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INTRODUCTION 

Frequent alcohol consumption causes irritation of the 

membranes of the stomach thereby inducing gastritis. 

Furthermore, regular alcohol consumption results in 

production of more gastric acid, which can compound 

gastritis and additionally contribute to peptic ulcers and 
potential bleeding. Chronic heavy drinkers are more 

likely to develop a superficial or atrophic type of 

gastritis.[1] 

 

Gastric ulcer are common among alcoholics as alcohol 

triggers hyper-secretion of hydrochloric acid.[2] Several 

recent studies suggest that alcohol plays a major and a 

vital role in peptic ulcers, gastric carcinoma and colon 

cancer; possibly by immune suppression action of 

alcohol and augment the magnitude of free radical.[3] 

 
Heavy alcohol consumption can have profound effect on 

hematologic system, like increase in mean corpuscle 

volume, macrocytic megaloblastic anemia due to folate 

and B12 deficiency, sideroblastic anemia, reduction in 

number of T- Cells, thrombocytopenia, derangement in 

coagulation.[4] 

 

In modern day medicine, gastritis is treated with proton 

pump inhibitors or drugs like ranitidine or omeperazole. 

These drugs have the capacity to decrease acid secretion 

but will disturb the integrity of mucosal barrier and 

eventually result in ulcer and other side effects.[5] To 

avoid side effects, alternative therapy is also regarded, 

particularly the use of herbs is generally preferred. From 

ages, nigella Sativa has been used as a cure for 

headaches, toothache, intestinal worms, diuretics and 
lactogogue.[6] The qualitative examination of nigella 

sativa seeds revealed the presence of sterols, tritipenes, 

tannins, flavonoids, glycosides, alkaloids, saponins and 

anthraquinones. In addition, the seed contains more 

traces of alkaloids like nigellidin, nigellicin, 

thymoquinone, dithymoquinone and 

thymohydroquinone. Other terpene derivatives are also 

found in trace elements.[7,8] Numerous latest researches 

have proved its ability to be gastroprotective, 

cardioprotective, nephron protective, respire protective, 

anti-bacterial, anti-tumour, anti-inflammatory, anti-
oxidant and anti diabetic properties.[9 – 20]  

 

Hence, ascribing to all the above mentioned potentiality 

in the present study, an earnest attempt has been made to 

induce decrease in gastritis and gastric ulcer using 

nigella sativa seeds in its whole form without isolation of 

any specific bioactive components. 
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ABSTRACT  

The main objective of the study was to analyse efficacy of nigella sativa on Gastritis and Gastric ulcer by the oral 

administration route in mice. The efficacy of nigella sativa were studied simultaneously on blood biochemical 

parameter, enzymatic antioxidant, also on gastric histopathological parameters. The experiment design with thirty 

either sex albino wister rats weighing 150 – 200gms, were divided into five experimental groups and each group 

with six mice. Group –I (control without any treatment), Group – II (ethanol 70% orally), Group – III (Rantidine 

30mg/kg body weight), Group – IV (Nigella sativa 250mg/kg orally), Group – V (Nigella Sativa 500mg/kg orally) 

respectively treated for 50 days. The alteration in histology of stomach, anti-ulcer activity, antioxidant, 

haematological changes among five groups were observed and recorded. A careful perusal of data evaluation 
revealed that the experimental group to which 250mg/Kg of the supplement exhibited significant decrease in 

gastritis, gastric ulcer in comparison to the standard group. The same result was also proved by histopathological 

examination of the gastric cells of the group of rats after the study period under consideration. 

 

KEYWORDS: Nigella sativa, Gastritis, Gastric ulcer, Histopathological. 
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MATERIALS AND METHOD 

ANIMAL 

Animals required for this study were, procured from Sree 

Venkateshwara Enterprises Pvt Ltd, Bangalore. Albino 

Wister Rats weighing 150-200gm were caged stored 

according to CPCSEA guidelines. Animals were kept for 
one week to acclimatize to laboratory conditions before 

starting the experiment; they were given free access to 

water and standard rat feed but 12 hrs prior to an 

experiment, the rats were deprived of food but not water. 

 

EXPERIMENT DESIGN 
Albino Wister rats of either sex weighing between 150 to 

200gms were divided in to Six groups of 6 animals in 

each group. 

Group I:  Control (saline 5 ml/kg)  

Group II: Oral administration of ETHANOL in 70% 

v/v  
Group III: ETHANOL + Ranitidine 30 mg/kg body 

weight, oral. 

Group IV: ETHANOL + EXTRACT 250mg/kg 

Group V:  ETHANOL + EXTRACT 500mg/kg 

 

ETHICAL CLEARANCE 

Animal ethical clearance was received from the 

Committee for the Purpose of Control and Supervision of 

Experiments on Animals of KMCH College of 

Pharmacy, Coimbatore, bearing the register 

number.685/PO/02/a/CPCSEA dated 21st August, 
2002(IAEC NO: KMCRET/ Ph.D/ 14/2014 – 2015 on 

January 30 2015).  

 

PLANT MATERIAL  

The freshly harvested Nigella Sativa Seed crop is 

allowed to dry in order to facilitate threshing to separate 

the seeds. In India Nigella Sativa seed is dried in zero – 

energy solar drier tunnels to avoid entry of dust and 

foreign materials. The seed is cleaned easily with a 

screening mill followed by a gravity separator. The seeds 

are dried, cleaned graded through sieving and stored in 

polyethylene lined gunny bags in a cool dry place.[6] 
 

The seeds of Nigella Sativa for the experiment, was 

purchased from the local stores. The seeds were 

authenticated by Prof. Dr. Kannan of Department of 

Botany, National College, Trichy, India. 

 

PREPARATION OF EXTRACT 

Nigella Sativa seeds was purchased from local stores. 

Seeds were roasted for elimination of possible micro – 

organism growth. Seeds were then grounded into fine 

powder using dry crusher.  

 

PRELIMINARY PHYTOCHEMICAL SCREENING 

Nigella Sativa seeds were subjected to preliminary 

phytochemical screening for the detection of various 

plants constituents.[21] 

 

 

 

ORAL ACUTE TOXICITY OF NIGELLA SATIVA 

Acute toxicity studies was conducted on 15 female 

wistar rats with dose of 5mg/kg,  50mg/kg, 300mg/kg, 

1000mg/kg and 2000mg/kg body weight as per OECD 

Guidelines No. 423. Animals were observed for 14 days. 

 

ASSESSMENT 

The rats fasted for 24 hours but were allowed free access 

to drinking water up till 2 hours before the experiment. A 

gastric injury model based upon a modification of the 

method described by Mizui and Doteuchi(1983) was 

induced by ethanol (absolute ethanol). Normal control 

groups were orally administered with normal saline. 

Ulcer control groups were orally administered with 

normal saline. Reference group received oral doses of 

Ranitidine 30 mg/kg. Experimental groups were orally 

administered with EXTRACT 250,500 mg/kg. One hour 

after this pretreatment, normal control group was orally 
administered with normal saline and ethanol solution (5 

mL/kg) was orally administered to ulcer control group, 

reference group and experimental group in order to 

induce gastric ulcers. The rats were euthanized 60 

minutes later under an overdose of xylazine and 

ketamine anesthesia and their stomachs were 

immediately excised. Ulcer index was determined. The 

excised stomach was used to evaluate gastric wall 

mucus, antioxidant enzymes, lipidperoxidation 

estimation and histopathological evaluation.[22,23] 

 

ASSESSMENT OF ANTI – ULCER ACTIVITY 

The glandular portion of the stomach was opened along 

the greater curvature and fixed on a cork plate and the 

number and severity of ulcers was registered with a 

stereo-microscope using the following scores. 

 

Mean ulcer score for each animal was expressed as Ulcer 

Index.  

 

Calculation 
Ulcer index was calculated as;                            

Ulcer index (UI) = [10*ulcerated area (mm2)/ total 

stomach area (mm2)] 
The percentage protection was calculated using the 

formula: 

  100
Uc

Ut
 protectionulcer  of Percentage   

 

Where Ut = Ulcer index of treated group and  

          Uc = Ulcer index of the control 

     % of ulcer protection was calculated by  

% of ulcer protection = Mc – Mt/Mc x100 

 

Table 1: Standards of Ulcer scores 

Sl. No. Stomach colours Ulcer score 

1 Normal colour 0 

2 Red colour 0.5 

3 Red spots 1 

4 Hemorrhagic streaks 1.5 

5 3 > 5 ulcers 2 

6 < 5 ulcers 3 
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ASSESSMENT OF ANTI – OXIDANT ACTIVITY 

Preparation of tissue homogenate  

After treatment with - extracts of the plants, the rats were 

sacrificed, stomach of rats were isolated and washed with 

normal saline and stored for 12h for in vivo antioxidant 

studies. The separated stomach were homogenized with 
motor driven Teflon coated homogenizer with 0.1M 

Tris-HCl buffer (pH 7.4) to get 10% homogenate. The 

homogenate was centrifuged at 10000rpm for 10 min at 

5˚C. The supernatant was collected and used for in vivo 

studies. 

 

Antioxidant enzymes like Superoxide dismutase (SOD), 

Catalase (CAT), Glutathione peroxidise (GPX), Reduced 

glutathione (GSH) and Lipid peroxidation (LPO) were 

determined in all the Stomach tissues of all the tested 

rats. 

  

DETERMINATION OF PROTEINS 

Lowry method was adopted for the estimation of total 

protein. After 20 min, the blue colour developed was 

measured at 640 nm. The level of protein present was 

expressed as mg/g tissue or mg/dl.[24] 

 

DETERMINATION OF SUPEROXIDE 

DISMUTASE 

SOD was estimated through spectrophotometer assay. 

The reaction was initiated by the addition of 0.4 ml 

epinephrine and change in optical density per minute was 
measured at 480 nm in a double beam UV-VIS 

spectrophotometer (UV 1700, Szhimadzhu). SOD 

activity was expressed as U/mg. Change in optical 

density per minute at 50% inhibition to adrenochrome 

transition by the enzyme is taken as one enzyme unit.[25] 

 

DETERMINATION OF CATALASE  

The catalase activity was assayed using Double beam 

UV-VIS spectrophotometer The green color developed 

was read at 570 nm in a Double beam UV-VIS 

spectrophotometer (UV 1700,Szhimadzhu). Catalase 

activity was expressed as U/mg.[26] 
 

DETERMINATION OF GLUTATHIONE 

PEROXIDE 

The glutathione peroxidase activity was measured using 

Double beam UV-VIS spectrophotometerread at 412nm 

immediately (UV1700,Szhimadzhu). Glutathione 

peroxidase activity, in serum is expressed as µg/mg.[27] 

 

DETERMINATION OF REDUCED 

GLUTATHIONE  

DTNB (5, 5’-dithiobis (2-nitrobenzoic acid), known as 
Ellman’s Reagent, was used for the detection of thiol 

compounds. DTNB and glutathione (GSH) react to 

generate 2-nitro-5-thiobenzoic acid and glutathione 

disulfide (GSSG), where 2-nitro-5-thiobenzoic acid yield 

a stable yellow colored product, which is proportional to 

GSH concentration, measured at 412 nm. GSH content 

present in the tissue homogenates was calculated by 

interpolation. Amount of glutathione expressed as g/mg 
protein.[28] 

 

DETERMINATION OF LIPID PEROXIDATION  

In this method malondialdehyde and other TBARS were 

estimated by their reactivity with thiobarbituric acid 

(TBA) in acidic condition to generate a pink colour. The 

intensity of the pink colour developed was read against a 
reagent blank at 532 nm following centrifugation at 1200 

g for 10 min. The concentration was expressed as n 

moles of MDA per mg of protein using 1,1,3,3,-tetra-

ethoxypropane as the standard. The results were 

tabulated.[29] 

 

ESTIMATION OF ASCORBIC ACID   (VITAMIN 

C) 

To 0.5 ml of homogenate, 0.5 ml of water and 1 ml of TCA 

were added, mixed thoroughly and centrifuged. To 1 ml of 

the supernatant, 0.2 ml of DTC reagent was added and 

incubated at 37C for 3 hrs. Then 1.5 ml of sulphuric acid 

was added, mixed well and the solutions were allowed to 
stand at room temperature for another 30 min. The colour 

developed was read at 520 nm. The level of ascorbic acid 

was expressed as g/mg protein.[30] 
 

ESTIMATION OF VITAMIN E 
To 1 ml of homogenate, 1 ml of ethanol was added and 

thoroughly mixed. Then 3 ml of petroleum ether was 

added, shaken rapidly and centrifuged. 2 ml of supernatant 

was taken and evaporated to dryness. To this 0.2 ml of 

bathophenanthroline was added. The assay mixture was 

protected from light and 0.2 ml of ferric chloride was 

added followed by 0.2 ml of o-phosphoric acid. The total 

volume was made up to 3 ml with ethanol. The colour 
developed was read at 530 nm. The level of vitamin E was 

expressed as g/mg protein.[31] 
 

HISTOLOGICAL EXAMINATION OF STOMACH 

Selected organ tissue sections of stomach were prepared 

from both subjects of control and treated groups. All 

sections examined under the light microscope are 

represented by the figure. 

 

ASSESSMENT OF SELECTED 

HAEMATOLOGICAL PARAMETERS 

Collection of blood for haematological studies  

In this study, both groups of animals were treated with 
respective extracts and standard drugs. The animal body 

weight was taken for every week. After the treatment 

period, the animals were anaesthetized by ketamine 

hydrochloride and the blood was collected from Retro-

orbital sinus by using capillary tube into a centrifugation 

tube which contains EDTA for haematological 

parameters. 

 

1. Enumeration of Red blood cells 

Using a red blood cell pipette, of haemocytometer, well 

mixed blood  cells were allowed to settle to the bottom of 
the chamber for 2 min. Using 45X or high power 

objective, the RBC’s were counted uniformly in the 
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larger corner squares. The cells were expressed as 

number of cells x1012/l.[32] 

 

2. Enumeration of White blood cells 

Using a white blood cell pipette, of haemocytometer, 

well mixed blood cells were allowed to settle to the 
bottom of the chamber for 2 min. Using 10X or low 

power objective, the WBC’s were counted uniformly in 

the larger corner squares. The cells were expressed as the 

number of cells/10mm.[33] 

 

3. Differential Platelet Count  

A blood film stained with leishmann’s stain was 

examined under oil immersion and the different types of 

WBCs were identified. The percentage distribution of 

these cells was then determined. The slides were 

preserved for counting the number of lymphocytes and 

neutrophils, per 100 cells were noted. 

 

From the different Leukocyte count and WBC count, 

absolute lymphocyte and neutrophil count were 

calculated
34

. 

                                                Number of neutrophils  

Absolute neutrophil count =   _______________________________  x   

TWBC 

          100  

                                               Number of lymphocytes  

Absolute lymphocyte count = _______________________________ x 

TWBC 
            100 

4. Estimation Of Haemoglobin 

Haemoglobin was estimated using Sahli’s acid haematin 

method. The lower meniscus of the fluid was noted and 

reading was noted in g/100ml.[35] 

 

DATA ANALYSIS 

Results are expressed as the mean ± SEM Statistical 

significance (p) calculated by one way ANOVA 

followed by dunnett’s (n=6); NS- non significant, 

*p<0.05, **p<0.01, ***p<0.001, calculated by 

comparing treated groups with control group. 

 

RESULT 

ORAL ACUTE TOXICITY OF NIGELLA SATIVA 

It was observed that the administration of extract of 

Nigella Sativa did not produce drug related toxicity and 

morality in the mice. 

  

EFFECT OF EXPERIMENT SUBSTANCE ON 

BODY WEIGHT 

The Body weight of the mice was approximately 150 – 

200gms in the first week of experiment. Subsequently, in 

the second week the alcohol ingestion and ulcer 
induction decreased the body weight in almost all the 

groups, probably due to the manifestations of the gastric 

region. But in the third week there was an increase in the 

standard group and the experiment group compared to 

the control and the alcohol group. Significant weight 

gain was observed in the group that was supplemented 

with 250mg/kg of nigella sativa. 

 

 

 

 
 

 

 

 

 

TABLE - 2 

GROUP CONTROL 
ONLY 

ALCOHOL 
ALCOHOL+STD 

ALCOHOL+EXT 

250mg/kg 
ALCOHOL+500mg/kg 

1ST WEEK 120.83±0.401 145.3±1.021 138.3±1.054 161.3±1.99 138.8±0.833 

2ND WEEK 129.8±1.366 155.3±1.115 147.5±1.335 167.5±1.522 146.8±1.492 

3
RD

 WEEK 96.3±20.74 105.0±22.16 148.7±5.35 171.0±5.870 138.3±4.216 

Values arae expressed as mean ± SEM Statistical significance (p) calculated by one way ANOVA followed by 

dunnett’s (n=6); NS- non significant, *p<0.05, **p<0.01, ***p<0.001, calculated by comparing treated groupswith 

control group. 

 

 
FIGURE 1 

EFFECT OF EXPERIMENTAL SUBSTANCES ON 

ANTI – ULCER ACTIVITY 

With the help of histopathological and ulcer index 

assessment it was noted that, ethanol at dose of 0.5mg/kg 

showed superficial deep ulcers and perforations. Animals 

treated with herb nigella sativa at 250 and 500mg/kg 

showed significant reduction in the number of ulcer 

lesions and ulcer index. The ulcer index reduced to 2.83 

± 0.946 at 500mg/kg while standard drug ranitidine 

reduced to 3.66 ±1.299. 
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TABLE 3: ULCER INDUCTION SCORE 

GROUP CONTROL 
ONLY 

ALCOHOL 
ALCOHOL+STD 

ALCOHOL+EXT 

250mg/kg 
ALCOHOL+500mg/kg 

Ulcer Induction 

Score 
0.00±0.00 4.67±1.58* 3.66±1.229ns 4.16±1.376ns 2.83±0.946ns 

Values are expressed as mean ± SEM Statistical significance (p) calculated by one way ANOVA followed by dunnett’s 

(n=6); NS- non significant, *p<0.05, **p<0.01, ***p<0.001, calculated by comparing treated groupswith control group. 

 

EFFECT OF EXPERIMENT SUBSTANCE ON 

ENZYMATIC ANTI – OXIDANT ACTIVITY 

Result in table 2 indicate significant increase in almost 

all antioxidant enzymes in comparison to standard drug 

ranitidine. Especially a considerable level was seen in the 

super oxide dismutase and vitamin c levels. Alcohol 
increased significant level of lipid peroxidation in the 

control group and standard group. Higher doses of 

nigella sativa significantly decreased (p<0.01) level of 

peroxidation in group v. 

 

TABLE 4: CONCENTRATIONS AND ACTIVITY OF TOTAL PROTEIN, SOD, CATALASE, GPX, GSH, 

LPO, VIT-C, VIT-E: 

GROUP CONTROL 
ONLY 

ALCOHOL 
ALCOHOL+STD 

ALCOHOL+E

XT 250mg/kg 

ALCOHOL+ 

EXT 500mg/kg 

TOTAL PROTEIN 

mg/g tissue 
0.219±0.098 0.339±0.152ns 0.195±0.092ns 0.199±0.089ns 0.179±0.082ns 

SOD U/mg 0.133±0.0023 0.157±0.0028** 0.097±0.0049*** 0.1333±0.0037
ns 

0.097±0.0060*** 

CATALASE U/mg. 0.217±0.0092 0.338±0.0225*** 0.167±0.0096ns 0.180±0.0262ns 0.180±0.018ns 

GPX µg/mg. 0.0233±0.011 0.027±0.0122ns 0.017±0.008ns 0.0223±0.0103ns 0.016±0.0079ns 

GSH g/mg 0.0793±0.0012 0.103±0.0062* 0.061±0.0054ns 0.100±0.0082* 0.0633±0.0040ns 

VIT – C g/mg 0.1200±0.00073 0.159±0.0011*** 0.099±0.0069
ns 

0.117±0.0074
ns 

0.0706±0.00749*** 

VIT – E g/mg 0.0388±0.0011 0.056±0.0044*** 0.0253±0.0030* 0.0320±0.0015ns 0.033±0.0029ns 

LPO n moles/ mg 0.316±0.0232 0.399±0.0127ns 0.240±0.0262ns 0.322±0.0192ns 0.195±0.0287** 

Values are expressed as mean ± SEM Statistical significance (p) calculated by one way ANOVA followed by dunnett’s 

(n=6); NS- non significant, *p<0.05, **p<0.01, ***p<0.001, calculated by comparing treated groupswith control group. 

 

EFFECT OF EXPERIMENT SUBSTANCE ON 

SELECTED HAEMATOLOGICAL PARAMETERS 

The experimental plant herb had profound impact on 

vascular components. Supplementation with 250mg/kg 

considerably increased RBC compared to standard 
group, similarly supplementation with 500mg/kg 

increased WBC in experiment group than the other 

group. There was significant increase in Haemoglobin, in 

herb administered group. 

 

 
FIGURE 2 

 
FIGURE 3: 

 

 
FIGURE 4 
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HISTOLOGICAL EXAMINATION OF STOMACH 

Microscopic examination of animal stomach revealed 

that animals received the herbal extract did not have 

focal ulceration compared to standard. Experimental 

animals had normal epithelium, lamina propria shows 

inflammatory infiltrates and mild hyperplasia. 

 

   
FIG 5 GROUP I                                      FIG 6 GROUP II 

NORMAL EPITHELIUM                    CHRONIC INFLAMMATION 

 

    
FIG 7 GROUP III                                                   FIG 8 GROUP IV 

FOCAL ULCERATION                                            NORMAL EPITHELIUM 

 

DISCUSSION 

An exhaustive perusal of virtually all the earlier research 

studies on nigella sativa reveals the extraction of 

alkaloids, thymoquinone and nigellone prevailing in it 

using diverse methods.[36] In the current research study, 

whole nigella seeds was used as a supplement against 

gastric ulcer induced through copious consumption of 

alcohol in the laboratory reared experimental group of 
rats. 

 

The study revealed that alcohol ingestion increased 

oxidation stress within gastric cells, increases gastric 

acid secretion, disrupt integrity of mucosal layer and 

eventually end up with gastritis and ulcer. Treatment of 

ulcer is primarily by pharmacological involving antacids, 

histamine(H2)receptor antagonists, proton pump 

inhibitor or prostaglandins. Drugs like ranitidine can 

decrease acid secretion but can give rise to gastric 

ulceration. 

 

As an alternate food supplement nigella sativa seeds 

were provided to the experimental group of rats. 

Supplementation with nigella Sativa significantly 

decreased oxidation stress among gastric cell by 

increasing antioxidant enzymes like superoxide 

dismutase, catalase and vitamin c; also decreased lipid 

peroxidation caused by free radicals. Chronic alcoholic 

drinkers suffer from haematological abnormalities which 
is the main cause for malnutrition and other ailments. 

Nigella supplementation improved haematological 

parameters especially ameliorated anaemia which is 

evident from the figure IV. 

 

Histological examination of all the five group revealed 

that control group administered with saline had normal 

mucosa whereas group which was administered with 

alcohol had chronic inflammatory infiltrates. On the 

other hand standard group administrated with drug 

ranitidine did not had inflammation instead focal 

ulceration was observed. The other two experimental 
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group administered with 250mg/kg of Nigella Sativa had 

reduced inflammation possibly through prostaglandin 

mechanism in comparison to the control group. 

Moreover herb can also ameliorate oxidative stress by 

scavenging free radical produced due to ingestion of 

alcohol. To reiterate the above process a similar result 
producing procedure as detailed below could plausibly 

have been adopted. In a recent study, Nigella sativa oil, 

nigellone (Polythymoquinone) and derived 

thymoquinone were studied to evaluate their effect on 

the formation of 5 –lipooxgenase(5 –LO)products from 

polymorphonuclear leukocytes(PMNL). They are found 

to produce concenteratrion dependent inhibition of 5–LO 

products and 5 – hydroxy eicosa - teterenoic acid (5 – 

HETE) production, probably due to an antioxidant 

action, thus showing in part their role in ameliorating 

inflammatory diseases.[37] Normal epithelium with mild 

odema in lamina propria and hyperplasia was observed. 
The hyperplasia discussed above could be compensatory 

hyperplasia as suggested by Sembulingam 2012.[38] 

Therefore patients with alcoholic gastritis and ulcer can 

be suggested with low dose of nigella sativa instead of 

usual drugs like rantidine. The regular usage of 

allopathic medicines over considerable period of time 

could result in several side effects. To curtail such a 

critical situation, nigella sativa in its raw form could be 

supplemented with Nigella sativa at a low dose as an 

alternate healing agent. 

 

CONCLUSION 

The procedure adopted by major researchers to supress 

gastric ulcer is the usage of drugs like ranitidine. In this 

research, an earnest attempt has been made to supress 

gastric ulcer with intake of nigella sativa seeds in its 

whole form without any extraction of components such 

as thymoquinone. The results obtained from the analysis 

of clinical parameters demonstrates the diminution of 

gastric ulcer when 250 mg/kg of NS was ingested in the 

experimental group of rats. This study provides an 

encouraging result to extrapolate a similar methodology 

to supress gastric ulcer in human being with the intake of 
nigella sativa seeds. The result of the impact on human 

being would help alleviate gastric ulcer found more 

prevalent among the economically weaker section of the 

populance at a very low cost thereby with almost no 

proven side effects.   
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