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Marek’s disease

MD is a lymphoproliferative discase that occurs world-
wide and causes significant cconomic losses in commercial
chicken flocks. The disease is named after J.Marek, the
Hungarian veterinary pathologist born in Hornd Streda (now
in Slovak Republic) who first described it. Its pathology is
rather more complex and embraces disorders of (a) the
lymphoid system, as revealed by lymphoma development
and immunosuppression, (b) the nervous system, as ex-
pressed by the peripheral and more rarely central neuro-
pathics, (¢) the cardiovascular system, epitomized by athero-
sclerotic lesions; and (d) epithelial lesions, as revealed in
the feather follicles (Payne, 1985).

Etiological cause of MD was discovered in late sixties
by in vitro propagation and subscquent isolation of a
herpesvirus from MD tumour cells (Churchill and Biggs,
1967). The isolation of MDV and its characterization as an
herpesvirus also ended the dispute on the ctiological rela-
tionship between MD and avian lymphoid leukosis, which
1s caused by retroviruses. Together with Epstein-Barr virus

(EBV), MDV is thus one of a few her )cwiruscs capable of

mduurw tumours in their natural hosts. The discovery of a
herpesvirus as the culmmlvc agent of neoplastic transfor-
mation has been one of the hallmarks of cancer rescarch
because MDV-infected birds provide an excellent model to

study biological, genctic and immunoelogical aspects of

lymphoma development. Another significant bxczmhmu ah
in this arca of rescarch was the introduction of efficient

disease (MD) is a lymphoproliferative disorder induced by a herpesvirus. Several
including those virus-encoded and host-dependent, affect the course of the diseasc
tion program is based on the use of attenuated straing of MD virus
oncogenic scmtypc 2 (MDV2) and scrotype 3 (herpesvirus of turkeys —
1ave been reported and indicate need for production of new, more

Sxisting vaceina-
(MDV) ser ow e | and on strains of non-
HVT) viruses. Failures resulting in

cffective vaccines. It is

future development of MD vaccines will rely on recombinant molecules technology.

vaceines that were based on non-oncogenic strains of closely
related herpesvirus of turkeys (HVT) or on attenuated and
nomuncogcnic strains of MDV. These findings have been
the first example of prevention of cancer induced by tu-
MOUr VIrus.

Despite the introduction of vaccines, precise mechanisms
of MDV oncogenicity remains unclear, Furthermore, new,
highly oncogenic strains of MDV were isolated that are ca-
pable to induce discase in HVT-vaccinated chickens. In ad-
dition to pathogenesis and oncogenicity of MDV strains,
there are also other factors that can affect tumour develop-
ment (e.g. host age, sex, gor m\«pc haplotype cte.). These
questions havo stimulated further studies of MDV onco-
genicity, pathogenesis and immunology and have demanded
preparation of new, more cffective vaceines against MD,

Related strains of MDV and HVT

First omos.}oma, MIJ\/ straing were isolated in late six-

‘‘‘‘‘ . 1967; Solomon ef al., 1968).

Shoril)a an zmliwnx 121\/ 1ula ed herp cs‘virm( AVT) was iso-
lated from healthy turkeys (Kawamura ef al., 1969; Witter
et al, 1970). The existence of a hm related group of vi-
ruses was demonstrated by Biggs and Milne (1972). 1t is
now generally accepted that MDV and HVT isolates can be
divided mnto three xcmty}‘)us (Schat, 1985). All oncogenic
MDV form serotype 1, while nononcogenic viruses belong

to serotype 2. HV T ¢ »latc sare classified as serotype 3 (Ta-
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