INTRODUCTION
Bovine ephemeral fever (BEF) is an arthropod-borne acute viral disease of cattle and buffaloes. It is caused by an arbovirus of the family Rhabdoviridae, a member of the genus Ephemerovirus. The BEF virus life cycle is maintained through a vector-host system probably in​volving bloodsucking dipterans and cattle [Walker & Boreham, 1976]. The virus agent has been isolated from various species of midges and mosquitoes, which prob​ably act as vectors [Davies & Walker, 1974; Blackburn et al., 1985; Mellor, 1996; Venter G.j, 2003]. Neverthe​less there is no evidence as to which vector species can transmit the BEF virus [Braverman, 2001].

BEF is spread by movement of the host or by vectors [Murray, 1977; St George, 1988]. Long-distance car​riage of infected insects by wind has most likely been responsible for the spread of BEF in various countries [Murray, 1970; Newton & Wheatley, 1970; Sellers, 1980; Sellers & Pedgley, 1985; St George, 1988; Al-​Busaidy & Mellor, 1991]. According to Sellers [1980], Israel and the rest of the Mediterranean area are in zone "C", where pathogens are introduced by infected vectors carried by warm winds. Outbreaks of BEF probably occur when vector populations increase, resulting in high rates of virus transmission to susceptible cattle.

BEF is an inflammatory disease of short duration, affecting cattle [Uren et al., 1992].

It is becoming increasingly apparent that BEF oc​curs as a direct result of disruption of the normal functioning of both the physiological and immunolog​ical systems of the host [Uren et al., 1992]. There is some evidence to suggest that BEF is immunogenic in nature [Burgess & Spradbrow, 1977; Uren & Murphy, 1985; Uren et al., 1989] and that the clinical characteristics of the disease are the expression of mediators of inflammation common to a number of acute febrile diseases with a secondary hypocalcaemia [Uren et a]., 1992; St George et al., 1995]. Clinical signs and patho​logical changes are reflections of the effects of virus replication on the host and the host's response to the infection [Burgess & Spradbrow, 1977].

BEE was described in 1924 in Egypt [Sen, 1931] and in the Jordan Valley in Palestine in 1931 [Rosen, 1931]. Since then the disease has occurred at irregular and long intervals over the years, and the last outbreaks, before the ones discussed in the present paper, occurred in 1990-1991. The disease has been reported in Jordan, Syria, Iraq, Saudi Arabia [Burgess, 1971; Abu-Elzein, 1997], and in Israel [Yeruham et al, 2002].

Significant economic losses in dairy cattle herds may result from mortality, reduced milk production, increase in somatic cell count [Morgan & Murray, 1969; Newton & Wheatley, 1970; Uren et al, 1989; Yeruham et al., 2003].

There is paucity of information on the clinical and epidemiological aspects of the disease in high-yielding dairy cattle under a subtropical climate. The present study was therefore aimed al investigating the clinical and epidemiological aspects of bovine ephemeral fever outbreaks in the Jordan Valley during 1999-2001.

The study describes an outbreak of Bovine ephemeral fever in domestic animals including cattle and buffaloes during the outbreak and the economic losses occur in Raipura, Narsingdi district. The present study was designed to know the occurrence of Bovine ephemeral fever in cattle and their therapeutic management against the disease. 

Objective of the study:

· To study the clinical observation and management  of  Bovine ephemeral fever  in cattle

· To measure the observed Bovine ephemeral fever at Raipura Upazilla in Narsingdi district.

· Sex wise differentiation.  
 MATERIALS AND METHODS
Study area:

The study was conducted in Upazilla Veterinary Hospital Raipura, Narsingdi district.

Duration and location of the study:
The duration of the study was 2 months from 9-02-2014 to 8-4-2014.
Sample size:

Total 344 animals were observed in my Upazilla, among those 133 were bull, 156 were cow and 75 were claves. In there 21 bulls, 9 cows and 5 calves were affected in Bovine ephemeral fever.
Case definition: 

Bovine ephemeral fever is an arthropod transmitted viral disease of cattle and buffalo. 
Clinical examination of the patient
The main clinical finding in sick and cross breed cattle (9 cows, 21 bullock and 5 calves) age between 6 month and 5 years in field condition were sudden onset of fever 1050F, loss  of  appetite,  lameness  and/or  stiff  gait,  anorexia  and  sharp  fall  in  milk production,  constipation  in  some  animals  while  diarrhoea  in  other  animals. Laboured  respiration, lacrimation, stringy and  water colour nasal discharge and foamy drooping of saliva was also seen in some animals while in other cough, presence of dry/moist rales and enlargement of superficial lymphnodes were observed.

Muscular sign such as severe stiffness in one or more limb were more evident on second day. A posture similar to parturient paresis as head turned flank were also observed . In severe cases of ephemeral fever there were toward sternal recumbency followed by lateral recumbency with sign of flaccid paralysis. Other feature includes rumen atony, loss of the swallow reflex and tongue tonus and partial paralysis of the lower jaw, resembling botulism.

Blood sample was collected from 6 representative cases, the average haemoglobin was 9-10 gm/100ml. (Normal value 8-15 gm/100ml.), PCV was 33-35% (Normal value 24-46%) and TEC 10-11 million/cu..mm. (Normal value 5-10 million/cu.mm). The differential leucocytic pattern indicated slight neutrophilic leucocytosis.

From 5 animals rumen fluid was collected to determine the PH situation. The PH of the rumen fluid range between 6.2±0.11 and the average rumen motility was one per

2 minute.

Treatment
All clinically suspected animals had been divided in group A (15 animals) and group B (20 animals).

Group (A):
Were treated with  inj. analgesic and antipyretic drug @ 1mg/kg body wt. or 1ml/25 kg body wt. deep IM and rumenotorics 2 bolus BID orally for 3 consecutive days.

Group (B):
Were treated with  inj.analgesic @ 1mg/kg body wt. or 1 ml/25kg body wt. deep IM daily for 3 days along with Oxytetracycline LA inj. @ 20mg/kg body wt. or 1ml/10kg body wt. IM. As supportive therapy also rumenotorics 2 bolus BID institute for 3 consecutive days.

Table No.1
Treatment Pattern of Ephemeral Fever
	Group
	Drug Used
	Treated

No. of

Animals
	Clinically

Improvement

Duration
	Further Treatment

Required

	Group A
	Analgesic + Rumenotorics
	15
	3-7 days
	further treatment with

antibiotics 13 (44.82%)

animals required

	Group B
	Analgesic + Oxytetracycline 
LA + rumenotoric
	20
	3-4 days
	No further treatment

required


In  group  (A):  The  observation  of  15 animals  clinically  diagnosed  as  BEF,  10 animals marked clinical improvement as lowered body temperature, increase appearance and improvement as lowered body temperature, increase appearance and improvement in movement, 5 animals  showed increase respiration, inappetance, dry muzzle and depression were given further antibiotic treatment for full recovery.

In group (B): In all the 20 clinically BEF cases of group B no further complication were observed, following treatment marked improvement were noticed on 3rd day. In this group supportive therapy with rumenotorics bolus @ BID for 3 consecutive day was also provided and two recumbent lactating animals were given calcium therapy.

Method of collection:

All the sick animals brought for treatment to the Upazilla Veterinary Hospital at Raipura, Narsingdi were first registered in the patient registered book. The description of each registered animal and owners complaint were recorded. In addition to the registered patients of the Upazilla Veterinary Hospital cases treated at the different owners houses and farms were also recorded.
The age of each sick animal was determined by asking the owner and or by dentitions. A total of 344 cattle were available during the 6 weeks period and the general clinical examination were conducted on the basis of disease history and owner complain                                                                                 Final diagnosis was made on the basis of the interpretation of clinical and         epidemiological findings.

BOVINE EPHEMERAL FEVER (BEF)
Etiology
The BEF virus is a single-stranded RNA, ether-sensitive rhabdovirus with five structural proteins. This virus is antigenically related to at least three other viruses nonpathogenic for cattle: Kimberley virus, Berrimah virus, and Adelaide River virus and two that produce an ephemeral fever-like disease in cattle, Kotonkan and Puchong viruses in Africa and Malaysia, respectively. The antigenic relationships with other rhabdoviruses infecting cattle have more than academic significance because prior infections with related viruses, though not providing cross-protection, can enhance the antibody response of cattle subsequent to clinical ephemeral fever.

Pathogenesis:

a. The  disease  is  spread  by  mosquitoes  and  biting  midges  whose  movement  year  by  year  determines  the distribution of the disease. It is most commonly seen in the wet season extending into the early dry when insect numbers are higher. 
b. The virus multiplies for an unknown period in the body of the arthropod and eventually reaches the salivary gland. At this time, when the vector takes a second blood meal the virus is transferred to the wound with the saliva.

c. After entering into circulation, virus localizes and replicate in the mesodermal tissues of muscles and joints and occurs mostly in WBC (in neutrophils) in the blood stream or joint transudates, in alveolar macrophages and in some visceral organ.

d.    The virus is thought to replicate also in the reticuloendothelial cells in the lungs, spleen, and lymhnodes and not in the vascular endothelium or lymphoid cells.

e. Incubation period of the disease is 2-10 days.
f. Viraemia in natural cases usually persists 1-2 days and in experimental cases 3 days, generally with fever. 
Primary endothelial cell damage and development of a hypocalcaemia seems to be the typical pathogenesis of the infection. The virus primarily targets the endothelium of arterioles, venules and capillaries of the synovial membranes, tendon sheaths, muscles, fasciae and skin resulting in effusion of fibrin-rich fluid into joints, peritoneal, pleural and pericardial cavities, and discharges from nasal and ocular mucosal surfaces. In a small percentage of affected animals severe pulmonary emphysema may be seen and this is commonly referred to as atypical three-day stiff-sickness.

Decreased total calcium (ionized and bound), iron and zinc and an increase in copper blood levels have been reported.  Paresis is usually evident in the acute phases of disease. Depression, muscular fibrillation, rumen stasis, inability to swallow, constipation and recumbency may also be seen associated with the hypocalcaemia.

Primary neural lesions do not usually seem to be responsible for the temporary paralysis as animals may respond to calcium infusion. There seems to be many similarities between the biochemical and haematological changes which occur in BEF and those of periparturient hypocalcaemia. Wallerian Degeneration may be observed in the cervical spinal cord in a few cases which remain permanently paralysed but the pathogenesis thereof remains obscure.   In the Guillain-Barré syndrome of humans interferon produced by various viruses has been implicated with acute temporary demyelinization of nerves and ascending paralysis. BEF infection is associated with high titres of circulating interferon and it has been proposed that the BEF virus causes the massive interferon production with consequential tissue damage.

Partial blockage of the air passages by exudate, as well as necrosis of the bronchiolar walls causing rupture of bronchioles and alveoli are all proposed  mechanisms resulting in emphysema.  Air may then disperse into the connective tissue septa and lymphatics of the lungs extending subpleurally to reach the mediastinum, spreading through the thoracic inlet to the subcutaneous tissue.

EPIDEMIOLOGY
Mosquitoes are the most important vectors, and BEFV has been isolated from culicine and anopheline mosquitoes.The European and American continents are free of infection whilst disease has been reported in Africa, Asia and Australasia. The latter includes the entire African continent, the Asian regions south of the former USSR, and Australasia but excluding Papua New Guinea and New Zealand.

In the subtropical and temperate areas of Africa, Asia and Australia, BEF occurs mostly during summer and autumn, disappearing after the first frost. In the literature,  Finlaison et.al. (2010) found that a major factor contributing to halting of Israeli epidemics was the onset of cold weather, when the average ambient temperature decreases below 16°C at night. In tropical areas, outbreaks of clinical disease may be linked to the rainy seasons as the climatic conditions may become very favorable to the existence of a critical mass of vectors.

An association between epidemics of BEF and prolonged rainfalls that resulted in a large population of mosquitoes have  been reported.

BEF occurs regularly in South Africa, from the Limpopo River to the southern Cape coast and the severity and extent of outbreaks may vary between subsequent years.  Certain districts on the Highveld, the Karoo and along the southern Cape coast may experience clinical disease  less frequently. Clinical disease is typically seen in the second half of summer, but tends to occur a few months earlier in the winter rainfall region of the Western Cape Province.

The  mechanisms by which the virus over-winters are largely unknown but it does not seem to take place in the cattle population.  The virus does not survive long outside its vertebrate or invertebrate host as it is very susceptible to both high and low pH.   The high levels of intramuscular lactic acid, formed during post mortal autolysis, rapidly inactivates the virus. Direct animal to animal transmission, fomites, bodily discharges or tissues therefore play no role in the transmission of BEFV.
 In general, epidemics have followed a pattern of spreading from northern to southern parts in Africa and Australia, whilst in the northern hemisphere it may spread in the opposite direction.  Prevailing winds, their speed and direction, temperature (mild) and humidity (high) all play an important role in vector dispersal.  The density and population sizes of both susceptible cattle and vectors, the availability of breeding places for  vectors, in both primary and distant foci, also have a major impact on spread of infection.  It has been reported that the development of new irrigation systems and  dams, which  provides more breeding sites to the mosquito vectors, may  be favorable to maintaining epidemics. Viral incursions into surrounding countries and  the introduction of new viral strains may  further contribute to the spread of infection. Long intervals between epidemics may contribute to the existence of cattle populations that are highly susceptible to BEF.
Finlaison et al (2010) observed that heavy rainfall provided a suitable environment for vector breeding, resulting in the initiation and support of continuing BEF virus transmission.  The development of a low-pressure system afterwards provided the means for rapid movement of infected vectors over vast distances on the Australian continent.  In the same article, it was stated  that mosquitoes can be dispersed overnight up to distances of 650 km compared to only 50 km during the day.
A number of wild African ruminants including the cape buffalo, waterbuck, wildebeest and hartebeest, have been shown to have neutralizing antibodies. In Australia marsupials seem to remain unaffected by BEFV although introduced deer species and water buffalo have been shown to develop antibodies.  Sheep and goats seem to remain unaffected by BEFV.
Immunogenic diversity within the BEFV population does not seem to exist. BEFV strains isolated from mainland China, Taiwan, Japan, Turkey, Israel and Australia were grouped into three clusters and results showed that the phylogenetic relationships of the isolates were closely related to their geographical and chronological sources.

Host Range 
Clinical disease has been observed only in cattle and water buffaloes. However, neutralizing antibodies to BEF virus have been found in Cape buffalo, and species of deer and antelope in Africa and deer in Australia. Antibodies can be produced in various small laboratory animals by the intravenous or subcutaneous injection of BEF virus.

Geographic Distribution 
Ephemeral fever was first described in South Africa in 1906, though the disease was known to have occurred previously and was referred to briefly by Schweinfurth in 1867. It was clearly recognized in Egypt in 1895 and 1924. The disease is now known to exist in a broad belt of tropical, subtropical, and temperate countries in Africa, Asia, and Australia and to be the same disease as bovine epizootic fever of Japan.

The countries where ephemeral fever occurs lie on both sides of the Equator and include all the countries of Africa and those of Asia south of the general line encompassing Israel, Syria, Iraq, Iran, Pakistan, India, Bangladesh, southern and central China, and southern Japan through Southeast Asia to Australia. There is serological evidence to support the absence of BEF virus from Papua New Guinea (since 1956), the Pacific Islands, New Zealand, and the United States. There has been no report of ephemeral fever from Europe or North or South America.

Transmission 
The disease can be reproduced experimentally in cattle only by the intravenous inoculation of BEF virus. Subcutaneous or intramuscular injection is ineffective. Epizootiological evidence indicates that BEF virus is spread in nature only by an insect bite. The disease will not spread from cow to cow by close contact, droplet infection, bodily excretions, or by the transfer or injection of exudates. There is experimental evidence that BEF virus is not spread by semen. Meat does not represent even a theoretical risk for transmission because the virus is rapidly inactivated at pH levels below 5. Such acidic levels are attained rapidly in bovine muscle after death. Disinfection plays no part whatsoever in control of spread.
Epizootics of ephemeral fever occur in the summer in temperate climates of Australia, South Africa, China, and Japan and disappear with the first frosts. In Africa, China, and Australia the disease has moved rapidly over long distances but always in a general direction away from the Equator. In Kenya, epizootics are associated with recent rainfall. The BEF virus has been isolated from Culicine and Anopheline mosquitoes in Australia and from biting midges of the genus Culicoides in Africa and Australia. The necessity for the BEF virus to be delivered intravenously to reproduce disease experimentally, plus the absence of the virus from in the lymph during early viremia, strongly supports mosquitoes as the major vectors.
They are vessel feeders. Culicoides species lacerate the skin and are pool feeders. A close study of the epidemiology in Australia also favors mosquitoes as the important vectors. It is not known whether suitable vectors exist in the Americas.

Clinical Signs 
The name ephemeral fever was applied very early in the disease's recorded history. The disease is not ephemeral in the sense of being hard to see. The clinical signs are very obvious and can be quite severe. The fever of ephemeral fever is generally biphasic, sometimes triphasic, with peaks of 40-41.5° C (104- 107° F) spaced 12-18 hours apart. Thus, the actual height of the rectal temperature measured during an initial examination varies with the stage of the febrile cycle. The physical signs during the first febrile phase tend to be mild except for the dramatic fall in milk production of lactating cows. The characteristic signs associated with BEF are those of the second febrile phase. These signs include accelerated heart and respiratory rates, anorexia, ruminal atony, depression, serous or mucoid nasal and ocular discharges, salivation, muscle twitching or waves of shivering, a generalized stiffness or a shifting lameness. There may be submandibular edema or patchy edema elsewhere on the head. Many animals become recumbent for 12-24 hours but are able to rise if sufficiently stimulated. Others are completely unable to rise and remain in sternal recumbency for hours or days with the head turned to the flank, or in lateral recumbency with or without loss of most reflexes. Recovery begins 1-2 days after the overt clinical signs are first noticed and is usually complete and without sequelae in a further 1- 2 days after the overt clinical signs are first noticed. The early signs of improvement develop in a few hours after fever disappears in most cattle. Most cases, especially those in young cattle, are mild to moderately severe, and recovery is well advanced by the third day after clinical signs are first observed. Lactating cows, bulls in good condition, and fat steers are the worst affected, and their recovery may take up to a week even without complications.
A range of complications can occur in a minority of cases. Death can occur suddenly in the febrile or in the recovery phase. Paralysis of the limbs may persist for days, weeks, or permanently. Recovery from the longer-term paralysis can be complete, or some disablement of gait may remain. A temporary infertility may occur in bulls that show structural defects in spermatozoa persisting for up to 6 months, but infertility may be a nonspecific effect of the inflammatory nature of the illness. The loss of fertility of bulls can be minimized with nursing care and treatment. There is no effect on the long- term fertility of the female, though abortions do occur if the cow suffers ephemeral fever in the eighth or ninth month of pregnancy. Earlier reports on the teratogenic effects of BEF virus in Australia have since been correctly attributed to the Simbu group viruses— particularly Akabane and Aino viruses.

Emphysema and the subcutaneous accumulation of air along the backline is an uncommon complication. Aspiration pneumonia can occur from inhaled ingesta or from oral medication in those animals in which the swallowing reflex has been lost.

Except for those cows that abort in late term, the milk production of most cows returns to 85-90 percent of the predisease levels within 10 days of disease. The 10-15 percent loss of production persists in affected animals for the balance of the lactation period. Subsequent lactations are normal except in those cows that develop a secondary bacterial mastitis.

The full spectrum of clinical signs is not seen in any one animal not usually in one herd. The signs are exacerbated by forced exercise or severe climatic stress. The other economic effects of the disease are due to lost production and trade restrictions.
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Gross Lesions 
The pathology of experimental disease is well described. Personal observation suggests it is consistent with that of the natural disease for which few descriptions have appeared. The sporadic mortality is responsible for this gap in published information. The most obvious gross lesions are the small amounts of fibrin-rich fluid in the pleural, peritoneal, and pericardial cavities and variable amounts in the joint capsules. The joint capsules of the limbs are the most consistently involved, but even the synovial surfaces of the spine may have fibrin plaques. The lungs may have patchy edema. Lymphadenitis is consistent, but petechial hemorrhages of the lymph nodes are less frequent. Focal necrosis can be found in major muscle groups in some cases.

The hematological changes are very characteristic. There is an absolute rise in leukocyte numbers with a reversal of neutrophil and lymphocyte proportions. With the onset of fever, there is a rapid fall in circulating lymphocytes, and a return to normal levels after 3-4 days. This fall is followed some hours later by a rapid rise in neutrophil numbers and the concurrent appearance of immature forms. The leukocyte counts return to normal on clinical recovery. Eosinopenia is constant. The serum fibrinogen level rises to 3-4 times the normal level and returns to normal 1-2 weeks after recovery. The total serum calcium level falls to 1.8 mmol-1 during the febrile phases and returns to normal on recovery. This is the biochemical event that causes the reversible early paralysis. However, the biochemical dyscrasias are far more extensive. These biochemical changes are similar to those of milk fever. Collectively, these changes are typical of a systemic inflammatory disease.

Morbidity and Mortality 
Morbidity is partly influenced by the number of susceptible cattle in the herd and partly by the intensity of the epidemic. The course of the disease in the herd may range from 3 to 6 weeks. Quite often, the main wave of clinical cases occurs a week or more after a single case or a small cluster of cases.

High mortality may occasionally occur. Cattle of all breeds have similar signs, and the clinical course in buffaloes, though milder, seems to be much the same as in cattle.

Diagnosis

Field Diagnosis 
Single cases are difficult to diagnose, but with a herd outbreak, when cattle at various stages of disease can be examined, diagnosis is made from clinical observations and the history of the outbreak.

Specimens for the Laboratory
A sample of blood should be taken during the period of fever and a second 1-2 weeks later. Part of the first sample of blood is allowed to clot, and another portion is mixed with anticoagulant. From the uncoagulated blood, a smear is made on a glass slide and allowed to dry in air. The balance is used for virus isolation.When blood taken during illness is allowed to clot, it usually fails to contract on standing, even over several days. It may be streaked with fibrin.

Samples should be taken from animals in various stages of the disease to facilitate a rapid laboratory confirmation.

Laboratory Diagnosis 
The most efficient means of proving the identity of the disease is the transmission to susceptible cattle by the intravenous injection of uncoagulated whole blood. These cattle are closely observed for the development of fever and the characteristic signs. Virus isolation can be attempted (from the leukocyte fraction of the blood) in tissue cultures but is not very efficient. A differential leukocyte count on the blood smear provides the most rapid supporting evidence for the field diagnosis. A high percentage of neutrophils with many immature forms is not pathognomonic of ephemeral fever, but if not present the field diagnosis is likely to be wrong. Eosinopenia also occurs. Testing of antibody (virus- serum neutralization test) is the most generally available laboratory test.

However, false positives do occur. The enzyme-linked immunosorbent assay test is specific and rapid and distinguishes between antibodies induced by BEF and those from infections with antigenically related viruses.

Differential Diagnosis 
Various diseases may be confused with ephemeral fever when a diagnosis in the field has to be made on a single animal (for example, early Rift Valley fever, heartwater, bluetongue, botulism, babesiosis, or blackleg). The salivation may suggest foot-and-mouth disease; however, there is no vesicular lesion in the mouth or on the feet. It is very simple to have a blood smear stained and examined at any veterinary or human laboratory to check for the characteristic neutrophilia and to obtain supporting, though not definitive, evidence to exclude most other viral diseases. When many cattle are involved, different stages of the disease will be observed — some with the characteristically rapid resolution of severe clinical signs.

Treatment 
 Treatment can be rationally implemented based on

1.   Symptomatic treatment

a.   Anti-inflammatory products of which there are a number currently available. The

choice of a  steroidal or non-steroidal product  will depend on the preference of the clinician involved and the constraints of  these products with regard to  use in food producing animals. Such treatment is generally expected to restore treated animals to apparent normality in terms of fever and clinical appearance provided they are treated early in the course of the disease.
b.   Signs of hypocalcaemia such as rumen stasis, muscle tremors or paresis should be

treated with intravenous calcium products with  careful monitoring for clinical response and avoidance of overdosing. Oral administrations should not be administered in the absence of a good swallowing reflex.

2.   Supportive treatment

a.  Protection from environmental conditions is recommended particularly in areas where heat and humidity are high and the ability of an affected animal to reach 
water or food may be compromised.

b.   Convalescent animals should not be stressed for a number of days to allow full

tissue and electrolyte recovery to occur.

Vaccination 
Almost all animals that undergo a single bout of ephemeral fever are immune to natural or artificial challenge. Although antigenic variation has been demonstrated by panels of monoclonal antibodies, challenge with BEF strains of a different origin does not cause disease in immune animals. The immunity is sterile, for no evidence of carrier animals has been found experimentally or been suspected from epizootiological evidence. Where double bouts of disease have been reported, they have been within a single epizootic season. Various vaccines have been produced in South Africa, Japan, and Australia because the virus is easy to attenuate. These vaccines appear to protect against severe laboratory challenge, but evidence of their effectiveness in the field in the face of an epizootic is variable. A subunit vaccine has been developed and protects against laboratory and field challenge. The vaccine has not yet been manufactured.
Control and Eradication 
Prevention 
The species of insect vector involved in the spread of BEF virus are not yet defined. Therefore, no large-scale specific control can be recommended. Housing may protect small numbers of susceptible cattle. In Australia, clinical cases are seldom seen in housed animals, but this may be related to local vector biology and not apply generally throughout the world. Vaccination is the only useful preventive

measure.
Containment and Eradication 
Unless very special circumstances apply, containment is not possible. A particular circumstance would be when the disease is recognized in a quarantine area in recently imported stock. Useful steps are to place the cattle in an insect-proof area, spray with insecticides, or suppress insects in the local environment. No country has attempted to eradicate BEF, although it did die out naturally in New Guinea.

Public Health 
There is no evidence that humans can be infected, although many thousands of people have been in contact with infected cattle and potentially exposed in the same environment to the vectors of the virus. A limited amount of serology on farmers handling infected cattle and on laboratory workers handling the BEF virus has given negative results.

RESULTS AND DISCUSSION
Prevalence of Bovine ephemeral fever in different types of cattle and various age groups of cattle in an outbreak at Raipura, Narsingdi district is shown: 
Table 2.  

	Weeks
	Types of host

	
	Bulls
	cows
	calves

	
	Total observed
	BEF

affected            
	Rate (%)
	Total observed
	BEF

affected            
	Rate (%)
	Total observed
	BEF affected            
	Rate (%)

	1st
	18
	     3 
	16.60
	30
	3
	10
	12
	0
	0

	2nd
	21
	     6 
	28.57
	27
	0
	0
	11
	3
	27

	3rd
	16
	4
	25
	23
	2
	8.69
	14
	0
	0

	4th
	19
	5
	26.31
	26
	0
	0
	18
	2
	11.11

	5th
	23
	3
	13.04
	31
	4
	12.90
	11
	0
	    0

	6th
	16
	0
	0
	19
	0
	0
	9
	0
	0


Total 344 animals were observed in my Upazilla, among those 133 were bull, 156 were cow and 75 claves. In there 21 bulls, 9 cows and 5 calves are affected. Prevalence of Bovine ephemeral fever varied significantly in different host species with higher observed in bull (21.91%) followed by calves (19.05%) and cow (10.05%).

Sex wise distribution:

The total no of male, female & calves were 133, 156 and 75 respectively. Among those 21 bulls, 9 cows and 5 calves are affected. Observed  Bovine ephemeral fever in different sex is shown below:   


Graph: Incidence of BEF in different sex
Prevalence of BEF varied significantly in different host species with higher observed in bull (21.916%) followed by calves (19.05%) and cow (10.05%).                                  

CONCLUSION
Bovine Ephemeral Fever (BEF) is an arthropod brone viral disease of cattle and characterized by biphasic fever and shifting lameness . The study was carried out during and after an outbreak of Bovine ephemeral fever  in cattle at Raipura, Narsingdi district for a period of 60 days (9-02-2014 to 8-04-2014). Result showed that the Percentage of BEF varied significantly in different host species with higher observed in bull (21.91%) followed by calves (19.9%) and cow (10.05%). The economic losses due to calf mortality, reduced milk yield, draft power and poor body weight gain of fattening bull is seen.  

So, BEF is a serious viral disease in all over the Bangladesh especially in Raipura region. But the preventive measurement of the disease is not so good. It is very necessary to strongest the preventive measurement of BEF as holistic approach.  
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Fig: BEF affected animal showing swollen lymphnode.





Fig: BEF in cattle showing stiffness in leg.
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