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Epstein-Barr virus and cystic fibrosis
Non-bacterial causes of respiratory exacerbations in cystic fibrosis
include respiratory syncytial virus, adenovirus, influenza virus,
and rhinovirus. A recent study in Albany, New York state (Glenna
Winnie and Robert Cowan, The Pediatric Infectious Disease Journal
1992; 11: 722-6) points for the first time to Epstein-Barr virus
(EBV) as an important pathogen in this disease.
Thirty five patients with cystic fibrosis and chronic respiratory
tract colonisation with Pseudomonas aeruginosa were studied retrospectively. All had been seen regularly at the Albany Cystic
Fibrosis Center and their ages ranged from 6 to 18 years. Sixteen of
them had serological evidence of previous EBV infection but, of the
19 EBV susceptible patients, 12 were admitted to hospital with an
exacerbation of chest infection during an 18 month period beginning on 1st July 1987. Five of these 12 had serological evidence of
EBV infection acquired shortly before the exacerbation and their
clinical features were compared with those of the seven control
patients who had an acute exacerbation without EBV infection.
The patients with recent EBV infection were older (mean age
16-8 v 12-5 years) but their preadmission clinical (ShwachniannKulczicki) and chest x ray (Brasfield) scores were similar to those of
the controls. Infection with EBV was associated with worse scores
during the hospital admission and on follow up for six months
afterwards. Spirometric tests confirmed a greater deterioration in
the EBV infected group. Average percentage falls from preadmission values at the time of hospital admission for EBV infected
(control) patients were: clinical score 24-7 (3-9), chest x ray score
20-2 (6 5), forced vital capacity (FVC) % predicted 21-0 (8-2),
forced expiratory volume in one second (FEVy %) 28-7 (9 4). At six
months' follow up the figures were: clinical score 21-9 (- 1-7), chest
x ray score 17-9 (4 6), FVC 9'0 (0 9), FEVy % 18-4 (4-9). During
the follow up period readmission to hospital was more than 10 times
more frequent in the EBV group. Clinical evidence of infectious
mononucleosis was not found in the patients with recent EBV
infection and only one developed the characteristic atypical
lymphocytosis. Anorexia and weight loss were the best clinical
clues to EBV infection.
If these figures can be replicated then clearly the implications are
considerable both for understanding deterioration in cystic fibrosis
and possibly for preventing it. It is not clear whether the
deterioration in lung function with EBV infection was caused by
viral infection of the lungs or was a result of abnormal immune
mechanisms induced by the virus. Such altered mechanisms might
either lead directly to lung damage or cause increased pathogenicity
from pseudomonas.
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Our study shows the clinical progression of
HIV disease in a group of haemophilic children
infected for between six and 11 years. The data is
taken from the standard clinical practices of 10
established northern European haemophilia
centres. Further follow up will continue to
provide insight into the progression of HIV
infection in this age group.

