1 mL kgG1 at specified concentrations.
Individual dose volumes were calculated based on the
animal’s most recent recorded body weight. The oral
route of administration was used because it is the
intended human exposure route.

Bronchodilatory effect of SDE: The bronchodilatory
effect of SDE was studied using both histamine and
acetylcholine-induced bronchospasm paradigms in
guinea pigs; where pre-convulsive dyspnea was used as
an end point following exposure to the allergen aerosol.

Histamine-induced Bronchospasm:  The
bronchodilatory   activity   as   well   as   the   in  vivo
anti-histaminic of SDE was studied in guinea pigs using
histamine-induced bronchospasm model12,13.

Guinea-pigs  were  kept  in  the  experimental  area
of  the Departmental animal house at room temperature
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(26±2°C), ambient relative humidity (65±10%) and
normal dark-light cycles, with food and water ad libitum
for 10 days prior to experimentation. Guinea-pigs were
then put into six groups (n = 4). Group one served as
the normal control group and treated with distilled water
alone; Groups 2 and 3 served as the positive control
groups  and  were  treated with 10 mg kgG1 salbutamol
per os and 2 mg kgG1 chlorpheniramine per os (reference
comparators) respectively; whereas Groups 3-6 were
treated with 50, 100, or 250 mg kgG1 of SDE orally.

Guinea-pigs, which have been fasted for 24 h, were
each exposed to an atomized mist of 0.2% histamine
aerosol  using  nebulizer  in a Perspex chamber
(24×14×24 cm). Guinea-pigs exposed to histamine
aerosol showed progressive signs of difficulty in
breathing leading to asphyxia and/or convulsions. The
time of aerosol exposure to the onset of dyspnea leading
to the appearance of convulsions, was recorded as the
pre-convulsive time (PCT).  This PCT was taken as the
basal control value. The animals were removed from the
chamber and exposed to fresh air to recover, as soon as
pre-convulsive dyspnea commenced. The duration of
the persistence of spasmodic symptoms, for each animal
was  also  measured  as the Recovery Time (RT). After
24 h, the test drugs were administered and the  animals 
again subjected to histamine aerosol later (at an interval
of 2 and 24 h-post drug administration), to determine
the PCTs and RTs.

The protection offered by the treatment was
calculated, using the formula stated by Singh and
Agrawal14 as:

T1
Pr otection (%) 1 100

T2

      
  

where, T1 = basal control value and T2 = PCT after
administration of test drugs.

Acetylcholine-induced Bronchospasm: This is an
experimental model to determine anti-asthmatic, as well
as in vivo anti-muscarinic/cholinergic activity15.

The experimental procedure used here was similar
to the histamine-induced bronchospasm described
earlier, except that here animals were exposed to 1%
acetylcholine  aerosol  and  the  PCTs  and  RTs, for
each  animal,  were   determined.   Moreover,  atropine
(2 mg kgG1) was used as the reference comparator in
place of chlorpheniramine.

Determination of site of action of SDE: An in vitro
study was also conducted using guinea pig ileum to

ascertain the anti-histaminic and anticholinergic/
antimuscarinic activities of SDE. This study was carried
out as described by Koffuor et al.16.

A guinea-pig obtained from the Departmental
Animal house was sacrificed, the abdomen cut open and
the ileum then taken from the ileo-caecal valve of the
small intestine. Small strips of about 3 cm long were cut
and kept in Tyrode solution appropriately aerated. A
piece of the ileum (about 2 cm long) was then mounted
in 20 mL Tyrode solution maintained at 32°C in a
Harvard tissue bath (Harvard Apparatus Ltd., Kent, UK).
The tissue was constantly aerated and allowed to stabilize
in  the  bath  for  about  15 min. With a contact time of
30 sec and a time cycle of 1 min, a complete and a
Harvard kymograph (Harvard Apparatus Ltd., Kent,
UK)  speed  of  4  mm minG1,  a  dose-response  tracing
was   generated    for acetylcholine  (0.1×10-4-0.64×10-
3 mg mLG1), after which a sub-maximal response (about
75%  of  the  maximum  response)  given  by  a  dose  of
40 µg mLG1 was selected. Equipotent dose (dose that
gave similar responses to the sub-maximal response
selected for acetylcholine) of histamine (40 µg mLG1)
was obtained and responses were matched. A dose of
atropine (8.0 µg mLG1) was added to the organ bath and
left in contact with the tissue for 30 sec after which the
equipotent dose of acetylcholine was added to the bath
and the response for 30 sec was recorded. The tissue was
then washed free of the drugs and the antagonism step
was repeated for SDE (1.0 mg mLG1) and the matched
dose of acetylcholine. The procedures were performed
for mepyramine (0.2 mg mLG1)/histamine and
SDE/histamine. The experimental process was repeated
thrice.

Anti-inflammatory activity of SDE: The effect of
SDE in chronic inflammation was evaluated by the
OVA-induced paw oedema in rats17 with modification;
Ovalbumin (OVA) was used for induction, in place of
formalin used in the original protocol.

Seven groups of five rats were kept each in separate
metal cages. Group 1 was normal (non-sensitized) and
Group 2 was negative (sensitized) control and thus were
given distilled water only. Groups 3 and 4 served as the
positive controls and were treated with the standard
drugs, dexamethasone (10 mg mLG1) and prednisolone
(10 mg kgG1), respectively. Groups 5, 6 and 7 were given
daily administration of SDE in dosages of 50, 100 and
250 mg mLG1 body weights, respectively. Animals were
treated with test drugs for five consecutive days. 

Animals were sensitized with 0.5 mL OVA
suspension (0.5 mg mLG1, ovalbumin suspended in
paraffin) 7 days before start of experiment-by
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intramuscular (i.m.) injection. Initial paw thickness and
paw weight of each animal were taken at the start of the
experiment, using vernier calliper method18 and
displacement method19, respectively. Animals were then
pre-treated with test drugs 24 and 1 h before oedema
induction. Chronic inflammation was induced by
injecting 0.1 mL of 0.4% OVA suspension in the left
hind paws of rats, causing oedema. Paw thickness and
paw weight of each animal were measured 2 h after the
induction of inflammation. The ability of test drug to
suppress paw inflammation was then expressed as a
percentage of inhibition of paw oedema20. The percent
inhibition of paw oedema was then determined: 

X
Inhibition of (%) 1 100

Y

      
  

where, X = change in paw thickness or weight of treated
rats and Y = change in paw thickness or weight of
control rats.

Animals were then treated for 3 days and the change
in paw oedema measured afterwards. The percentage
suppression was then determined.

Statistical analyses: Data obtained in all experiments
were expressed as Mean±S.E.M. Statistical analyses were
done by one-way analysis of variance (ANOVA) with
Bonferroni’s Multiple Comparison test (post hoc 
test)using Graph-Pad Prism for Windows Version 5.0
(Graph-Pad Software, San Diego, CA, USA).
Differences between means of treated groups and the
control were regarded as statistically significant at
p#0.05.

RESULTS
Phytochemical screening of plant: The preliminary
phytochemical analysis of the ethanolic extract of
Scoparia dulcis showed the presence of tannins, alkaloids,
phenols, glycosides, saponins and steroids.

Histamine-induced Bronchospasm: SDE showed
significant (p#0.001) dose-independent protection
against histamine-induced bronchospasm with
chlorpheniramine  showing  the  highest  protection
(Fig. 1). In further experiments, the effects of SDE after
24 h post-drug treatment were still significant (p#0.05)
against bronchospasm induced by histamine; whilst the
reference  comparators  showed no significant effect
(Fig. 2).

Acetylcholine-induced Bronchospasm: The
protection against acetylcholine-induced bronchospasm
by  all  the  treatment  groups  were  significant (p#0.05)
for both 2 and 24 h post-drug treatment, except the
salbutamol-treated group (Fig. 3). The recovery time for
all the treatment groups were also found to be markedly 
lower (p#0.05) than the controls after 2 and 24 h post
drug treatment (as showed in Fig. 4).

Determination of Site of Action: Graded dose-
responses on a guinea pig ileum were obtained after
applying various doses of acetylcholine and histamine
(Fig. 5a-d). The SDE produced significant (p#0.001)
inhibition (74.2±1.8%) of the selected sub-maximal
dose of acetylcholine comparable to atropine
(92.6±0.6%; p#0.001). The selected sub-maximal dose

Fig. 1(a-b): (a) Percentage protection and (b) Recovery time by SDE, Chlorpheniramine (CPM), Salbutamol (SBM)
and Distilled Water (DW) in histamine-induced bronchospasm in guinea pigs after 2 h post-drug
treatment. Values plotted are Means±SEM (n=4), *: p#0.05, ***: p#0.001
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Fig. 2(a-b): (a) Percentage protection and (b) Recovery time offered by SDE, Chlorpheniramine (CPM), Salbutamol
(SBM) and Distilled Water (DW) in histamine-induced bronchospasm in guinea pigs after 24 h post-drug
treatment. Values plotted are Means±SEM (n = 4). ns: p>0.05, *: p#0.05, **: p#0.01, ***: p#0.001

Fig. 3(a-b): Percentage protection offered by SDE, Atropine (ATR), Salbutamol (SBM) and Distilled Water (DW) in
acetylcholine-induced bronchospasm in guinea pigs (a) after 2 and (b) 24 h post-drug treatment. Values
plotted are Means±SEM of n = 4, ns: p>0.05, *: p#0.05, **: p#0.01, ***: p#0.001

Fig. 4(a-b): Effect of SDE, Atropine (ATR), Salbutamol (SBM) and Distilled Water (DW) on duration of spasmodic
symptoms in acetylcholine-induced guinea pigs after (a) 2 and (b) 24 h post-drug treatment. Values
plotted are Means±SEM of n = 4, *: p#0.05, **: p#0.01, ***: p#0.001
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Acetylcholine (µg) 

 0.8 µg        0.8 µg  SDE ACh      0.8 µ        ACh      0.8 µg 
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Fig. 5(a-d): Dose  response  tracing  for  (a) Acetylcholine (b) It’s respective antagonism by SDE (c) Histamine and
(d) It’s respective antagonism by SDE 

Fig. 6(a-b): Mean change in paw oedema (a) Paw thickness and (b) Paw weight of sensitized rats after 2 days pre-
treatment with SDE, Dexamethasone (DEXA), Prednisolone (PRED) and Distilled Water (DW). Values
plotted are Means±SEM of n = 4, ns: p>0.05, *: p#0.05, **: p#0.01, ***: p#0.001

of histamine was also significantly inhibited by SDE
(74.4±2.2%; p#0.001) in a manner similar to
mepyramine  (87.7±2.6%;  p#0.001)  as  showed  in
Table 1.

Anti-Inflammatory effect: SDE showed a dose-
dependent significant reduction (p#0.05) in paw
oedema, comparable to prednisolone and
dexamethasone. However, dexamethasone showed the
highest inhibition or suppression of paw oedema in all
cases (Fig. 6 and 7).

Table 1: Responses for the antagonism of Acetylcholine and
Histamine by Atropine, Mepyramine and Ethanolic extract of
S. dulcis (SDE) on an Isolated Guinea-pig Ileum

Inhibition of agonist in the presence of (%)
----------------------------------------------------

Agonist Atropine Mepyramine SDE
Acetylcholine 92.6±0.6 74.2±1.8
Histamine 87.7±2.6 74.4±2.2
Values are Means±SEM (n = 3)

DISCUSSION
The results of the present study revealed

bronchodilatory,   anti-histaminic    and  anti-cholinergic
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Fig. 7(a-b): Mean change in paw oedema (a) Paw thickness and (b) Paw weight of sensitized rats after 3 days treatment
with SDE, Dexamethasone (DEXA), Prednisolone (PRED) and Distilled Water (DW). Values plotted are
Means±SEM of n = 4, **: p#0.01, ***: p#0.001

effects of SDE. Experimental animal model of asthma is
characterized by allergen-induced immediate airway
constriction and late airway reactivity to a
pharmacological vasoconstrictor such as histamine,
acetylcholine or leukotrienes21. Guinea-pigs were
thereby used because of the extreme sensitivity of their
airways to the primary mediators of bronchoconstriction,
including histamine and acetylcholine and also due to its
similarity to that seen in humans22.

Histamine and acetylcholine were both used
separately as spasmogens in the form of aerosols, to
cause immediate bronchoconstriction in guinea-pigs.
SDE showed significant prolongation of onset of
bronchospasm in guinea-pigs (p#0.05), against both
histamine and acetylcholine (Fig. 1-3). The protection
offered by SDE was found comparable to both
chlorpheniramine and atropine (reference drugs) in the
different  experiments. This may be suggestive of an
anti-histaminic and anti-cholinergic activity.
Chlorpheniramine is a histamine H1 receptor antagonist,
whilst atropine is a competitive antagonist for the
muscarinic acetylcholine receptor types: M1, M2, M3, M4

and M5
23.  Receptor antagonists bind to specific receptors

thereby preventing the agonist or immune mediators
from   binding    to    and    activating   the  receptor.
Anti-histaminic and anti-muscarinic agents are,
moreover, sometimes classified as bronchodilators as
they cause relaxation of bronchial smooth muscles;
which is result of increased tone due to parasympathetic
stimulation24.

In   order    to    verify    the    anti-muscarinic   or
anti-histaminic property of SDE, the effect of the extract
was also investigated on the contractility of acetylcholine
and histamine on an isolated guinea-pig ileum

preparation (Fig. 5a-d). The isolated guinea-pig ileum is
a low tone tissue which has muscarinic receptor subtypes
M1, M2 and M3 and histaminic receptor subtypes H1, H2

and H3
25,26. SDE was found in vitro to inhibit the

contractile effect of both histamine and acetylcholine on
the guinea-pig ileum (Table 1). The response of isolated
guinea-pig airways and/or tissues to pharmacological
agonists has been compared directly with humans to
determine whether they are a good model for human
airways. It was found that there were similar responses
between human and guinea-pig airways when exposed
to acetylcholine, histamine, methacholine and other
allergens following sensitization27. Similar studies found
that histamine activates the H1 receptors in smooth
muscles of the guinea-pig ileum to release Ca²+ from
intracellular stores of the smooth muscles, causing
contraction of the ileum. Acetylcholine in the guinea-pig
ileum is also known to have muscarinic effects and thus
act on muscarinic receptors which are predominant on
the ileum wall28,29. The most imperative of these
receptors in contraction of the guinea-pig ileum have
been established to be the M3 receptor subtypes.
Activation of these receptors directly by acetylcholine on
the longitudinal muscles causes contractions of the
guinea-pig ileum30. The probable mechanism of action
of SDE therefore may be blockage of the H1 and Ach
(M3) receptors of the smooth muscles found in the
bronchioles and tracheae; hence, its inhibition of
bronchoconstriction induced by histamine or
acetylcholine (i.e. prolonging the onset of pre-convulsive
dyspnea) as observed. 

Besides, SDE showed significant reduction in the
duration of broncho-spasmolytic symptoms (p#0.01);
comparable to that of salbutamol (Fig. 1, 2 and 4).
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Salbutamol is a short-acting β2-adrenergic receptor
agonist. For a drug to cause bronchodilation and produce
a therapeutic response in asthma, it must be able to
stimulate the β-receptors on the tracheae and
bronchioles. Typical examples include salmeterol,
noradrenaline and salbutamol. These β-adrenergic drugs
bind to the receptors on the cell membrane of the
airways, causing conformational changes in the part of
the receptor adjacent to G-protein. Adenylate cyclase is
then activated leading to increased intracellular levels of
cyclic AMP and a reduction in cytosolic calcium ion
concentration28. This results in  bronchial smooth
muscle    relaxation     (i.e.,    bronchodilation).   Thus,
β-adrenergic agonists mediate bronchial-relaxation via
hyper-polarization and decreased spike activity of the
smooth muscle cells found on the tracheae and
bronchioles31. Hence, the bronchodilatory effect of SDE
may also be due to the contributive action of the extract
having β-adrenergic stimulatory effect on adrenoceptors.

In the anti-inflammatory experiment, all the animals
injected with ovalbumin (OVA) exhibited chronic
inflammation, which manifested as increase in paw
weight and thickness. The OVA is known to induce
asthma attacks in humans and some studies have also
demonstrated its potency to induce chronic airway
inflammation and tissue remodelling in animals32,33.
Chronic inflammation (induced by OVA) involves an
early neurogenic component which is mediated by
substance P, leukotrienes and polymorphonuclear cells
and followed by a later tissue mediated response where
histamine, 5-hydroxytryptamine (serotonin),
prostaglandins and bradykinin are known to be
involved34,35.

Inhibition of OVA-induced paw oedema in rats was
therefore used as a chronic allergic inflammatory model
to investigate the anti-inflammatory activity of the plant
extract. SDE showed a dose-dependent significant
reduction (p#0.05) in paw oedema, comparable to
prednisolone and  dexamethasone, as shown in Fig. 6
and 7. Prednisolone and dexamethasone are both
glucocorticoids and irreversibly bind with
Glucocorticoid Receptors (GR) Alpha GR and Beta GR.
The steroid-receptor complexes dimerise and interact
with  cellular  DNA  in  the  nucleus,  binding  to
steroid-response elements and modifying gene
transcription. They thus induce synthesis of some
proteins and inhibit synthesis of others; leading to
inhibition or inactivation of the synthesis and release of
certain immune and inflammatory mediators23. The
extract might therefore be acting similarly as
prednisolone    and      dexamethasone      in    inhibiting/

suppressing inflammation. Thus, SDE may have the
ability to inhibit the synthesis and/or release of
inflammatory mediators (such as histamine, serotonin,
substance P and leukotrienes).

The present studies indicated the anti-inflammatory
properties of ethanolic extract of S. dulcis. This finding is
similar  to  previous   works  done36,37; which  confirms
the  plant  as  having  anti-inflammatory  properties. 
These   works   suggested   that   S.   dulcis   possessed 
anti-inflammatory activities and its anti-inflammatory
mechanisms appear to be related to the reduction of the
levels of cyclo-oxygenase (COX-2), Nitric Oxide (NO),
tumour  necrosis  factor   (TNF-α)   and   interleukin 
(IL-1�) in inflamed tissues, as well as the inhibition of
malondialdehyde (MDA) levels via increasing the
activities of superoxide dismutase, glutathione
peroxidase and glutathione reductase in the liver (using
the λ-carrageenan-induced paw oedema model in mice).

With regards to the occurrence of airway
inflammation in the tracheo-bronchial tree of asthmatic
patients, the results suggest that the anti-inflammatory
property of S. dulcis might also contribute to the
therapeutic effect of this plant on asthma. However, the
effect of S. dulcis on airway inflammation specifically
should be investigated in further studies.

More so, Matsushita et al.1 stated that asthmatic
symptoms include the immediate hypersensitivity
reactions and the late phase inflammatory responses;
consequently, a variety of medicines such as
bronchodilators, corticosteroids and several anti-allergics
are used together as combination therapies for asthma
treatment. Thus, asthma is well managed if a drug has
anti-inflammatory and bronchodilatory effects as well as
anti-histaminic and anti-cholinergic receptor activities.
Hence, the ability/capacity of SDE to exhibit anti-
histaminic,   anti-cholinergic,   bronchodilatory  and
anti-inflammatory properties make it a better alternative
remedy for the effective management of asthma and
possibly chronic bronchitis and other respiratory
diseases.

Phytoconstituents like steroids, tannins, saponins,
alkaloids and phenols are reported to possess
bronchodilatory, anti-asthmatic and anti-inflammatory
properties38,39. Besides, phytochemical analyses of
Scoparia dulcis as an herb revealed that it is rich in these
phytochemicals40,41. In the present study, preliminary
phytochemical screening showed that SDE contains
phenols, tannins, saponins, steroids and alkaloids. Thus,
the pharmacological properties observed can be
attributed to these phytochemical constituents present.
However, further studies are very important to isolate
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and characterize the active phytoconstituents responsible
for these actions; and also to establish molecular
mechanisms, especially the role of cytokines and other
inflammatory mediators, in the anti-asthmatic and anti-
inflammatory activities of SDE.

CONCLUSION
In conclusion, the results of the study indicated that

the ethanolic extract of Scoparia dulcis has
bronchodilatory  effect,  via  its  anti-histaminic  and
anti-muscarinic   receptor    activities,    as    well   as
anti-inflammatory properties. These positive effects help
verify its anecdotal use in the management of asthma.

ACKNOWLEDGMENT
All thanks go to Kwaku Adomako, Osene-Adikanfo,

Faith Herbal Centre, Mamponteng in the Ashanti
Region of Ghana, for providing the plant raw material as
well as information on the traditional use of the plant
studied. Appreciation also goes to all technicians of the
Department  of  Pharmacology,  KNUST,   especially
Mr Thomas Ansah, for their technical assistance.

REFERENCES
1. Matsushita, N., M. Hizue, K. Aritake, K. Hayashi

and A. Takada et al., 1998. Pharmacological studies
on the novel antiallergic drug HQL-79: I.
Antiallergic and antiasthmatic effects in various
experimental models. Jpn. J. Pharmacol., 78: 1-10.

2. Barnes, P.J., 2008. Immunology of asthma and
chronic obstructive pulmonary disease. Nat. Rev.
Immunol., 8: 183-192.

3. Cohn, L., J.A. Elias and G.L. Chupp, 2004. Asthma:
Mechanisms of disease persistence and progression.
Annu. Rev. Immunol., 22: 789-815.

4. O'Byrne, P.M. and K. Parameswaran, 2006.
Pharmacological management of mild or moderate
persistent asthma. Lancet, 368: 794-803.

5. Holgate, S.T. and R. Polosa, 2006. The
mechanisms, diagnosis and management of severe
asthma in adults. Lancet, 368: 780-793.

6. EPR-3, 2007. Expert panel report 3: Guidelines for
the diagnosis and management of asthma. Full
Report 2007 of National Asthma Education and
Prevention Program and National Heart, Lung and
Blood Institute. http://www.nhlbi.nih.gov/
guidelines/asthma/ asthgdln.pdf.

7. Parmar, S., A. Gangwal and N. Sheth, 2010.
Evaluation of antiasthmatic activity of a polyherbal
formulation containing four plant extracts. J. Curr.
Pharm. Res., 2: 40-44.

8. Orhue, N.E.J. and E.A.C. Nwanze, 2009. Anti
anaemic properties of  Scoparia  dulcis  in
Trypanosoma brucei infected rabbits. Afr. J. Biochem.
Res., 3: 245-249.

9. Murti, K., M. Panchal, P. Taya and R. Singh, 2012.
Pharmacological properties of Scoparia dulcis: A
review. Pharmacologia, 3: 344-347.

10. Sofowara, A., 1993. Medicinal Plants and
Traditional Medicine in Africa. Spectrum Books
Ltd., Ibadan, Nigeria, ISBN-13: 9789782462190,
Pages: 289.

11. Trease, G.E. and W.C. Evans, 1989. A Textbook of
Pharmacognosy. 13th Edn., Bailliere Tindall Ltd.,
London, UK.

12. Armitage, A.K., J. Boswood and B.J. Large, 1961.
Thioxanthines with potent bronchodilator and
coronary dilator properties. Br. J. Pharmacol.
Chemother., 16: 59-76.

13. Sarpate, R.V., T.K. Deore and S.V. Tupkari, 2009.
Bronchodilatory effect of Sphaeranthus indicus linn
against allergen induced bronchospasm in guinea
pigs. Pharmacogn. Mag., 5: 74-77.

14. Singh, S. and S.S. Agrawal, 1990. Broncho-relaxant
activity of Belamcanda chinensis (Adans). Indian J.
Pharmacol., 22: 107-109.

15. Kumar, A. and P. Ramu, 2002. Effect of methanolic
extract of Benincasa hispida against histamine and
acetylcholine-induced bronchospasm in guinea pigs.
Indian J. Pharmacol., 34: 365-366.

16. Koffuor, G.A., A. Boye, P. Amoateng, E.O. Ameyaw
and A.K. Abaitey, 2012. Investigating the site of
action of an aqueous extract of Heliotropium indicum
Linn (Boraginaceae) on smooth muscles. Res. J.
Pharmacol., 6: 12-19.

17. Juma'a,  K.M.,  Z.A.  Ahmed,  I.T.  Numan  and
S.A. Hussain, 2009. Dose-dependent anti-
inflammatory effect of silymarin in experimental
animal model of chronic inflammation. Afr. J.
Pharm. Pharm., 3: 242-247.

18. Joseph, S.M., M.C. George, J.R. Nair, V.P. Senan,
D. Pillai and P.M. Sherief, 2005. Effect of feeding
cuttlefish liver oil on immune function,
inflammatory response and platelet aggregation in
rats. Curr. Sci., 88: 507-510.

19. Andreadou, I., E. Rekka,  V.J.  Demopoulos  and
P.N. Kourounakis, 1992. Effect of some novel
ethylenediamine and ethanolamine derivatives on
Carrageenan-induced inflammation. Correlation
with antioxidant activity and structural
characteristics. Res. Commun. Chem. Pathol.
Pharmacol., 78: 245-248.

© 2015 Science Reuters, UK
345



 RESEARCH ARTICLE PHARMACOLOGIA

20. Duffy, J.C., J.C. Dearden and C. Rostron, 2001.
Design, synthesis and biological testing of a novel
series of anti-inflammatory drugs. J. Pharm.
Pharmacol., 53: 1505-1514.

21. Matsumoto, T., Y. Ashida and R. Tsukuda, 1994.
Pharmacological modulation  of  immediate  and
late  airway response and leukocyte infiltration in
the   guinea   pig.   J.   Pharmacol.   Exp.   Ther.,
269: 1236-1244.

22. Agrawal,  D.K.,  D.R.  Bergren,  P.J. Byorth and
R.G. Townley, 1991. Platelet-activating factor
induces nonspecific desensitization to
bronchodilators in guinea pigs. J. Pharmacol. Exp.
Ther., 259: 1-7.

23. Rang,    H.P.,    M.M.   Dale,   J.M.   Ritter   and
P.K. Moore, 2003. Pharmacology. 5th Edn.,
Churchill Livingstone, London, UK.

24. Blake, K. and K.A. Kamada, 1996. Asthma. In:
Textbook of Therapeutics, Drug and Diseases
Management, Herfindal, T.E. and R.D. Gourley
(Eds.). 6th Edn., Williams and Wilkins, Baltimore,
Maryland, USA., pp: 651-682.

25. Leurs, R., M.M. Brozius, M.J. Smit,  A.  Bast  and
H. Timmerman, 1991. Effects of histamine H1-, H2-

and H3- receptor selective drugs on the mechanical
activity of guinea-pig small and large intestine. Br.
J. Pharmacol., 102: 179-185.

26. Bertaccini, G. and G. Coruzzi, 1995. An update on
histamine H3 receptors and gastrointestinal
functions. Dig. Dis. Sci., 40: 2052-2063.

27. Muccitelli,    R.M.,    S.S.   Tucker,   D.W.  Hay,
T.J. Torphy and M.A. Wasserman, 1987. Is the
guinea pig trachea a good in vitro model of human
large and central airways? Comparison on
leukotriene-, methacholine-, histamine- and
antigen-induced contractions. J. Pharmacol. Exp.
Ther., 243: 467-473.

28. Rang, H.P., M.M. Dale, J.M. Ritter and R.J. Flower,
2007. Rang and Dales Pharmacology. 6th Edn.,
Churchill Livingstone, London, UK.

29. Patel, K.G., J.R. Detroja, T.A. Shah, K.V. Patel and
T.R. Gandhi, 2011. Evaluation of the effect of
Onosma bracteatum, wall (boraginaceae) using
experimental allergic and inflammatory models.
Global J. Pharmacol., 5: 40-49.

30. Okpako, D.T. and Y.O.O. Taiwo, 1984. Cyclo-
oxygenase inhibitors antagonize indirectly evoked
contractions of the Guinea-pig isolated ileum by
inhibiting acetylcholine release. Br. J. Pharmacol.,
82: 577-585.

31. Katzung, G.B., 1992. Basic and Clinical
Pharmacology. 5th Edn., Appleton and Lange, New
Jersey.

32. Temelkovski,  J.,  S.P.  Hogan,  D.P.   Shepherd,
P.S. Foster and R.K. Kumar, 1998. An improved
murine model of asthma: Selective airway
inflammation, epithelial lesions and increased
methacholine responsiveness following chronic
exposure      to    aerosolised    allergen.    Thorax,
53: 849-856.

33. Bousquet, J., P.K. Jeffery, W.W. Busse, M. Johnson
and A.M. Vignola, 2000. Asthma: From
bronchoconstriction to airways inflammation and
remodeling.   Am.  J.  Respir.  Crit.  Care  Med.,
161: 1720-1745.

34. Whicher, J. and R. Chambers, 1984. Mechanisms in
chronic inflammation. Immunol. Today, 5: 3-4.

35. Wheeler-Aceto, H. and A. Cowan, 1991.
Neurogenic and tissue-mediated components of
Formalin-induced edema: Evidence for supraspinal
regulation. Agents Actions, 34: 264-269.

36. De  Farias   Freire,  S.M.,  J.A.  Da   Silva   Emim,
A.J. Lapa, C. Souccar and L.M.B. Torres, 1993.
Analgesic and antiinflammatory properties of
Scoparia dulcis L. Extracts and glutinol in rodents.
Phytother. Res., 7: 408-414.

37. Tsai, J.C., W.H. Peng, T.H. Chiu, S.C.  Lai  and
C.Y. Lee, 2011. Anti-inflammatory effects of
Scoparia dulcis L. and betulinic acid. Am. J. Chinese
Med., 39: 943-956.

38. Kalaya, A., B. Nuntavan and S. Jutamaad, 1986.
Phytochemical and pharmacological studies of the
flowers of Millingtonia hortensis Linn. Proceedings of
the 12th Conference on Science and Technology of
Thailand, October 20-22, 1986, Srinakharintwirot
University, Bangkok, pp: 20-22.

39. Chakraborty, A. and A.H. Brantner, 2001. Study of
alkaloids from Adhatoda vasica Nees on their
antiinflammatory      activity.    Phytother.    Res.,
15: 532-534.

40. Hayashi, T., T. Asai and U. Sankawa, 1999.
Mevalonate-independent biosynthesis of bicyclic
and tetracyclic diterpenes of Scoparia dulcis L.
Tetrahedron Lett., 40: 8239-8243.

41. Ratnasooriya,     W.D.,     J.R.A.C.     Jayakody,
G.A.S. Premakumara and E.R.H.S.S. Ediriweera,
2005. Antioxidant activity of water extract of Scoparia
dulcis. Fitoterapia, 76: 220-222.

© 2015 Science Reuters, UK
346


