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Pathotypes dsa all LlasY)

Serotype 1 - pathogenic IBDV affecting poultry (classic, hyper or
very virulent, variant IBDV strains and all IBDV vaccine strains).

Serotype 2 - apathogenic IBDV.

Four Pathotypes of IBDV serotype 1 have been described referring
specifically to virus virulence:

Mild field and vaccine IBDV strains: cause no mortality or
clinical symptoms, but bursal damage dependant on virulence of the
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Classical IBDV strains: cause mortality (<20%% and bursal
lesions. Able to break through a moderate level of maternal derived
antibody.
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Hyper or very virulent IBDV strains: cause severe mortality
(>20%) and bursal lesions. Able to break through higher levels of
antibody than classical strains.
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Variant Strains s _qlidl ) Al
s Variant IBDV strainss

Strains that do not express certain virus (neutralization)
epitopes typical for classical strains.

= Variant strains are able to break through higher levels of
maternal derived antibody than classical strains causing an

early IBDV infection with severe bursal damage (atrophy),
resulting in immunosuppression.

= Mortality is less than 5%.
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Viral Protein Structure -« s8l Ad g el cus 5l

Five viral proteins designated VP1, VP2, VP3, VP4 and VP5 have
been recognised:

VP1 plays a key role in the encapsidation of the virus particle.

VP2 encodes the major antigenic determinants of the virus,
including epitopes that are important in virus neutralisation.

VP3 is a group specific antigen that is recognised by non-
neutralising antibodies. VP3 acts as an intermediary, interacting with
both VP1 and VP2, and the formation of VP1-VP3 complexes is likely
to be an important step in the morphogenesis of IBDV particles.

VP4 is a minor and non-structural polypeptide.
VPS5 likely has a regulatory function

Five viral proteins designated VP1, VP2, VP3, VP4, and VP5 have
been recognized:
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IZBVAIStructure of infectious bursal disease virus particles. (Left)
hree-dimensional model derived from X-ray crystallography (courtesy
of F. Rey) with its T=13 laevo icosahedral sheII (nght) diagram of the
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Prevalence
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Pathogenesis

The most likely route of infection is oral ingestion of contaminated faeces or
other contaminated organic material.

Using immunofluorescence techniques Weiss et a/(1994) demonstrated
that following oral infection:

Virus was present within 4-5 hours in the macrophages and lymphatic cells
of the duodenum, jejunum and caecum.

Duodenum, jejunum and caecum are the first sites of viral replication.

By way of the portal venous system virus reaches the liver within 5 hours
post infection.

Kupffer cells in the liver trap and phagocytose a considerable amount of
virus particles.

IBDV reaching the main bloodstream is circulated to other organs including
the bursa of Fabricius.

Immature B-lymphocytes in the follicles of the bursa are the target cells for
viral replication.

By 13 hours post-infection most follicles in the bursa are virus positive.

By 16 hours post infection a second massive viraemia occurs.

There is infection and secondary viral replication in other lymphatic organs.
Clinical disease and death occurs within 64-72 hrs post-infection.



http://www.gumboro.com/control/vaccination/antibodies.asp
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Clinical Signs . u=! <Y
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Clinical Signs
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Gross lesions
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Lesions 3
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1.Normal Bursa

»

2. Atrophied Bursa







Bursas from Left to Right:
Acute stage. Enlarged oedematous bursa

5 days post infection bursa returns to normal size.
May be haemorrhagic as in this specific bursa

8 days post infection bursa atrophied and up to 1/8 of
normal size



Lesions 4
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Variant IBDV strains do not cause as severe an inflammatory

response. However severe bursal atrophy is characteristic
and mortality is usually less than 5%.
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Vaccines : <l
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Hot Vaccine (Intermediate plus) : & ba claldl -3
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Vaccination of Breeders stocks
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Classification of Live Vaccines “all clalall) ciiias

Live vaccines are classified into three groups according
to their ability to break through ever increasing levels of
MDA.

Mild — these vaccine strains are highly attenuated,
breaking through very low levels of MDA and are thus no
longer applicable in the commercial environment.

Intermediate — attenuated IBDV strains breaking
through MDA titres < 6 log2 VN (VN of Intervet) (ELISA
(IDEXX standard) titre 125).

Intermediate Plus/Hot — attenuated IBDV strains
breaking through MDA titres < 8 log2 VN (VN of
Intervet) (ELISA (IDEXX standard) titre 500).
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infection with a very virulent (D6948) and a classical (Faragher 52/70) IBDV strain.

43U (VN log2) IBDV (sarall (ugadi sl Gl Glgil) Gugud &) pulaad J8&
By (D6I48) 1aa B9l pcall Buad Ay dy (g 9anl) die Alual) (e Aslaall
(strain 4,3 o) Al ) Al .(Faragher 52/70) 4uds

939403 20 30 leall Lgliaadl (VN log,) Joleall sslaall plusdl jle

(D6948) b9l dasisl IS (Faragher 52/70) 4SS dIdMs dolaall alua ¥l jlue
(Vv IBDV) (Classical IBDV) Jsl=all (VN log,)

Jaleall 3sbaall alusdl Hle ; Jaleall Bsliaall alus¥l jle
(VN log,)

dolS Lilan
CRVE Ve
i dsles

(aslod a5¢) (aslod e

SIS Al &l yloal) Aslaall Saliaall sl oyo el 1l i 89l yuall Bayad A




	Slide 1
	Slide 2: مرض الجمبورو      مرض الجراب الخمجي    Infectious Bursal Disease      Gumboro Disease 
	Slide 3: المسبب :Etiology
	Slide 4: Birna
	Slide 5: Etiology 2 صفات المسبب 
	Slide 6: Pathotypes الأنماط المرضية: 
	Slide 7: Variant Strainsالذراري المتغايرة 
	Slide 8: Viral Protein Structureالتركيب البروتيني للفيروس  
	Slide 9: IBDV: Structure of infectious bursal disease virus particles. (Left) three-dimensional model derived from X-ray crystallography (courtesy of F. Rey) with its T=13 laevo icosahedral shell. (Right) diagram of the distribution of polypeptides and vi
	Slide 10:        تابعEtiology المسبب   
	Slide 11: وبائية المرض : Epidemiology
	Slide 12: Prevalence تاريخ وانتشار مرض التهاب الجراب المعدي  
	Slide 13: انتقال العدوى  Transmission
	Slide 14: الإمراضية :Pathogenesis   
	Slide 15: Pathogenesis 
	Slide 16: وقت العدوى والتثبيط المناعي
	Slide 17
	Slide 18: الأعراض : Signs Clinical
	Slide 19: Signs Clinical
	Slide 20: IBDV
	Slide 21: الآفات التشريحية : Gross lesions 
	Slide 22: Gumboro
	Slide 23: Gross lesions
	Slide 24: Lesions 3
	Slide 25: Lesions 4
	Slide 26
	Slide 27: IBDV
	Slide 28: 1
	Slide 29: Lesions 4
	Slide 30: الآفات النسيجية المرضية : Histopathology 
	Slide 31: التشخيص Diagnosis 
	Slide 32: التشخيص المخبري
	Slide 33: Lab. Diagnosis
	Slide 34: 2 – عزل العامل المسبب Isolation of the causative agent :
	Slide 35: - اختبار الأجسام الومضائية ( التألق الومضائي ) المناعي   Fluoresence Immuno Antibody Test 
	Slide 36: -العزل في الدجاج Isolation of Virus in Chickens  
	Slide 37: الوقاية والتحكم Prevention and control  
	Slide 38: اللقاحات : Vaccines 
	Slide 39
	Slide 40
	Slide 41: برامج التحصين : Program Immunization 
	Slide 42: برامج التحصين
	Slide 43: تحصين قطعان الأمات Vaccination of Breeders stocks  
	Slide 44:   تحصين الدجاج البّياض  Vaccination of Layers 
	Slide 45: Classification of Live Vaccinesتصنيف اللقاحات الحية 
	Slide 46: Schematic representation of IBDV titres (VN log2) required to protect against IBD infection with a very virulent (D6948) and a classical (Faragher 52/70) IBDV strain.  شكل لمعايير ات فيروس التهاب جراب فابريشيوس المعدي IBDV ‏(VN log2)  اللازمة لل

