ABSTRACTS

A study was conducted with Peste Des Petits Ruminants(PPR) affected goats in Boalkhali veterinary hospital to measure, the level of PPR occurrence in terms of breed, sex, age to know the survival number of animals after treatment. To look at the response of symptomatic treatment during the two months study period. The Black Bengal goat was alarmingly affected by PPR that was 69.5%than cross breed. Less than one year old of age of goats were more susceptible (62.5%) than that other categories. The response of treatment was depended on the duration of illness where earlier coming patients showed a good response. Results showed that 61%cure rate after treatment.
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CHAPTER-I

INTRODUCTION

Goat rearing is an integral part of farming system in Bangladesh and the population of goat is about 2,15,60,000 (DLS,2006-07).The contribution of the livestock sub-sector to the national economy is 11 percent. This sub-sector accounts for more than 18 percent of the agriculture export earnings and employs about 20 percent of the total labor force. The animal growth rate livestock sub sector in 1996-97 was 8 percent which was one of the highest in the economy(Alam,1998).Goats are important sources of food and income for small farmers in tropical areas of the world. In Bangladesh, most of the farmers are small(8-10)marginal(4-7) or poor(1-3) and goats are sized extensively as an important income generating resource. Goats called cow for poor farmers. However different types of infectious diseases (PPR, Pneumonia, Goat pox, Enterotoxaemia, Mastitis, Tuberculosis, Tetanus, Ringworm etc) are serious problem to raise and rear the goat population in this country. PPR (Peste des petits ruminants) is an acute, highly contagious viral disease of sheep, goats and wild ruminants that is endemic in several countries in Africa, the Arabian Peninsula, Middle East and India (Taylor, 1984; Wainwayi et al),( Shaila et al;1996); (Govindarajan et al;1997). The virus is antigenically related to rinderpest virus which infects cattle and other large ruminants (Barrett; 1994). It is a member of the genus, Morbillivirus ,which also includes measles, canine distemper and viruses of marine mammals in the family Paramyxoviridae (Barrett et al;1993). It is also known an pseudorinderpest of small ruminants, pest of small ruminants, pest of goats, Kata, stomatitis-pneumoenteritis syndrome, contagious pustular stomatitis and pneumoenteritis complex. It is an acute or sub acute viral disease of goats characterized by fever, necrotic stomatitis, gastroenteritis and pneumonia (Fraser; 1986). PPR was first reported as clinical entity in the Ivory Coast in West Africa in1942 (Samad; 2000). PPR is characterized by fever, mucopurulent, oculo-nasal discharge, diarrhoea, dehydration, ulceration of the buccal cavity and pneumonia. Gross and microscopic lesions in the natural and experimental disease have been described in domestic small ruminants (Ikede, 1983) and in wild white-tailed deer (Odocoileus virginianu)  is considered to be one of the main constraints to improving productivity of small ruminants in the regions where it is endemic (Ikede;1983). It is of great economic importance on the basis of mortalities, morbidity, losses through body wastage, poor feed efficiency, loss of meat, milk and milk products and offspring (Nawatlie; 1984). It has been recognized in many of the African countries that lie between the Atlantic Ocean and the Red Sea. PPR in different pattern (endemic/epidemic) are found throughout the world (East and WestAfrica, the Middle East, Nigeria, Senegal, Ghana, Sudan, Nepal, Pakistan, India Bangladesh’( Roeder and obi; 1999). Among the South Asian countries, PPR Virus first recorded in India from the southern state of Tamil Nadu in 1987 and it continues to be present in the southern states and Tamil Nadu (Taylor;1995, Debnath;1995).In Bangladesh, out break of Rinderpest like disease, later confirmed by a reference laboratory to be PPR during 1993 in border belts area of South Western districts (Sathkhira, Jessore and Barguna) of Bangladesh by Dr Taylor in 1993. PPR was not clearly recognizable up to 1972, but the true extend of the disease has become apparent in recent years and is still being clarified.(Reader and obi;1999). It is assumed that 75% of the districts in Bangladesh are affected with PPR. In Bangladesh it is thought that the disease might have come from India (Debnath; 1995). It has been reported that the Black Bengal goats (67.24%) are mote susceptible to PPR than Jamunapari breed (32.76%). In epidemic areas morbidity rate been estimated to be 80% to 90% and  mortality rate of 50% to 80% endemic condition, it may be less dramatic or may occur as a sub clinical or even in apparent form (Debnath; 1995). Rainy season is more susceptible to occur the disease as compared with dry season (samad; 2000).

Control of PPR based on a concerted effort of vaccination and zoo sanitary measure. Homologous live PPR vaccine has been developed to save the goats from this deadly disease., 

In Bangladesh, the incidence of  PPR outbreak was noticed during 1993-95 despite the vaccination of goats using live rinderpest vaccine. The vaccine used in the field failed to protect goat against existing local PPR virus strain. On the other hand rainy season is more susceptible to occur this disease. Muddy floor is the most vulnerable risk factor to develop pneumonia. That is why large number of cases found during this period. Goats also infected through shared grazing, water and housing.

Considering all aspects described, the present study, therefore, undertaken with the following objectives.

Objectives of my study:

1. To know the clinical signs, post mortem findings of PPR affected goats.

2. To estimate the proportionate incidence of PPR of goat relative to breed, age, sex.

4. To evaluate of symptomatic treatment for PPR affected goats.

Chapter-II
REVIEW OF LITERATURE
PPR is an exotic disease of goat in Bangladesh (Debnath 95, Islam et. al)
PPR is acute or sub-acute disease of goats characterized by high fever,           necrotic stomatitis, gastroenteritis, pneumonia. (Fraser, 1986).
PPR was first reported as clinical entity in the Ivory Cost in West Africa in 1942. (Samad, 2000).PPR has different pattern epidemic and endemic are found throughout the world East and West Africa, the middle east Nigeria, Senegal, Sudan, Ghana, Indian sub-continent including Bangladesh. (Roeder and Obi, 1999).  Among the South Asian countries, PPR virus was first recorded in India from the Southern State-Tamilnadu in 1987 and it continued to be present in Andrapradesh, Karnataka (Debnath, 1995).In Bangladesh Rinderpest like disease in goats i.e. PPR was 1st noticed by a FAO expert team, while visiting in western part of Bangladesh in 1993, and it was detected from the samples taken from the sick goats. (Barret,1994 and Debnath, 1995).Since there are no previous records of PPR in Bangladesh it is thought that, the PPR might have come from India. (Debnath, 1995). Rainy season is more susceptible to occur the disease as compared with dry season (Samad, 2000). PPR virus is enveloped polymorphic particles, which contain six structural proteins; the nueleocapsid (N), matrix (M), fusion (F), hemagglutinin (H), and polymerase or large proteins. Two viral non-structural proteins (C and V) are also found in infected cells. N protein is responsible for inducing antiviral immunity, H protein enables the virus to become attached to the membrane of the target cell, F protein has the ability to fuse the viral membrance to the target cell or the membrane of an infected cell that of an adjoining cell enabling the nueleocapsid to be liberated into the cytoplasm. The H and M proteins are involved in virus replication. The viral genome is a single negative stranded RNA fragment, which is divided into six transcription units corresponding to each structural protein and separated from each other by a conserved trinucleotide (Debnath, 1995).To genetic characterization of PPR virus strains has allowed them to be organized into 4 groups; three from Africa and one from Asia. The virus can be cultivated in a variety of cell cultures, including Vero cells in which cytopathic changes observed (  Gibbs andWilliam, 1994).A virus isolated form splenic material from affected sheep was identified as rinderpest virus using serology. Hybridization signals were detected between RNA extracted from Vero cells infected with the virus isolate, which had been dot blotted into nylon membrane and the nueleocapsid gene DNA probe specific for pest of small ruminants virus (Shaila et. al., 1989). Hyperimmune sera were produced by serial inoculation of rabbits with vero cell adapted, sucrose gradient purified peste des petits ruminants virus isolate. Two antisera produced, netralized the homologuous PPRV. The antisera gave strong precipitin lines with purified PPRV antigens and were used to PPRV and rinderpest virus antigens form antemortem secretions and postmortem tissue homogenates from PPR virus infected goats by the agargel precipitation test. Indirect ELISA showed that although there were some cross-reactions with the rinderpest, canine distemper and measles virus, at 1: 100 dilution, the antisera would give a positive signal with only the homologous PPRV (Mc Cullough et. al. 1990). Incidence of PPR were noticed despite the regular vaccination of goats using live rinderpest vaccine and this indicated that the vaccine used in the field failed to protect goats against existing local PPR virus strain (Sil et. al., 1995).Transmission of disease is occurred by close contact, secretion and excretion of sick animals to the healthy. The discharge form the eyes, nose and mouth as well as the loose feces contain large amounts of virus. Although sub clinical infections can be experimentally induced in pigs, they do not transmit the disease to susceptible pigs or goats (www. fao.org.). Mornet et al., (1956) reported that PPR has been found to be widely distributed in Africa and Arabian peninsula.Taylor (1984) reported that PPR has been found to be widely distributed in Africa and Arabian peninsula.
         Amjad et. al., (1996) observed that Peste des petits ruminants also has been reported in goats in Pakistan.

         Bundza et. al,, (1988), Shaila et. al. (1996); revealed that the clinical signs, symptoms and the pathological lesions observed in the present outbreak were similar to goats from different geographic areas.
        Sil (2000) reported that in days 12 after infection lymphocytes decreased that normal level due to destruction of lymphoid tissues.
         Small areas of necrosis may be observed in the mucous membrane on the floor of nasal cavity. The conjunctiva is frequently congested and the medial canthus may exhibit a small degree of crusting. Necrotic stomatitis affects the lower lip and gum and around the insertions of the incisor teeth, in severe cases, may involve the dental pad, palate and tongue. PPRV was detected in the samples taken from the sick goats (Barrett, 1994).
          Consolidated pneuomonic lung sometime are manifested by areas of level of hard mass like liver called hepatic lungs. Hemorrhagic trachea, erosion along with the fold of abomasal duodenal junction. Lesions occurring around the ileocecal valve and the cecocolic junction and rectum, streaks of congestion along the folds of the mucosa produce a characteristic lesior called "Zebra striped".
            Presumptive diagnosis is made by knowledge of the history of out break, season of the year, recent purchase of animal from the markets, the nature of the clinical signs, degree of the morbidity and mortality indicates the case of PPR (Blood, et. al. 1995).

           Sulpher durg, oral saline should be used to protect the secondary bacterial infection and to maintain the reduction of dehydration (Richards and Adams, 1982). 

         Earlier the rinder pest vaccine has been used to PPR. At present, homologous PPR vaccine has been used against PPR to make up strong immunity. Genetically engineered recombinant vaccine has been under gone limited field trials and still and attenuated cell culture adapted rinder pest virus vaccine provides protection against PPR for at least four years (OIE, 2002).
          According to Sil, et. Al( 2001 )- an avirulent escape mutant PPR vaccine used for goat vaccination and provide immunity for 1 year.
         Black Bengal goats are more susceptible to PPR than Jamnapari (Samad, 2000).
         The maximum proportionate of PPR was encountered 37.5% at the category of 7 to 12 month which is related to the Blood et. Al. 1995.
         Detection of virus antigens by the agar gel immunodiffusion test is a relatively simple, fast and cheap process. Histopathology combined with immunohistochemical staining is a useful procedure because it is performed on formulation fixed material. Field isolates of PPR virus was identified by AGID test against specific antiserum produced in goats using reference PPR Virus isolated in 1993 from Jessore (Alam et. al., 1998).
         In Bangladesh, PPR vaccine (an avirulent escapes mutant PPR vaccine) used for goat vaccination against PPR @ 1ml s/c injection at 3 months of age and at one year interval as booster dose (Sil, et. al., 2001).

Chapter -III
MATERIALS & METHOD:
Study area

The study area was carried out in Upozilla Veterinary Hospital and surrounding villages of Boalkhali Upozilla in Chittagong District.

Study period  

This study was conducted for period of 8 weeks from 17th December to 16th February,2009.            
Source of population

                 There were two ways to have gathered patients, one was clinics at which farmers willingly came with the patients with complaints another one was at field, where Vet. Surgeon along with myself went to the field for registration of diseased goats & giving treatment.
Study of population



                                                                                Total 59 diseased goats at different ages, sex, breed were registered from different unions Boalkhali during the internship period 

Anamnesis:
History of the cases were taken from the owner and carefully recorded in each case individually.
Clinical examination:
The following clinical examinations were done carefully & the findings were recorded.
Close inspection:
Close inspections were performed properly in order to observe the presenting signs such as oculonasal discharge, diarrhea etc.
Temperature recorded:
Per rectal temperature were recorded with the thermometer by indirect palpation method of every case.
Indirect auscultation:
 Indirect auscultation were performed to auscultate the lung & tracheal sound.
Skin fold test:
Skin fold test was performed to make to rough estimation of the degree of dehydration.
Clinical signs:
1. Affected animals were markedly depressed and appear sleepy.
2. Rough hair coat and clear watery discharge from the eyes, nose, and mouth       later become thick and yellow as a result of secondary bacterial infection.
3. The discharges wet the chin and hair below the eye, tend to dry, causing matting together of eyelids, obstruction of the nose and difficulty in breathing.
4. The mucous membrane of the mouth and eyes become very reddened and small pin point grayish areas appeared on the gum, dental pad, palate, lips and upper surface of the tongue and characteristic foul smell exudes from mouth.
5. Faeces were soft watery, foul smelling and contain blood streaks and pieces of dead gut tissues.
6. In severe cases difficult breathing marked by extension of head and neck, dilation of nostrils, protrusion of the tongue and soft painful coughs.                 
Post mortem examination: 

Mouth:
Dirty-white, false membranes, erosions on the gums, soft and hard palates,tongue,and 
cheeks and into the esophagus



.                                                                           . Nasal cavity:
Congested lining, clear to creamy yellow exudates, erosions.                                  Lungs:
Dark red of purple area, firm to the touch.
Abomasum:
Congested lining hemorrhages.
Small intestine:   Congested lining hemorrhages. 
Large intestine:
Small red hemorrhages along with the folds of the lining joining together as time passes and become darker (zebra-striping) black in stale-carcass.

Treatment:
Symptomatic treatments were given for PPR cases with a wide range of drugs such as antibiotic, antihistaminic, atropine-sulfate and fluid therapy and also given advice to maintain hygienic environment of goat house.
Following therapy was given with dose route and duration-
	Tradename
	Generic name  
	Dose
	Route
	Duration


	Diadine

	Sulfadimidine
	5ml/10kg) body-wt   at   1st day
followed by
(3ml/10kg)
	i/m
	5 days

	Atrovet
	Atropine sulfate
	 1ml/10kg body-wt
	I/m
	3 days

	Dellergen
	Promethazine hydrochloride
	1ml/10kg body-wt.
	I/m
	3 days

	Glucolyte
	ORS
	0.5lit./adult goat at every        6hours interval.
	oral
	Until recovery.


Chapter -III
RESULTS AND DISCUSSION
TABLE-01

Incidence of PPR according to the breed of goats –

	Name of breed


	No. of cases
	Percentage
	

	Black bengal goat
	41
	69.50%
	

	Cross breed
	18
	30.50%
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Graph-01 Graphical representation of incidence of PPR in relation to breed

BB=BLACK BENGAL GOAT, CB=CROSS BREED GOAT

The higher proportionate incidence 69.9% was recorded in Black Bengal goat than cross breed 30.5%.It was almost two times higher than cross breed. 

the findings of the study agree with the result of Samad 2000.Difference between two breeds were proved statistically significant. this variation could be due to rearing ability of goats in and around the study area. Goswami et al (1998) recorded highest mortality rate(65%)in Black Bengal goats.

TABLE-02

Incidence of PPR according to the age

	AGE GROUP
	NO. OF AFFECTED GOATS
	PERCENTAGE

	0-6MONTHS
	15
	25

	7-12MONTHS
	23
	37.5

	13-18MONTHS
	19
	31.25

	18MONTHS AND ABOVE
	2
	6.25
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 Graph-02 :Graphical representation of the incidence of PPR in relation to age
The maximum proportionate was encountered to be 37.5 at the age category of 7-12months which was followed by 31.25,25, 6.25 percentage respectively. Blood et al(1995) do agree with the present findings.

TABLE-03                                                                                                                Incidence of PPR in relation to sex
	               NAME OF BREED
	NO .OF AFFECTED GOATS
	PERCENTAGE

	BLACK BENGAL
	
	

	MALE
	16
	39.1

	FEMALE
	25
	60.9

	

	CROSS BREED
	
	

	MALE
	5
	27.7

	
	
	

	FEMALE
	13
	72.3

	
	
	

	BLACK BENGAL GOAT
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    Graph-03Graphical representation of incidence of PPR in relation to sex
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    Graph-04 Graphical representation of incidence of PPR in relation to sex

Both male and female black Bengal goats were found higher incidence as compared with cross breed .Female Black Bengal goats were 1.56 times more 
likely 
to have PPR than male.



.                                                                      Table-04

 Table-04 Percentage of cure and death of goats after treatment.

	Response
	No. Of  Goats
	     Percentage
	

	Cure
	36
	61
	

	Death
	23
	39
	

	Total
	59
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Graph-05 Graphical representation of death and cure

61%percntage of effected goats were responded to give treatment .Good response of treatment occur when patient came early stage of the disease.

This result more or less similar to the result published in BLRI.

Nayek et al Reported that an out break in goats in Orissa state where overall mortality rate was 53.3%.Which proved the advocacy of Scott. 

CONCLUSION
The above  study proved that Black Bengal goats (69.5%)were more susceptible than Cross breed. According to the age, young goats are more susceptible than adult. The result showed that females (60.9) are more susceptible than males(39.1).The study also showed that the recovery percentage is 61%,specially at initial stage. This result more or less similar to the result pusblished in BLRI. It could be concluded that less than one year old of goats were alarmingly affected and the treatment was tremendously responded  in those patients brought in the hospital within 1-3days illness, even though this was not very controlled study but results obtained obviously would be a good indication if farmers take initiative earlier the affected goats would be saved from PPR.
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