Chapter-1

INTRODUCTION

Bangladesh is an agro-based developing country in the world. Livestock is one of the most important sector of agriculture which plays an important role to promote human health and national economy. The total contribution of livestock sector in Bangladesh to GDP is approximately 6.5% (Anon, 2003) which generate l3% of the foreign exchange, and provides full-time employment to about 20% and partial employment of 50% of the rural population (Ali, 1994).
Cattle produce wide variety of products like hides, skins, milk, meat, cow dung etc. Sometimes cattle may be affected by different types of gastro-intestinal disorders like simple indigestion, ruminal acidity, ruminal alkalinity and bloat. Bloat is one of the major gastro-intestinal disorders in cattle. It is a condition in which there occur over distension of the rumen and reticulum with the gases of microbial fermentation, either in the form of persistent foam mixed with the rumen  contents (Frothy bloat) or in the form of free gas separated from the ingesta (Free gas bloat), (Howarth et al., 1986). It is mostly dietary in origin and occurs most frequently in Cattle grazing on lush legume pastures. It also occurs in animals under feedlot conditions, particularly those fed a highly concentrate ration with ground forage (Blood et al., 2000). Affected cattle are not culled and therefore the health condition deteriorates and milk production is reduced. This causes a serious economic loss to the farmers.

In New Zealand, mortality rate in cattle has been reported to vary from 0.3-1.2%. A part from reduced production potential bloat also causes death in cattle (Howarth et al., 1986). Different types of bloat are found in cattle. One is primary bloat and another is secondary bloat.

Primary bloat is both frothy and gaseous type. The frothy bloat is per acute, acute and sub acute and the gaseous type is acute and sub acute form. Whereas secondary bloat is only gaseous type which is found as sub-acute and chronic form. In this study type bloat is determined on the basis of passing stomach tube. In case of esophageal obstruction, the tube does not pass. In case of primary bloat, tube passes easily and releases ruminal gas. In frothy bloat, tube passes easily but does not release gas. 

Objectives:

1. To find out the prevalence of bloat at Char Fashion Upazilla in                             Bhola district.

2. To familiar with the etiology, clinical signs, diagnosis and treatment of bloat occurring in cattle.

3. To give advice to the people to follow proper managemental practice on their farms.

                                                         Chapter-II

REVIEW OF LITERATURE
DEFINITION
Blood et al., 2000, reported that ruminal bloat is the abnormal distention of the rumen and reticulum caused by excessive retention of gases of fermentation; either in the form of persistent foam mixed with the rumen contents or as free gas separated from the ingesta. Normally gas bubbles produced in the rumen coalesce, separate from the rumen contents to form pockets of free gas above the level of the contents and finally are eliminated by eructation. 

Chakrabarti, 2002, found that bloat is a clinical condition where rumen and reticulum are filled with gases of fermentation due to excessive intake of easily fermentable foods. If the gas bubbles remain intimately adhered with the ingesta, the condition is referred as frothy bloat as there is lot of production of foam in the rumen.

Hungate et al., 1970, stated that rumen methane is produced mainly by reduction of carbon-di-oxide with hydrogen gas being the main hydrogen donor. 

Opperman et al., 1961, showed that only a small amount of the rumen methane could be produced from the methyl group of acetate, although this is the main precursor of methane in some anaerobic ecosystems.

It is solely a disease of ruminants (Cattle, Buffalo, Sheep, and Goat). It results either due to excessive production of gas or physical obstruction of the process of eructation of gas. On structural basis eructation can be explained as a co-ordinated  reflex action which depends upon the normal functioning of mechanism rather than any special excitatory factors.
ANATOMY OF THE RUMINAL STOMACH

The stomach of the ruminant occupies nearly three fourth of abdominal cavity & it is divided into four- compartments viz. rumen, reticulum, omasum and abomasum. It fills the left half of the cavity except the small space occupied by the spleen and part of the small intestine and extends well into the right hall. The esophagus opens into a shallow vault between the rumen and reticulum, the atriuo-ventriculi and the abomasums which is continuous with the small intestine. (Getty et al., 1961). In the young, the first two compartments are poorly developed and milk reach the stomach (abomasums) channeled by esophageal or reticular grove. As the calf starts eating solid foods the first two compartments enlarge greatly and ultimately in adult age they assume 85% of the total capacity of the stomach. (Chakrabarti,  2002).
PHYSIOLOGY OF THE RUMINAL STOMACH

The food is mixed up with copious amount of saliva during eating and rumination. Rumen contents contain 85%-93% water on average, but they remain in two phases, a lower phase, in which the finer food particles are suspended, and dryer upper layer of coarser solid particle. The process of breakdown of food is made by physical and biochemical means. The contents of the rumen are continuously mixed by the rhythmic contraction of it’s wall. During rumination, material of the anterior end is drawn back into the esophagus and returned by a wave of contractions to the mouth. (Chakrabarti, 2002).
Gray (1947), reported that 70-85% of the digestible dry matter of the usual diet is digested by micro-organism in the rumen, with the production of volatile fatty acids, carbon-di-oxide, methane, ammonia and microbial cells.

Under normal conditions, the gas produced in the rumen separates from the solid and liquid contents and then rises to the top of the rumen, where it collects as a free bubble. Eructation or belching is initiated by increasing gas pressure in the rumen. When an animal belches, the rumen contracts and pushes the free gas toward the front   of the rumen, where it collects in the esophageal opening. (http://www.cattle.ca Eructation or belching, normally occurs about once every minute and requires about 10 seconds to be completed. The volume of gas produced by rumen fermentation increases after feeding and peaks in two to four hours. To accommodate increased rates of gas production, belching occurs more often, up to three or four times per minute. Normally the process is efficient in expelling large volumes of gas from the rumen. ( Belschner, 1978 ).
Normally ruminants carry an active population of micro-organisms (bacteria, fungi, and protozoa) in the fore stomach of their digestive system. Without these organisms, the animal would be unable to digest fibrous feed, such as grasses and legumes. In the process of digesting these materials, the micro-organisms produce large quantities of gas that must be expelled. When steers are fed fresh alfalfa, they produce up to 2 liter of gas per minute. The rate of gas production in the rumen is most rapid immediately after a meal and in the cow, may exceed 30 liters per hour. Carbon-di-oxide is produced partly as a byproduct of fermentation and partly by the reaction of organic acids with the bicarbonates present in the saliva. The major precursor of methane appears to be formic acid through carbon-di-oxide and hydrogen. About 4.5 gm being formed for every 100 gm of carbohydrate digested by the ruminants. (Banerjee, 2004).
The opening of the esophagus is controlled by receptors in the rumen wall that can sense when the area is exposed to liquid or free gas. If the area is covered with liquid or foam, the esophagus remains tightly closed, and prevent belching. This trait apparently has evolved in ruminant animals to prevent rumen fluid or foam from accidentally entering the lungs, which would cause aspiration pneumonia. (http://www.merckvetmanual.com). Eructation occurs when the receptors surrounding the esophagus sense that free gas is present. As the esophagus relaxes, the animal takes a deep breath, drawing the gas up the esophagus. Most of the gas (about 60%) then enters the lungs and the remainder is expelled through the mouth. As most of the eructated gas enters the lungs before it is exhaled, it is difficult to notice or hear an animal eructate. If a large amount of gas is eructated, however, either or both a sound or a smell will be noticeable.

MICROBLAL DIGESTION OF RUMEN
Rumen contains large number of micro-organisms like Bacteria, Protozoa and Fungi. They help in digestive process of rumen.

Common rumen protozoa with their degradation products:

	Protozoa
	Substrates
	Products

	Holotrichs 

Isotricha prostoma

Isotricha interstinalis
	Large variety of sugars, bacteria 
	Store starch, H2, CO2, 

Acetic acid, Lactic acid and Butyric acid.

	Dasytricha ruminantum
	Many sugars,
cellobiose
	

	Enterodinimorphs 

Entodinium caudatum 

Entodinium burs
	Starch, bacteria 
	

	Diplodinium dsitaceum 
	Starch and cellulose

	

	Diplodinium dentatum

Diplodinium cristagalli
	
	


Common Species of rumen bacteria and their products of fermentation (Chakrabarti, 2002):
	Organism
	Nature
	Type
	Fermented end products

	Bactericides succinogenes 
	Cellulose fermenting 
	Gram-Ve 
	Acetic acid, Butyric acid.

	Butyrivibrio fibriosolvens 
	Cellulose fermenting
	Gram-Ve
	Formic acid, Acetic acid, Succinic acid, Lactic acid.

	Ruminococeus 
	Cellulose fermenting
	Gram-Ve
	. Formic acid, Acetic acid.

	Flavefaciens 
	 Cellulose fermenting 
	Gram-Ve
	Succinic acid

	Bacteroies amylophilus 
	Starch and suger fermenting 
	Gram-Ve
	Formic acid, Acetic acid, Succinic acid.

	Succinosolvens dextrinosovens
	Starch and suger fermenting 
	Gram-Ve
	Acetic acid, propionic acid.

	Selenomonas ruminantium 
	Starch and suger fermenting
	Gram-Ve
	Lactic acid.

	Streptococcus bovis 
	Lactic acid fermenting 
	Gram-Ve
	Acetic acid, propionnic acid.

	Veillonella alelecens
	Lactic acid fermenting
	Gram-Ve
	Butyric acid, Valeric acid.

	Peptostreptcoccus elinococci 
	Lactic acid fermenting 
	Gram-Ve
	Formic acid, Succinic acid, Acetic acid, Isobutyric acid.

	Baetericides ruminocola 
	Deaminating 
	Gram-Ve
	Succinic acid.

	Methanobacterium 
	Mehtanogenii 
	Gram-Ve 
	Methane


ETIOLOGY OF BLOAT

Ruminal bloat is over distension of the rumen and reticulum with the gases of fermentation, either in the form of persistent foam mixed with the rumen contents or in the form of free (Frothy bloat) is dietary in origin and occurs in cattle on legume pasture and in feedlot cattle on high level grain diets . Secondary ruminal bloat (Free gas bloat) is usually due to failure of eructation of free gas because of a physical interference with eructation. (Blood et al., 2000).
PRIMARY BLOAT
The cause of primary ruminal bloat or frothy bloat is the production of stable foam which traps the normal gases of fermentation in the rumen. The essential feature is that coalescence of the small gas bubbles is inhibited and intra-ruminal pressure increases because eructation can not occur. Legumes bloat is due to the foaming qualities of the soluble leaf protein in legumes and other bloating forages. (Blood et al., 2000). The cause of feedlot or grain bloat is uncertain. Association evidence suggests that the feeding of finely ground grain promotes frothiness of rumen contents. (Chakrabarti, 2002).
The feeding of large quantities of grain to cattle results in marked changes in the total number and proportion of certain protozoa and bacteria. Some species of encapsulated bacteria increase in number and produce a slime which may result in a stable foam but there is no firm evidence that this is the cause of feedlot bloat. There is some evidence that some cases of feed lot bloat may be of the free gas type based on the observations that gas may be released with a stomach tube. Feedlot cattle are susceptible to esophagitis, ruminal acidosis and ruminitis, overfill and ruminal atony. Each of these may interfere with eructation & cause secondary ruminal tympany and free gas bloat. (Blood et al., 2000). Foaming or frothiness of the ruminal contents is the vital factor in causing primary pasture bloat. The physical form of a grain ration appears to be related to grain bloat. As in frothy legume bloat, where too rapid release of leaf nutrients appears to be instrumental in producing bloat, it seems likely that the small particle size of ground fed have the same effects. It is known that fine particulate matter can markedly increase foam stability. The feeding is ground grain of fine particle size (Geometric mean particle size, 388 micro meter) was associated with more rumen froth than the use of courses particle size (715 micro meter). (Blood et al., 1989).
The PH of the rumen contents also plays an important part in the stability of the foam (maximum stability occurs at a pH of  about 6) and the composition of diet and the activity and composition of the rumen micro flora are known to influence this factor. The rate of flow and composition of the saliva has an effect on the tendency for bloat to occur. This effect may be exerted by means of buffering effect of the saliva on the PH of the rumen contents because of variation in its content of mucoproteins. The physical effects of dilution of ruminal ingesta by saliva may also be important. There is a negative correlation between the proportion of liquid present and the incidence of bloat and feed of a low fiber and high water content depresses the volume of saliva secreted. Also susceptible cows secrete significantly less saliva than non-susceptible cows and there are differences in the composition of saliva which are genetically determined. (Blood et al., 2000).
SECONDARY BLOAT
Physical obstruction to eructation occurs in esophageal obstruction caused by a foreign body by stenosis or by pressure from enlargement outside the esophagus, such as tuberculous lymphadenitis or bovine leucosis involvement of bronchial lymph nodes or by obstruction of the cardia from the interior. Interference with esophageal groove function in vagus indigestion and diaphragmatic in young animals and in poisoning with the fungus Rhizoctonia leguminicola due to probably spasm of esophageal musculature. Carcinoma, granulomatous lesions caused by Actinomyces bovis near the esophageal groove and in the reticular wall and papillomata of the esophageal groove and in the reticular wall and papillomata of the esophageal groove and reticulum are less common causes of obstructive bloat. There may also be interference with the nerve path ways responsible for maintenance of the eructation reflex, the receptor organs in this reflex are situated in the dorsal pouch of the reticulum are capable of discriminating between gas, foam and liquid. The afferent and efferent nerve fibers are contained in the vagus nerve but the location of the central coordinating mechanism has not been difined. Depression of this center of lesions of the vagus nerve can interrupt the reflax which is essential for removal of gas from the rumen. (Blood et al., 2000).
This may be caused by any one of a number of factors and probably in many instances by a combination of them. The cause of the frothing is the formation of a stable persistent foam in the rumen. In pasture bloat, many factors in the fluid contents, including sapponins, pectins and hemicelluloses have in the past been advanced as contributing causes. The soluble leaf cytoplasmic proteins were once considered tube the principal foaming agents. Their role is now questionable. Recent observations indicate that bloat causing legumes are more rapidly digested by rumen microorganisms than non-bloat causing forages and that rupture of leaf mesophyl cells leads to the release of chloroplast particles. These particles are readily colonized by rumen microorganisms and gas bubbles are trapped among the particles which prevent coalescence of bubbles by preventing drainage of rumen fluid form the liquid lamellae between the bubbles. The comdition of the rumen prior to feeding is an important factor in the immediate susceptibility of an animal to pasture bloat. (Blood et al., 2000).
A predisposed rumen is characterized by an excess of disperser particulate matter with adherent microorganism, which may contribute to the frothiness but is not the primary foaming agent. The chloroplast particles in the rumen have a slower rate of clearance in bloating animals than in non-bloating ones.                  (Blood et al., 2000).
The cause of the foam in feedlot bloat is uncertain and not all cases of feedlot bloat are of the frothy types, some are free-gas bloat. In frothy feedlot bloat the viscosity of the ruminal fluid is markedly increased and may be due to the production of insoluble slime by certain species of bacteria which proliferate to large number in cattle on a high carbohydrate diet. The slime may entrap the gases of fermentation. The delay in occurrence of feedlot bloat suggests that a gradual change in the microbial population of the rumen may be an important factor in explaining the cause. Normal tone and motility of the musculature of the rumen and reticulum are also necessary for eructation. In anaphylaxis, bloat occurs commonly because of musclualr atony and is relieved by the administration of adrenaline of antihistaminic drugs. A sudden marked change in pH of the rumen contents due to either acidity or alkalinity causes ruminal atony but the bloat which results in usually of a minor degree only, probably because the gas producing activity of the micro flora is greatly reduced. (Blood et al., 2000).
While most cases of feedlot bloat associated with outbreaks are of the frothy type  and can not be easily relieved with a stomach tube, it is apparent that sporadic cases are of the free gas type which suggests that they are secondary. Possible causes of the ruminal atony and failure of eructation include esophagititis, acidosis, rumenitis and failure of rumination because of all  grain diet. It is known that feedlot cattle on high level grain diet for long periods will not ruminate normally and their rumen movements are significantly reduced. (Chakrabarti, 2002).
CHRONIC RUMINAL BLOAT
It occurs frequently in calves up to 6 months of age without apparent cause. Persistence of an enlarged thymus, chronic ruminal atony caused by a continuous feeding on coarse indigestible roughage, and the passage of unpalatable milk replace into the rumen, where it undergoes fermentation and gas production, instead of  the abomasums have all been suggested as causes but the condition usually disappears spontaneously in time and the cause in most cases is undetermined. Necropsy examination of a number of fatal cases has failed to detect any physical abnormality although a developmental defect appears to be likely because of the age at which it occurs. One case of chronic bloat in a calf has been recorded as caused by a partial rotation of the rumen about its long axis. Unusual postures, particularly lateral recumbency, are commonly characterized by secondary bloat. Cattle may die from secondary bloat if they become accidentally cast in dorsal recumbency for handling facilities, crowded transportation by vehicles, irrigation ditches and other restrictive position. In some cases of vagus indigestion characterized by ruminal hyperactivity. The secondary bloat may be of the frothy type because of ruminal hyperactivity. (Blood et al., 2000).
EPIDEMIOLOGY

Primary ruminal bloat causes heavy loss through death, severe loss of production, and the strict limitation placed on the use of some high producing pastures for grazing. The incidence of the diseases has increased markedly with the improvement of pastures by heavy application of fertilizers and use of high producing leguminous pasture plant and losses in cattle at times have reached enormous proportions. (Blood et al., 2000).
Pasture bloat has a seasonal occurrence when the pasture in lushes. Dry hot condition and matured plants and thus midsummer are the forerunners of Adeline in prevalence. Spring and Autumn are the most dangerous season when the pasture are lush, young and leaves of the plants contain a high concentration of soluble proteins. (Blood et al., 2000).
The most obvious form of loss is sudden death and although this is the dramatic loss, especially when a large number of cattle are unexpectedly found dead, all equivalent loss occurs as the result of reduced feed intake. Feed lot bloat or grain bloat occurs in feed lot cattle during the 50-140 days when cattle are fed large quantities of grain and small quantities of roughage. In some cases the use of polluted, finely ground grains has been associated with outbreak of feedlot bloat. High producing dairy cows which are fed 12-22 kg of grain daily may also develop grain bloat.

FATORS INFLUENCING THE OCCURRENCE OF BLOAT 

1. Diet

The food materials are digested by both microbial as well as enzymatic action. Any change in the microbial population, rumen PH and rumen motility from feeding may produce bloat (Rahman and Hussain, 1980). It also occurs when cattle graze on cereal crops rape, cabbages and leguminous vegetable crops including peas and beans and young grass pasture with high protein content. Over eating of concentrate, toxic substances or lack of roughage in the diet can lead to bloat. (Branded et al., 1991).
2. Animal

Cattle vary in their susceptibility to bloat. It is suggested that low susceptibility cattle do not have bloat because they have a lower relative volume of rumen fluid than high susceptibility cattle. (Blood et al., 2000).
3. Other Factors

Certain species of bacteria e.g. Lachnospiral multiparus produce insoluble slime on a high carbohydrate diet which entrap the gases of fermentation and cause bloat.
PATHOGENESIS OF BLOAT

Normally, gas bubbles produced in the rumen fluid coalesce, separate from the rumen contents to form pockets of free gas above the level of the contents and are finally eliminated by eructation (Dougherty et al., 1902 and Blood et al., 2000). 1n frothy bloat, the gas bubbles remain dispersed throughout the rumen contents producing an abnormal increase in the volume of the rumino-reticular contents and consequently inhibiting eructation. (Umapathy et al., 1991 Majak, et al., 1986 ).
Failure of eructation may be due to lack of stimulation near the cardia. This may be associated with insufficient fiber in the ingesta, excessively rapid bacterial fermentation of ingest. Presence of saponin in the feed toxic substances (e.g. HCN histamine) alkalosis and genetic weakness. (Schipper, 1970).
The plants contain protein especially in the cytoplasm of their leaves. Besides in the rumen, foam may block the cardia and thereby impede eructation due to lack of specific nervous stimulation. Excessive feeding of ground grains of fine particles produce enormous quantity of gas under the influence of microbial fermentation. (Chakrabarti, 2002).
CLINICAL FINDINGS

Pastured beef cattle are not checked as regularly as dairy cattle, so they are more likely to be found dead when they suffer from bloat. Feedlot cattle that die as a result of bloat are commonly found dead in the morning, possibly because they are inactive during the night or because they are not seen, detected and treated. (Hironka et al., 1976). Cattle that are milked and observed regularly may begin to become bloated 30 minutes to 1 hour after they turned out to a bloat producing pasture. However, there is commonly a lag of 24 to 48 hours before bloating occurs in cattle that been placed on a bloat-producing pasture for the first time. They may become bloated on the first day, but bloat more commonly occurs on the second or third day. (http:// www.merckvetmaul.com).
An unexpected in pasture bloat, distension is usually more obvious in the upper left flank, although the whole of the rumen can be enlarged. The animal feels uncomfort and may get up and lie down frequently, defecate, kick at the belly and roll over in attempting to relieve the discomfort. Breathing is difficult or labored and occurs through the mouth. The animal protrudes the tongue, salivates and extends the head. Its respiratory rate increases to up to 60 inhalation-exhalation cycles per minute. Occasionally, projectile vomiting occurs and the animal may expel soft feces in a stream. ( Hironka et al., 1976).
Death may occur quickly, but usually does not take place until 2 to 4 hours after the onset of bloat. When the bloat becomes severe enough, the animal collapses and dies quickly, almost without a struggle. Death is likely caused by suffocation, when the distended rumen pushes against the diaphragm and prevents inhalation. (Hironka et al., 1976). In a group of affected cattle, a number of animals with severe bloat can usually be found and the remainder has mild to moderate distension of the left flank. These animals are uncomfortable and graze only for short period. In dairy cattle, milk production is reduced, perhaps because the animal has reduced its feed intake or due to a failure of milk letdown. In free-gas bloat, the excess gas is usually present as a free-gas cap on top of the solid rumen contents. As in pasture bloat, an increase in rate and force of ruminal movement in the early stages usually occurs, followed by atony. Inserting of stomach tube with the aid of a speculum allows the animal to expel large quantities of gas, thus easing ruminal distension. In addition, any esophageal obstruction can be detected when the stomach tube is passed into the animal. (Hironaka el al., 1976).
Ruminal movements are usually much increased in the early stages and may be almost continuous, but the sounds are less audible because of the frothy nature of the ingesta. Later, when the distension is extreme, the movements are decreased and may be completely absent. The tympanic note or drum sound produced by percussion is characteristic. Before sever bloat occurs, a temporary increase in eructation and rumination can be noted, but both disappear with severe bloat.                             (Hironka et al., 1976).
In primary pasture bloat obvious distention of the rumen occurs quickly, sometimes as soon as 15 minutes after going to bloat producing pasture and the animal stop grazing. The distension is more obvious in the upper left para lumbar fossa but the entire abdomen is enlarged. There is discomfort and animal may stand and lie down frequently, kick at the abdomen and even roll. Frequent defecation and urination are common. Dyspnea is marked and accompanied by mouth breathing, protrusion of the tongue, salivation and extension of the head. The respiratory rate is increased up to 60/ minute. Occasionally projectile vomiting occurs and soft facces may be expelled in a stream. (Blood et al., 2000).
DIAGNOSIS OF BLOAT

According to Chakrabarti (2002) diagnosis of bloat can be furnished by the following ways:
• Vagas indigestion: History of traumatic reticuloperitonitis, dyspnea, recurrent bloat, reticular sound.

• Diaphragmatic hernia: History of traumatic reticuloperitonitis, dyspnea, reticular sound.

• Tetanus: rigidity of skeletal muscles, locked jaw, protrusion of third eye lid, hypersensitivity, history of wound.

• Black quarter: High rise of temperature, young age, limping of gait, crepitating of  muscles of thigh, septicemia.

 • Snake bit: Fang mark, history of bite, bloat.

             • Esophageal obstruction: Drooling of saliva, inanition, passage of crepitating of muscles of thigh, septicemia.
             • Anthrax: High rise of temperature, oozing of blood from natural orifices.

Diagnosis of secondary bloat is a difficult task. Passing of stomach tube, X-rays and exploratory rumenotomy may be required to arrive at a diagnosis.                         (Blood et al., 2000).
POST MORTEM FINDINGS

In cattle which have died from bloat within an hour previously there is a protrusion and congestion of the tongue, marked congestion and hemorrhages of lymph nodes to the head and neck, epicardium and upper respiratory tract, friable kidneys and mucosal hyperemia. Occasionally the rumen or diaphragm has ruptured. In animals dead for several hours there is subcutaneous emphysema, almost complete absence of froth in rumen and exfoliation of the cornified epithelium of the rumen with marked congestion of sub mucosal tissue. (Blood et al., 2000). 

Pressure from the distended rumen leads to congestion and hemorrhage of the esophagus in the region of the neck, while the esophagus in the thorax is pale. This demarcation between congestion and pallor seen in the region of the thoracic inlet is called bloat line.

TREATMENT OF BLOAT

The object of treatment of bloat is to relieve the pressure of gas in the rumen because the pressure exerted by the distended rumen compromises lung function which result death from hypoxia.

According to Roy (2004), bloat can be treated by removing the gases by stomach tube or inserting trocar and cannula through the left flank. Giving ruminal fluid or rumen contents from normal ruminating animals or slaughtered animals. Giving anti-zymotic agents @

          a) Turpentine oil + Linseed oil

15-30 m1                   250-500 ml 

b) formalin + Water

4ml                        300ml

c) Formalin 3%+ Turpentine oil 12% + Arachis 35%

                          100-140ml

Jenson et al., (1995), reported that chronic recurring bloat often develops as a secondary complication to other diseases, such as diphtheria and pneumonia, which interfere with eructation and oral administration of antibiotic and sulfonamides which may alter the ruminal micro flora to a predominance of gasogenic bacteria. The mild case of bloat may be treated by carminative.        (Day kin, 1960); (Brander et al., 1991). Frothy bloat may be treated by drenching or by administration of l0 gm of Poloxalene for 45 kg body weight. This treatment brings about relief within 15-30 minutes (Booth and Mc Donald, 1982). Clarence et al. (1991), reported that in life threatening cases, an emergency rumenotomy may be necessary, it is followed by an explosive release of ruminal contents. A trocar and cannula may be used for emergency are effective including vegetable oils (e.g. Pea nut, Corn, Soybean) and mineral oils (paraffin), at the dose of 80-250 ml. Dioctyl sodium, Sulfosuccinate, or surfactants is commonly incorporated into one of the above oils.

PREVENTION AND CONTROL

Management practices that have been used including feeding hay before turning cattle on pasture, maintaining grass dominance in the sward, or using strip grazing to restrict intake, hay should be one third of the diet. In Australia and New Zealand the strategic administration of an anti-foaming agent is widely practiced. The most reliable method is b i d drenching e.g. at milking times with an anti-foaming agents. (Clarence et al., 1991).
Prevention of pasture bloat can be difficult. In the past many husbandry practices have been recommended including the feeding of dry scabrous hay, cereal hay and straws, restricting the grazing to 20 minutes at a time (Davis, 1962; Udall, 1964), or until the first cattle stops feeding, cutting the crop and feeding it in troughs and strip grazing to ensure that all available pasture is utilized each day.  (Blood et al., 2000). The incidence of bloat is lessened by avoiding straight legume pastures (Both and McDonald, 1982), feeding dry forage along with pasture (Schipper, 1970), avoiding a rapid fill from an empty start (Ensninger, 1962), keeping animals continuously on pasture after they are once turned out. (Both and McDonald, 1982), Keeping salt and water conveniently accessible at all the time (Schipper, 1970; Blood et al., 2000) and avoiding frosted pasture. (Blood et al. 2000). They also stated that the only satisfactory method available for the prevention of bloat in cattle on a bloating pasture is the administration of antifoaming agents. Pasture spraying with antifoaming agents (Hall et al., 1994), feeding of water dispersible lard oil with the grain at the rate of 0.5 pound per day might prevent bloat (Dykstra, 1965).
The incidence of pasture bloat may be reduced to two-third by feeding 100 mg of procaine penicillin per cow per day. (Both and McDonald, 1982). Other manage mental factors e.g. avoiding of overfeeding after a period of temporary starvation (Morris et al., 1991) and ensuring available water supply may be considered to be important in the prevention of bloat (Blood et al., 2000).
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MATERIALS AND METHODS

DURATION OF STUDY

The study was conducted during the period of 27th June to 26th August, 2010.

STUDY AREA

The study area was Upazilla Veterinary Hospital, Char Fashion, Bhola.

REFERENCE POPULATION AND DEVEILOPMENT OF SAMPLING FRAME

All the animals coming in Upazilla Veterinary Hospital were considered as study population. A total of 320 animals with different disease condition were considered as sample for the present study. 

CASE DESCRIPTION

CLINICAL HISTORY

The animals were fed lot of cabbage, large amount of concentrate, the abdomen starts to distend and the animals become anorectic. The animals stand and roll down and sometimes kick at the abdomen.

DIAGNOSIS

Diagnosis of bloat was made by-

1. Clinical history

2. Presenting clinical signs

3. Presence of frothy bloat by palpation

PHYSICAL EXAMINATION

1. Inspection

2. Palpation 

3. Percussion 

4. Auscultation 

 Animal was inspected to identify whether the abdomen was distended or not and the type of distension. Percussion was done to differentiate whether there was frothy gas or free gas in the rumen. Auscultation was done to hear the ruminal sound and the motility of the rumen.                                                                                           

TREAMENT: 

Trocar and cannula was inserted to remove the gas from the rumen. Locally available veterinary products were used for relief of suffering from bloat. 

PREVALENCE OF BLOAT

The prevalence of cases was calculated by the following equation:

  Number of animal affected with bloat

 Prevalence of bloat=-------------------------------------------- x 100 

Total number of animal
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RESULTS AND DISCUSSIONS

In present study the prevalence of bloat in cattle was 6.25%. These results could be compared well with the findings of Hossain et al., (1980) and Rahman et al., (1980) and they reported 4% and 0.3% bloat in buffalo and cattle respectively. The incidence of bloat was low in cattle compared to buffalo that was reported by Sutaradhar et. al., (2002), who reported 1.7% incidence of bloat. The increase incidence of bloat in adult cattle is mostly dietary in origin. The success rate of using taocar and cannula is very good. Clarence et al., (1991) mentioned that trocar and cannula may be used for free gas bloat for emergency relief and sometimes 2.5 cm in diameter needle should be used if trocar and cannula is not available.
The result of treatment by using locally available drugs is also very good. A variety of antifoaming agents are effective including vegetable oils e.g. pea nut, soybean or mineral oils at the close rate of 80-150 ml (Church and Pond, 1988) and might be associated with their larger rumen volume and insufficient eructation (Cockrem et al., 1987).
If the animals are treated immediately after occurrence of disease the disease condition, the success rate is higher. Delay treatment cause some associated complication with secondary infection. 

CONCLUSION

From the study it can be concluded that ​bloat is the one of the main problem in the study area. Most of the cases of bloat are dietary in origin. The immediate treatment showed better result. Insertion of  trocar and cannula seems to be effective in case of free gas bloat. Lack of knowledge of proper feeding and management leads to cause the disease. Sufficient veterinary support is not easily available here. So animals often die without any treatment. During my internship program in veterinary hospital I observed the real scenery of veterinary activities in the rural area. Another problem in this area that veterinary drugs are not easily available. So both the animal and the owner suffer much. If the people can be trained properly on how to rear animal scientifically, livestock sector would be a reliable source of making money compared to other sectors. The Government as well as the concerned people should be alert to improve this sector.  Further study is needed to know the actual case of bloat in cattle in the study area.
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                                                   APPENDIX
A RECORD KEEPING DATA SHEET
Data sheet during examination of the animal

Identification no: .............................................................................................

Date……………………………………………………………………………………

Owner’s name: .......................,...............................:................................. Address: Vill : ..................... Thana: ......................Dist:

PATIENTS DESCRPTION:

Species: .................................

Sex: ........................................

Breed: ................................ Age: ....................... Body weight: ........................

Owner's complaint: …………………………………………….
FEEDING:

a) Roughage:……………………………………………………………………

b) Concentrate: ………………………………………………………………………

Clinical findings: ……………………………………………………………………

Diagnosis: …………………………………………………………………………

Treatment: …………………………………………………………………………

………………………

Signature
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Pevalence Of Bloat And It's Management At Char Fashion Upazilla In Bhola District

ABSTRACT

The study was carried out at Upazilla Veterinary Hospital, Char Fashion, Bhola, during the period of 27th June to 26th August, 2010 to find out the prevalence of' bloat in cattle. The study was conducted based on infected cattle with various disease conditions. Among them 20 animals were affected with bloat and the prevalence of bloat was almost 6.25%. The effect of treatment of bloat was studied by using locally available drugs that are easily found in that area such as No Bloat, Anti bloat, Rumenton, Bloat Stop, Zymogen powder, Formalin etc. In few cases insertion of trocar and cannula was done to remove the free gases from stomach. 


Key words: Bloat, prevalence, trocar, cannula, treatment, animals. 
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