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VIRUS REPORTING SCHEME - A total of 841 report s were received this period. 
Reports of interest include: 

Influenza A virus, resembling A/Bangkok/1/79, was isolated by the 
Royal Children's Hospital, Melbourne, from a three year old boy 
presenting with croup of 12 hours duration. 

Rotavirus infection was diagnosed by the Institute of Clinical Pathology 
and Medical Research in three infants implicated in a ward outbreak of 
gas t ro-enteritis at the Royal Alexandra Hospital for Children, Sydney. 
Astrovirus was also identified i n the faecal specimen s of one infant. 

Two patients with less corruwJn forms of tuberculosis were recently 
admitted to Fairfield Hospital, Melbourne. · A 36 year old male presented 
with tuberculosis of the spine, and a 31 year old male alcoholic 
presented with a large left-sided empyema. The pleural pus contained 
both acid-fast and Gram-negative anaerobic bacilli. 

A four year old girl who r e turned from New Hebrides 15 months previously 
was admitted to Fairfield Hospital with vivax malaria. This infection 
had recurred despite two previous complete e radicative treatments with 
chloroquine and primaquine. Her third attack r esponded well to the same 
treatment regimen. 
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SALMONELLA PARATYPHI A INFECTION IN TRAVELLERS FROM S.E. ASIA 

(Contributed by J.W. Pearman, K.J. Christiansen and J.K. Stewart, Royal 
Perth Hospital, and V.W. Bamford, Sta te Health Laboratory Services, Perth). 

Two cases of S . par atyphi A infection were diagnosed during March 1981 in 
adul t s who had recently r eturned f rom S.E. Asia. 

Seventeen days a ft e r r eturning fr om Bali on 1 February 1981, an 18 
year ol d f ema l e deve l ope d a gene r a lize d rash and fever. Rubella 
i n fec tion wa s diagno se d by he r family doctor, and both the rash and 
f ever r e solved afte r three days. Six days later she again developed 
f ever, with night swea ts, rigors, bitemporal headache and vomiting . 
Amoxycillin was prescribed, but there was no diminution of fever, and 
dia rrhoea developed four days later. The treatment was changed to 
cotrimoxazole, but because of continuing symptoms she was admitted to 
the Royal Perth Hospital the following day with high fever, diarrhoea, 
vomiting and dehydration. On admission her temperature was 40.2°c, 
the pulse rate 95/minute, but ~part from slight dehydration there we r e 
no other abnormal find ings. She was barrier nursed and rehydrated with 
intravenous fluids. S . paratyphi A was isolated from two samples of 
venous blood cultured under aerobic and anaerobic conditions . . The 
organism was sensitive to tetracycline, amoxycill in, cotrimoxazole and 
chloramphenicol. Serological testing indicated an antibody titre of 
1/ 80 against paratyphi A'H' antigen but no detectable antibody to a 
r ange of salmonella 'O' antigens including paratypLi A'O' antigen. 

Chloramphenicol was given orally at 50 mg/kg/day in four divided doses 
for ten days. The fever subsided rapidly with her temperature returning 
to normal in 36 hours, and the patient was discharged on day 13 of 
hospitalisation. Two faecal specimens cultured before chloramphenicol 
treatment, one during treatment and one 3\ weeks following treatment 
were negative for S . paratyphi A. Faecal specimens taken from the 
patient ' s parents (three each) and from four close contacts in follow-
up studies by the State Health Laboratory Services were also negative. 

The second patient was a 31 year old male Chinese travel consultant 
who had been to Singapore, Kuala Lumpur and Malaysia two weeks previously. 
He deve loped fever, vertigo and diarrhoea ( 8-10 bowel actions/day, 
no blood) while overseas, but the condition was diagnosed as a viral 
illness from which he appeared to recover. One and a half weeks later 
he developed a recurrence of fever, diarrhoea (containing blood) and a 
nose bleed (once). During the previous two weeks he had lost 3 kg in 
weight. The patient was febrile (37.9°c), but with no other abnormal 
presentation. S . paratyphi A was isolated from faecal specimens but 
not from the one venous blood sample. The Widal test showed an 
antibody titre of 1/40 against paratyphi A'H' antigen, but no detectable 
antibody against paratyphi A'O' antigen. 

Amoxycillin 500 mg q .i.d. orally was administered for 14 days. Follow­
up cultures of the patient's faecal specimens taken one and five weeks 
after completion of chemotherapy were all pathogen-free, as were the 
three faecal specimens taken from the patient's wife. 
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These two cases highlight the importance of having a high index of ~ 

suspicion of an exotic illness, particularlyenteric fever, for patients 
who have r e turned from S.E. Asia with fever, rash or diarrhoea. 

NON-SEXUALLY TRAN SMITTED GONOCOCCAL CONJUNCTIVITIS 

(Contributed by R. Matte rs, Pathology Laboratory, Alice Springs Hospital, 
Northern Te rritory). 

During the period 13 May -17 June 1981, the Pathology Laboratory of the 
Alice Sp rings Hospital examine d sme ars and swabs from 48 suspected cases 
of gono coccal conjunctivitis. N. gonorrhoeae was culture d from ocular 
swabs t aken from 23 patients. In a further seven patients, intrace llular 
Gram-negative diplococci (GND) were identified from direct smears, although 
no organisms could be cultured. 

All isolates were from Aboriginals aged between six months and 40 years 
- living in settlements encompassing a wide area in the Northe rn Territory , 

We stern and South Australia. The settlements included Yuendumu, Papunya , 
Willowra, Winge lina, Pipalyatjara and a fringe settlement of Alice Springs . 
Swabs taken from patients at Wingelina and Pipalyatjara were three days 
old before examination. Only a suspected diagnosis of gonococcal conjunc­
tivitis was made for these patients since although specimens were GND 
positive for smears, no organisms could be cultured. 

The i n itial i solqt~s were identified using Young's rapid carbohydrate 
utilization t est\ 1). Two isolates were confirmed as N. gonorrhoeae by 
the Institute of Medical and Veterinary Science, Adelaide, and MIC 
testing gave the following values; penicillin - 0.01 pg/ml; tetracycline 
0 .5 pg/ml and spectinomycin 15 µg/ml. Cases were treated with penicillin 
eyedrops and oral amoxycillin . A 100% recovery rate has been achieved to 
da te, with no scarring of the eyes. 

The epidemiology of the outbreak is obscure because of the difficulty in 
- obtaining case details and the extensive movement of Aboriginals between 

settlements. Although the inter-settlement travel has probably r esulted 
i n the wide spread of the disease, the actual mode of person-to-person 
transmission is speculative. A similar outbreak has occurred at Warburton 
in Weste rn Australia, whe r e five Aboriginals showed intracellular GND on 
direct smear examination. No organisms were isolated on culture. The 
age s of the patients ranged from three to 18 years, and all presented with 
the classical gonococcal conjunctivitis with copious purulent discharge 
from the eyes . This suspected outbreak occurred before any pos itive isola­
t ions we r e made in the Northern Territory, and no direct link could be 
established between the Warburton outbreak and tho se described in the 
se ttlement s affe~ted . 

The outbreak illustrates the value of direct smears whe re swabs from 
patients in remote areas cannot be cultured within optimum time . 

Reference 

1. Brit. J . Vener. Dis. ( 1976) 52 172 
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AMPICILLIN-RESISTANT SHIGELLA FLEXNERI - NORTH QUEENSLAND 

(Contributed by R.W. Guard, Commonwealth Pathology Laboratory, Cairns) 

Since February 1981 there has been a marked increase in the number of 
ampicillin-resis tant Shigella flexneri infections in North Queensland, 
from Tully northwards (see also CDI 81/10). Twenty-four isolations have 
been made this year, with three organisms isolated in February, four in 
March , six in April, eight in May and three to date in June. Of these 
isolates, 21 also showed resistance to tetracycline and cotrimoxazole. 
Testing was done by the Kirby Bauer disc technique. 

Sources indicated a wide community distribution, so it was not possible 
to link all cases. Thirteen patients were from the Yarrabah Aboriginal 
community near Cairns, five were from recent Vietnamese immigrants at 
Innisfail, and the remainder were of individual cases at Normanton, Cairqa 
Mareeba and Aurukun. • 

A review of the laboratory records for the last five years has indicated 
only one previous case of S. flexneri ampicillin-resistance in the region. 
This isolation was from a patient from the Lockart River Community, Cape 
York,in March 1980. 

POLIOVIRUS ANTIBODY LEVELS IN SYDNEY SCHOOLCHILDREN 

(Contributed by P. Christopher, Health Commission of New South Wales, and 
A. Murphy, Institute of Clinical Pathology and Medical Research, Sydney). 

The following has been extracted from an extensive study on the poliovirus 
immune status of 329 Sydney schoolchildren; a complete report will be 
published elsewhere. 

A survey was undertaken between 20 November-12 December 1980, at four 
inner Sydney schools situated in Surry Hills (two), Chippendale and 
Darlinghurst. Antibody titres were measured by specific neutralization -
since the more sensitive ELISA technique could not be adapted in time for 
the study. Antibody titres of) 1/8 were regarded as protective in this 
study. 

Of the 329 children tested, 42% had immunity with all three type specific 
antibodies; 30% had two antibodies; 16% had one and 12% had no detectable 
antibody. Poliovirus type 1 antibody was present in 64% of children, 
type 2 in 74% and type 3 in 66%. A separate analysis of the 212 
Australian-born children within this group indicated that 39% had all 
three antibodies; 31% had two; 17% had one and 13% had no antibody. 

These results support the recent study by Menser et al(l). Both deviat{
2 from the earlier study of poliomyelitis immunity in NSW by Murphy et al ) 

in 1972, which reported that 78% of children in the 10-14 year age group 
had full immune status. The results of the two previous studies and the 
present survey are given in Table 1, although geographical, socioeconomic, 
ethnic and temporal factors may influence any direct comparison. 
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Table 1 Poliovirus antibody surveys in NSW schoolchildren 

Sur vey No. children 3 antibodie s 2 antibodi es 1 anti body No antibody 
(3 serotypes ) (2 serotypes) (1 serotype) 

Murphy e t a l . ( 1972 ) 
78% 15% 5% 2% (aged 10-1 4 yr) 185 

Menser et al. ( 1980 ) 
35% 17% 8% (aged 12 yr J 569 40% 

Christopher ( 1980) 
(aged 7-1 2 yr ) 329 42% 30% 16% 12%, 

Fo ll owing this initia l survey, a single dose of Sabin vaccine was admin ­
ist e red to 129 children, end their post-vaccination status determined. 
Of these, 81% of children now had all three antibodies; 12.5% had two; 
5% had one and 1 . 5% had no detectable antibody. Individual antibody 
fi gures gave 97% of children with type 1, 96% with type 2 and 77% with 
type 3 . A "failure to take" vaccination was assumed for individuals who 
did not show a four-fold rise in antibody titre (1 3% for type 1; 21% for 
type 2; 3 7% for type 3). Within these figures, 3% for type 1, 5% for 
type 2 and 10% for type 3 were of children who had antibody titres of 
< 1/ 8 before vaccination. 

To determine whether vaccination of the initial sero-negative population 
had elicited a primary or secondary response, the presence of specific 
I gM antibody was assay ed in 44 post-immunisation sera. However, the 
results obtained could not be interpreted with confidence. Extraneous 
complications were introduced by the fact that many parents indicated a 
precise number of previous Sabin vaccina tions (varying from one to five) 
f or their sero-negative children. 

As a re sult of this and the previous 0urveys, the Health Commission of 
New South Wa les is re-immunising all children in the third, fourth, 
fifth and sixth year of primary school with a sing le dose of Sabin 
poliomye l itis vaccine. This resolution was implemente d as a mass program 
in schools during the second school term which began on 27 May 1981. It 
is estimated that an additional 350,000 doses of vaccine will be required 
for this "once-off" exercise. A future recommendation will be for both 
Sa bin and "Adult" Diphtheria-Tetanus (ADT) b oosters to be administered :~.t 

15 y ears of a ge or at school leaving. 

Editoria l Comment 

The NH & MRC considers that the need for supplementary or booster doses 
of oral poliomyelitis vaccine has yet to be established, but to ensure 
maximum coverage in children who may have missed one or more doses in 
infancy, it does recommend that a dose be g iven to all children on school 
entry at approxima tely five years of a ge. 

Gradual declines in poliovirus antibody levels have been r e ported after 
immunisation, but they appear to rise promptly in respons e to booster 
dosesC 3), and presumably afford protection to live wild virus exposure. 
Nevertheless, it is advisable to have a sing le booster dose before 
travelling to countries where poliomye litis remains a serious problem, 
particularly if visiting rural or remote areas that a re off the usual 
tou ri s t r oute s. The g l obal situation of poliomyelitis is regularly 
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accounted by WHO. In 1979, data were available from 158 countries and 
areas representing 96% of the estimated world population. In all, 35,747 
cases were reported, over 9,000 fewer than in 1978 ( 4). 

The 3 ,432 case s reporte d in the African Region exhibited a uniform pattern 
indicating that the di sease is endemic in the continent, whereas the 
4,489 report s f r om t he Ame rican Region were sharply delineated between 
those countries whe r e poliomyelitis is no longer a threat to public health, 
and t hose which a r e still having se r i ous difficulties in controlling the 
di s ea s e . Br a zil, Bo liv i a , Columbia , Hondura s and Mexico accounted for 93% 
of the r eg ion poliomye litis r eports in 1979. In the European Region, 
Algeria , Morocco and Turkey accounte d for 63% of reported cases, and 
Afgani s t an, Egypt, Iraq and Pakistan yielded the major proportion of 
r eport s for the Eastern Mediterranean Re gion. Like the American Region, 
the Weste rn Pacific Region showed clear division between the developed 
countries where the disease is under control, and those where poliomyelitis 
is still prevalent (e. g . China, Philippines, Vietnam and Papua New Guinea.Ja., 
In the neighbouring South-East Asian Region, India, Thailand, Burma, • 
Indonesia and Sri Lanka accounted for most of the reported cases. 

It must be noted however, that many countries have joined the WHO Expanded 
Program on Immunization, so that the higher coverage produced with expanded 
and continued immunisation programs will change the disease incidence and 
pattern in the coming decade. 

References 

1. MJA (1980) 2 
2. MJA (1972) 2 

131 
1404 

3. Lancet (1982) 1 : 831 
4. WER (1980) 55 361, 369 

" u VIRAL DISEASES IN S.E. ASIA AND THE WESTERN PACIFIC SYMPOSIUM - 1982 

An international seminar on 'Viral Diseases in South-East Asia and the 
Western Pacific' sponsored by the Australian Development Assistance Bureau, 
World Health Organization, Australian Academy of Science and Australian 
Society for Microbiology will be held at the Australian Academy of Science 
Canberra,on 8-12 February 1982. 

The aim of the meeting will be to delineate and compare the incidence of 
specific viral diseases within individual nations in the two regions, 
and provide a forum to discuss common problems in diagnoses and control. 
The program will include overviews on the current state of knowledge by 
distinguished keynote speakers. 

The seminar will be dedicated to Emeritus Professor Frank Fenner in honour 
of his many achievements in virology and biomedical sciences, and to mark 
his retirement from the Australian National University, Canberra. 

Virologists interested in attending the seminar, presenting a paper or 
placing their names on the mailing list for subsequent circulars,should 
contact the organizing secretary: 

Associate Professor J.S. Mackenzie, 
Department of Microbiology, 
University of Western Australia, 
NEDLANDS, WESTERN AUSTRALIA. 6009 

Participation in the seminar will be limited by venue size to about 200. 
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AUSTRALIA - COMMUNICABLE DISE~SES INTELLIGENCE 3 
PERIOD : // / 6 Ill to r)_JI-; b I <fl • . . . tJ//3 
Viral Identifications by Clinical Information Table 1. 
C)de 00,99 -No ill or data; 01,02,11,12 - Respiratory; E3 -Encep h­
alitis; N3 -Meningitis; 04 -Paralysis; 0 5,13 -CNS o t h e r unspec.; 
07,49 -GI; 17,47 -Hepatic; 19 -CVS; 89 -Urinary; 06 -Skin/mucous. 

I I I I l I I I 1 ! I 
I No-illj he sp ic l Enc,1ph l l'len i n:.; I Para. - I C:<S I I a1::>i.i a l I Urin ! Ski n / 

VL( US Lh, VIJil.l. .. hl~ 'l 'lGEN I o r j at ory j d lit is j - i t i s Jlysi.;:; I O":.::':- r I GI I - t5.c I CV S I - a ry I 11 11cs 
I dat a I I I l I unspe : l I l I I m"'m b 

_________ __________________________ 1 ______ 1 _____ ·1 ______ 1 ____ __ 1 ______ 1 ______ 1 ______ 1 ___ ___ 1 ______ 1 ___ ___ 1 _____ _ 
I l I I I I I I I I I 

0 10 1 A1.E ~UVI.L-W.3 T i e E 1. . . ..•..•...• I I 2 1 l I I I I I I I 
C 1 0 ..: ADE ,.i U VI il U.S T Yl:' f~ 2 ••••••••••••• I 2 l I I I I I 3 I I I I 
0 1C3 ADE~,O VIi:rn::i T YPE 3 ............. 1 I l I I I I 2 1 I I I 
C 1 0 4 ADE t~ 0 VI 11 US T YPE 4 ••••••••••••• I I I I I I I 1 I I I I 
0 105 ADi l•; OVIRUS T Yi:'E 5 ............. I I 2 1 I I I I I I I I 
G1 2 o ADE ,~O VI1rnS TYPE 26 ............ I I I I I I I 1 I l I I 
0 20 1 I NP.LU EN 'Z.A A vnrns .... . ..... . .. j I 2 1 I I I I I 1 I I I 
0202 I NF LO L N'i,A A vI:i US S J tlT i PE H3N2 j l 11 I I I I I I I t 
OJC1 i?Ah AilH' L UENZA V liiiJS T Y.PE 1 •••• j I 22 1 I I I I 11 I 11 I 
0 3 0 2 P Ah II I HF L UL N ..C: A V Hrn S T Y P :t: 2 . . . . l l 4 I I I I I I I I I 
03 03 i-'Afd\ l NF .L U.t:NZA YI ~, u s T Y 1-'l:.: J .... 1 I 4 1 I I I I I I I I 
O4GC rlBSP I HhTO ~Y SYjC YTI \L VI RUS j I I ! t I I I I I I 

(nS) • •••••• • •••••••••• • •••••• • ••• 1 J I 11 0 1 I I I 1 1 , I I t I 
C:iC O i:Uil.riO VI hUS ( A ... L rYl:'i: S) •• •• •••• I I 11 1 I 11 I l I I I I 
O6GO l'!YCuP LAStlA P I~B Ui"I ONil\ E ••••••••• 1 11 9 1 I I I I I I I I 1 
0 7 0 C O fl i~ IT dos 1S .,. PS l. 1'1' a CU 3 I S • • . • • • • • I I 2 I I l I I I I l I 
OdG9 COXSAC: i i:E VIR US A9 •••••••••••• • I I 11 I I I I I l I l 
C90S COX:::iA CK.iEVlfW S .u5 ............. I I I I 1 I I I I I I I 
10 09 SCi-iU VlHU~ T YP::: 9 •••••••••••••• I L I I I I l I I I I I 
1C 14 ECiO VI ct US T 'i P'.'.: 14 ••••••• • ••••• 1 I 2 ( 11 lt i I 2 1 I I I 
10 17 ECi10 Vl RiJ ~ T Y.l:1 £:: 17 ...........•. I I I I I I I 2 1 I I I 
1022 .EC HOVI ~U::.; T YPj:; 22 ••••.•.••.... I 2 1 I I I I I 1 I I I I 
1 0 3 0 BC 1w V I .t{ U .3 T Yi> i. : 3 0 • • • • • • • • • • • • • I I 1 t I 1 I I I I I I I 
10 3 1 i::C t10VIF US T Y?.::: J J •••••.••••... f I I I 11 I I I I I I 
11 ( 1 PO .L lO Vl1dlS TYP:::: 1 ••.••••••.•.• 1 I 11 I I I I 11 I I I 
11 CJ ;?O.L lO VIL1 US T YPE J ••••••••••••• j I I I I I I 2 1 I l I 
110 4 P ll LI u V l L"\'. US - V AC CI H l\. L ST RA l H •••• I I 1 I I I 1 I I 1 I I I I 
12 0 0 MUMPS if .mu S •••••••••• • •••••••• I 1 I 2 I I J I I I i I I 1 

l _____ _ l ______ l _ __ __ l ___ ___ l ______ l __ ___ 1 ______ 1 ___ ___ 1 __ __ __ 1 ____ __ 1 _____ _ 



- 2 -

AUSTRALIA - COMMUNICABLE DISEASES INTELLIGENCE If 
PERIOD : // / 6 ;!/ to Jlf-1 b If/ .. • • • t// /.3 
Viral Identifications by Clinical Information Table 1. 
C~de 00,99 -No ill or data; 01,02,11,12 -Respiratory; E3 -Enceph­
alitis; K3 -Meningitis; 04 -Paralysis; CS,13 -CNS other unspec.; 

07,49 -GI; 17,47 -Hepatic; 19 -CVS; 89 -Urinary; 0 6 -Skin/mucous.-CONrINUED 

J I I I I I I I I I I 
l l~o-illl H,:>s µir l i:.n::: ,:-•µn l :'ie n i ri .JI Par n - l CNS I I i1 2 p a I I lJ r: in ! Sk in / 

Vi L"\ US Ori VL Ul L AN'l'IGE N J or j a tory Ja. l itis J-it i s I l ys i s I o-;: lp c l GI I - t i c l CVS I - arr I muc s 
I dat a I I I I lun spe ::t I I I I me mh 

____________ · ____________________ 1 ______ 1 ______ 1 ______ 1 ______ 1 ______ 1 ______ 1 ______ 1 ______ L _____ 1 ______ 1 _____ _ 
I I I I I I I I I I I 

130 1 d z.i1 PES .:.d ~P L J i VI .b: U3 NOT - T YPED I 11 I 11 I I I I I I I 40 
1.302 .:::: .t' S'lE I N- BAart VIR US { EB VI RUS) .1 3 1 I I I I I I I I I 
13 CJ VAHIC FLLA - z. OST E:R VL E< US •••••••• I l I I J I I I I I I 3 
13 0 6 ti Eil,J .l::S .SlMP .. i~ X: rxP Z 1 ••••••••• I 1 I .31 3 1 1 l I I I I I 1 I 33 
13C7 ri ..::d P i: S .:li ,1 P i.. E:<: TY P:2 2 •••.•• ••• I 3 I I I I I I J I I I 7 
140 1CuXIELi.. AD UHNErI. •.•.•••.•..•• , 2 1 2 1 I I I I I 11 I I 
15 14 !:'1CJ LLU SC U t'l CONT J\G I OS UM • • ••••••• l I I I I I I I I I 1 
15-iti ~tI LKiil S .L'i OlJU L i Vli:W ::5 ••• .••••••• I I l I I I I I I I 1 
15 2 1 f1 t: /\ S U '. S \I IfW S ••••••••••••••••• 1 I 11 I I I 11 I I I 4 
1:5 22 ::i Uo 2 LLA Vl RUS ••••••••••••••••• 1 11 11 I I I I l I I 4 
1:> 3:2 t1 1n _, A'l' I T.I S iJ ANTI \.i EN .••.•••••• • I 161 I l I I I 3 6 1 I I 
15 3 5 Hr.FA·r:;:. r l S A ANI' ld0D1. •.••••••. I 1 I I I I I I 12 I I I 
b 5 6 C t1 V - CY TO i'1E G A LO -✓ I .i:WS ••••••••. 1 41 13 1 I I I 1 I 1 I I 3 I 1 
156 .: IL-.:0\ll HU S ( ALL l' YP ES I •••••••••• I I 1 I I I I I I I I 1 
1 S 6 4 Hu 1' AV I R Us • ..................... l I I I l I I 4 3 I I I 
15 6 S C A I.. I C I V l H iJ S •••••.•••••••••••• I I I I I I I 1 I I I 
EOSS RIV E R V IlW S •••• i 1 I I I I I I I I I 1 
AST.r<O Vl .1:W S •••• I I I I I I I 3 I I I 
SMAL L Vl. ltlJ S ( I.. I i:\ r: ) PA rl 'T' I:: l. E •.•• I I I I I I I 4 I I I I 
To t .:i. 1. .............................. 1 ti 4 j 19 8 1 51 9 1 11 31 68 1 5 1f 11 41 9 7 
_________________________________ 1 ______ 1 ______ 1 ______ 1 ______ 1 ______ 1 _____ 1 ______ 1 ______ 1 ______ 1 ______ 1 _____ _ 
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AUSTRALIA - COftMUNICABLE DISEASES IHTELLIGEH:E 

PERIOD : // / 6 /SI to J/f- I 6 I JI . . . JI / /3 
Viral Identifications by Clinical Information Table 2/ 
:ode 10 -Eye; 59 -Genital; 39 -Endo/sal gland; 
38 -RES; 29 -Muscle/joint; 69 -Congenital; PS -PUO; 
;a -Fever/malaise; 09 -other; A1 -SIDS ... 

I I I 
l Ge n- I FnJ o / I l linscle I C:) .ri - t I P~v0r I 

vrnus O H VlBAL l'!.NTIGEN I Eye I ita.i I ::,a l I El, S j/""j o i nt ! T~ilit -1 .?UO j/ m a. 1- I Of-.her 1 Slf.'S 

I t i q land I I I 3. 1 I I ai se I I 
__________________________________ J ______ J ______ 1 __ ____ 1 ______ 1 ____ __ 1 ______ 1 ______ 1 ______ 1 ______ 1 __ __ _ 

I I I I f I I I I I 
C 1 C 3 AD EN o VI R U .3 r Y P E 3 . . . . . . . . . . . . . I 3 I I I I I I I I I 
0 11 9 AT.li::NO VI HDS T YP i~ 19 •••••••••••• 1 2 1 2 1 I I I I I t l 
0L0 1 l1HLU.i:NZ A A VI RUS ••••••••••••• I I I I I I J I 1t I 
C• 2 0 3 IN r' LU EN i A B VI HD S ••••••••••••• I l I I I 1 1 I i I I I 
G4CO RESPl~ ATO RY SYN CYTIAL VIRUS I I I f f I l I I I 

( faS ) ••••••••••••••••••••••••••••• l l I f 1 l i t 2 I 1 t l 1 
0 500 RilINU VIP.US (11. L l. r YP ES) • ••••••• l I l 1 l I I l I I 1 
G60C !1YCOflLASMA PN.tU,DN l Ai::: ••••••••• I I l I I i I 1 l 1 I f 
1009 ECriOVlr:us T YP.::: 9 . , ••••••••••••• I i I I I l I 1 11 f 

11 0 1 i'0 1IOVIPUS TYPE 1. ............ j I I j I I I I I I 1 
1 2 1)C i'lUMPS VlH US •••••.••••••••••••• 1 I I B f I I I 11 1! I 
1 3 0 1 h.c.RP.i:;S SLWLEX'. VL ROS lWT-T YPED i 3 1 3 11 I I l I I 11 11 
130 2 E PS'l'E .IN - BARR Vil:WS ( EB VIRUS ) .1 I I 1 1 I I I I 3 1 2 1 
13 06 HERPES SIMPLEX TYPE 1. ........ 1 5 J 15 1 I I l I 11 31 I 
1 3 C 7 di:; El' B s s .l NP i.. Ex L' r PE 2 ••••••••• l I 9 6 I I J I I I I 
14:) 1 C.:UXl;';LL A oURNE'l' I. ...•.•.....•. j I I t I I ~ I 1 6 1 11 
15 14 110 11. U.SC U!"I CONl'AGIO.S U/1 ••••••••• I j 1 I I I l I I I I 
1522 JiUi:F;: LLAVIrW S ••••••••••••••••• j I l I 11 11 I I 11 J 

1532 tiEPArlTlS B A i:i TlGEN ••••••••••• I j I I 11 I I I 11 11 
1 5 41 ChLA tJYDlA A - TRIC '1'YP i:; ••••••• 1 t 3 0 1 I l I I I I I 
155 6 CM V - C Yl'Oil'iEG Al.Ovl RUS ••••••••• 1 I 11 I 11 ! I t, I .1 1 5 1 
1562 r( i::U VlliUS ( i\L 1 T Y? ES ) •••••••••• f I I I i I I 1t I 
1 5 6 4 H O'i' AV rn US ••••••••••••••••••••• I I I I I I I I f 1 
BOSS fi1 V EH V i.HUS • •••I I I I 20 1 I I b l I 
T o t a l. . . . . . . . . . . . . . . . . . . . . . . . . . . . . . I 1 J I 17 o I 9 I 5 I 2 2 J _ I _ _ __ }_i:i I 4 C I 1 O I __ 4 
_ ______________ ____ __________ _ _____ J __ _ ___ l ___ _ _ _ l _ _ ____ i ____ __ l _ __ ___ l ___ __ _ l __ _ _____ l _ ____ _ l _____ _ _ l _ __ _ .. _ 




