
uz 
ISSN 0725 - 141 

Communicable 
Diseases 

Intel I igence 
Vibrio surveillance - Australia 

(1973 - 1984). 
Cho le ra in 1983. 
AIDS surveillance and update. 

V IR US RE PO R 1 J :t-,; G S Cf-l FM E A tot a 1 of 1 0 8 4 rep ort s we re rec e i v e d 
TI11s period. 

The two f 1 av i vi r us report s i n c 1 u de d the d i a g nos i s of dengue 
at Fairfield Hospital, Melbourne, in a 26 year old female who 
had recently returned from Manila; and the detection of 
cross -reacting,.... IgM anti body to MVE, dengue type 4 and Alfuy 
antigens in sera referred to the State Bealth Laboratory, 
Brisbane, from Papua New Guinea from a patient with fever and 
lymphadenopathy . 

. . Molluscum contagiosum-like particles were detected at 
Fairfield Hospital by electron microscopy of skin lesions 
from a 48 year old male who had been diagnosed as an AIDS 
patient in another Melbourne hospital in September 1983. The 
patient had a history of chronic perianal herpes and an 
active cytomegalovirus infection, and was admitted for 
treatment of subacute viral encephalitis. A 29 year old 
American male tourist, in whom a diagnosis of AIDS had been 
made during 1983 in the USA, was also admitted recently to 
Fairfield with repeated focal convulsions and a lung 
infection. A lung biopsy revealed a Pneumocystis carinii and 
cytomegalovirus infection, and a Candida species was isolated 
from bronchial washjngs. Peripheral atypical shingles 
lesions were also present on the palms and fingers. However 
following successful treatment, he has since returned to the 
USA. To date, 12 cases of AIDS with five deaths have been 
notified by the State health authorities throughout Australia . 

. Rubella specific IgM antibody was detected by Fairfield 
Hospital and the State Health Laboratory, Brisbane, in cord 
blood of two neonates. One neonate appeared healthy despite 
a history of maternal rubella late in the first trimester of 
pregnancy, but no information was provided for the other. 
Congenital rubella syndrome (CRS) represents the most serious 
outcome of rubella infection in terms of health burden. 
Costs for the lifetime care of an infant with CRS in the USA 
have been recently estimated to be in excess of $200,000. 
The second consequence of infection in a pregnant woman is 
therapeutic abortion, which is thought to be more common than 
CRS. Strategies based on schoolgirl immunisation produce 
their results slowly and take about 20 years to achieve their 
full effectiveness, although the delineation and 
identification of women of childbearing · age most likely not 
to be vaccinated would hasten the elimination of CRS. 
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VIBRIO SURVFILLAKCE 
(Contributed by P. 
Health, Sydney) 

2. 
AUSTRALIA (1973-84) 
resmarchel1er, Commonwealth Institute of 

In the period January 1973 - March 1984, 104 cultures of Vibrio 
species isolated from human infections were referred to, or 
isolated at, the Commonweath Institute of I-!ealth (CII-1). 1he 
identification of the isolates and their source are listed in 
Table 1. 

TABLF 1 Human isolates of Vibrio species, CIH (1973-1984) 

Species 

V. cholerae 01 

V.cholerae non 01 

V. parahaemolyticus 

V. vulnificus 

V. alginolyticus 

V mimicus 

V. harveyi 

v. damsella 

v. metschnikovii 

V. fluvialis 

Number 

13 

34 

38 

6 

s 

4 

1 

1 

1 

1 

Source of isolate (~umber) 

faeces (12); blood (1) 

faeces (30); blood (3); 
fallopian tubes (1). 

faeces (25); wound (7); ear 
infect i on (1 ) ; unknown ( 9 ) 

wound (4); blood (1); leg 
ulcer (1) 

faeces (l); ear infection 
(1); wound (1); peritoneal 
fluid (1); unknown (1) 

respiratory tract (2); 
faeces (l); wound (1) 

leg ulcer - S. aureus 
also isolate 

wound 

faeces 

faeces 

Five ot the V. cholerae 01 strains (3 of serotype ogawa; 2 of 
serotype inaba) were known to have been acquired overseas, 
whereas eight cases (ogawa (1); inaba(7)) had no recent history 
of overseas travel. All the isolates were biotype eltor. All 
the imported strains were non-haemolytic with one strain 
producing both haemolytic and non-haemolytic colonies. By 
comparison, the indigenous strains were all strongly 
haemolytic, and seven of them have been shown to possess the 
genes encoding cholera toxin and to produce the toxin. 1he 
non-toxigenic local 01 strain was isolated together with a 
Salmonella species, and the significance of the isolation is 
therefore uncertain. 1hree patients had simultaneous 
infections; a Salmonella species was isolated from two cases 
and a V. cholerae non OJ strain was cultured subsequent to the 
isolation of V. cholerae 01 from one patient. Strains of 
V.cholerae non 01 were isolated predominantly from the faeces 
of patients suffering from diarrhoea. Of these infections, 23 
were in travellers returning from overseas, three were acquired 
locally and four were supplied with insufficient information. 
1wo of the three blood cultures were from patients known to be 
alcoholic, and the third was from a fatal case where the 
organism was also isolated from urine and a liver abscess. 1he 
fallopian tube infection was from a patient who practised 
aquatic sports. 1wo foodborne outbreaks due to V. cholerae non 
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01 occurred on international airline flights en route to 
Australia. The strains belonged to a variety of serotypes and 
showed no corre 1 at ion between the c 1 in ica 1 source and pro ba b 1 e 
country of origin of the infection. None of the strains were 
shown to possess sequences homologous with cholera toxin genes 
or to produce the toxin. 

V. parahaemolyticus was the most common marine Vit-rio species 
isolated. Seventeen of the 25 faecal isolates were from 
travellers returning from South-Fast Asia. Five patients had 
no recent history of travel, of which two presented with 
chronic diarrhoea. One confirmed and one suspected foodborne 
outbreak occurred on an international airline flight to 
Australia. Where histories were provided, infections were 
associated with the consumption of sea-foods or marine 
activities such as swimming and fishing. Twenty of the faecal 
isolates were typable serologically, but all of the 
extra-intestinal isolates were nontypable. 

V. mimicus was isolated from a variety of clinical sources. 
The faecal isolate was from an overseas traveller suffering 
from diarrhoea, while the other infections were acquired 
locally and the patients' histories suggested the probable 
sources were coastal waters. The strains belonged to different 
serological strains and did not possess cholera toxin genes. 

Patients' histories also indicated that infections with the 
other marine Vibrio species were associated with either 
occupational or recreational activities in coastal or estuarine 
waters or the consumption of seafoods. The V. fluvialis 
infection was acquired locally, but no information was provided 
with the strain of V. metschnikovii. 

With the exception of V. damsella, all of the Vibrio species 
from the human infections described have also been isolated at 
CIJ-1 from either local or imported food or water. V. damsella 
has been described more recently and therefore may not have 
been recognized if isolated in the past. In view of the low 
incidence of these species in human infections in Australia, 
and the ready availability of health care to most of the 
population, Vibdo infections may not be considered a major 
public health problem. Bowever, the microbiologist needs to be 
aware of the possible presence of these species, particularly 
in the high risk groups described. 

CJ--IOLFRA H i 1983 
(Based on WER (1984) 59 : 141 and 150) 

A total of 64061 cases of cholera in the world were reported to 
the World Health Organisation for the year 1983 compared with 
54856 cases in 1982. Thirty-three countries reported infection 
during the year compared with 37 in 1982. No new country was 
reported infected during 1983. 

Co u n tr i e s in Afr i ca report e d 3 6 7 2 2 ca s e s i n 1 9 8 3 ( 3 7 4 2 7 i n 
1982); Ghana and Mozambique had an upsurge in cases while 
South Africa and Zaire had a marked reduction. The United 
Republic of Tanzania indicated that the reduction in the use of 
tetracycline. for chemoprophy 1 axis resulted in a dee 1 i ne in the 
incidence of tetracycline-resistant strains in the country. 

In Asia, the number of reported cases rose from 15191 in 1982 
to 27005 in 1983, mainly as a result of important increases in 
India, Indonesia, Malaysia and Vietnam. Eleven countries 
reported cases in 1983 as compared with 12 in 1982. Classical 
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cho]era strains are still being reported in Bangladesh 
following the reappearance in an outbreak there in late 1982, 
but as laboratory examination is not carried out for all cases, 
the exact proportion of classical, as compared with eltor, 
strains is not known. 

There was a recrudescence of the cho]era epidemic in the 1rust 
1erritory of the Pacific Islands in July 1983, after the 
Territory had been declared free of infection on 2] June: 314 
cases were reported from the area in 1983 compared with 22i4 in 
1982. 

ACQUIRED IMMUNE DEFICIENCY SYNDROME (AIDS) SURVEILLANCE 

AIDS - UNITED STATES OF AMERICA 
(Based on MMWR (1984) 33 : 337) 

As of 18 June ]984, 4918 patients meeting the surveillance 
definition for AIDS were reported to CDC, Atlanta. Although 
2 2 21 ( 4 5 % ) of a 1 J reported pa t i en t s are known to have d i e d , 
more than 76% of patients diagnosed before July 1982 are dead. 

Of the 4861 adu]t AIDS patients, Pneumocystis carinii pneumonia 
continued to be the most common opportunistic disease 
(1ab]e 1), and the groups at highest risk of acquiring AIDS 
remained homosexual or bisexual men (1able 2). 

TABLF 1. Percentage distribution of AIDS cases by category of 
diagnosis - USA 

I'iagnosis % Adu]t cases 

P. carinii pneumonia 53% 
Kaposi's sarcoma 24% 
Kaposi's sarcoma + P. carinii 

pneumonia 6% 
Other opportunistic infections 17% 

Number of cases 4861 

% Paediatric cases 

7 7% 
2% 

4% 
18 % 

57 

TABLE 2. Percentage distribution of adult AIDS cases by 
patient group 

Patient group 

Homosexual/bisexual 
IV drug user 
Haitian born 
Ha em op h i 1 i a c 
Transfusion recipient 
Heterosexual sex partner 
Other/unknown 

% Distribution 

71. 9% 
17.5% 

3.8% 
0.8% 
1.1% 
0.8% 
4.1% 

P. carinii pneumonia was also the most common disease in 
peadiatric AIDS cases (Table 1). Of the 57 patients, 23 came 
from famiJies in which one or both parents had a history of 
intravenous drug abuse, 13 had one or both parents who were 
born in Ha i t i , and 1 2 had trans f us i on s w i th b 1 o o d or b 1 o o d 
components before their onsets of illness. 
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. (Based on CDR (1984) 84/26 : 1) 

10 June 1984, 51 AIDS cases were reported to CDSC, London 
(Table 3). Forty-three cases were in homosexual/bisexual men, 
three in heterosexual men with known risk factors, two in 
haemophiliacs and three in female patients. 

TABLE 3. Distribution of AIDS cases by category of 
diagnosis - UK 

Diagnosis 

P. carinii pneumonia 
Kaposi's sarcoma 
Kaposi's sarcoma + P. carinii pneumonia 
Other opportunistic infections 
Cerebral lymphoma 

TOTAL 

AIDS - FRANCE, NETHERLANDS AND SWITZERLAND 
(Based on WER (1984) ~: 57, 138 and 178) 

Cases 

17 
20 

2 
11 

1 

51 

Deaths 

11 
6 
2 
8 
1 

28 

Notifi~ations meeting the CDC criteria for case definition for 
AIDS in France, J\1etherlands and Switzerland are detailed in 
1I'a ble 4. 

TABLE 4. Distribution of AIDS cases by category of diagnosis -
France, Netherland and Switzerland 
Figures in parentheses relate to deaths 

Diagnosis ~,Nes . 
FranceCl)switzerlandC '.etherlands(3) 

Opportunistic infections 
P. carinii pneumonia 
Suspected P. carinii 

68(30) Io 

pneumonia 
Kaposi's sarcoma 26(4) 
Kaposi's sarcoma + 

opportunistic infections 13(10) 
Kaposi's sarcoma + 

P. carinii pneumonia 
Other opportunistic infections 

TOTAL 107(44) 

(1) Data to 1 January 1984 
(2) Data to 1 March 1984 
(3) Data to 1 May 1984 

AIDS - THE AMERICAS, EXCLUDING THE USA 
(Based on WER (1984) 59 : 74) 

2 

6 

18(16) 

6(4) 

1 (1) 
5(2) 

2(2) 
2 (1) 

16(10) 

Table 5 tabulates the notifications of AIDS cases in the 
Americas, excluding the USA, to 31 December 1983 

1ABLE 5. Notification of AIDS cases from the American continent 

Country Number of cases as of 31 December 1983 

Argentina 
Brazil 
Canada 
Hai ti 

8 
27 
92 (1) 

232 



Jamaica 
Mexico 
Su.r in am· 
Trinidad and Tobago 

; Uruguay -

6. 

(1) 
( 2 ) 

As of June 1984 (CDWR (1984) 10/25 
As of 12 Septemberl983 

AIDS - UPDATE 

1 
4(2) 
1 
9 
5 

98) 

CDI 84/15 

( Base 4 . ~)n W ER (1 ~ 8 4 ) ~ : 1 2 8 and MMWR (1 9 8 4 ) ~ : 3 7 7) . 

In May 1983, workers at the Parvard School of Public Health, 
the CDC, and the J\'ational Institutes of Health reported 
serological, virological and epidemiological evidence of an 
associa·tion of a retrovirus (human T-cell leukaemia virus-I; 
H1LV-I). with AIDsCl). Certain animal retroviruses exhibit an 
affinity · for lymphocytes and have been shown to cause diseases 
such as feline leukaemia, bovine leukaemia, and equine 
infe~tiou~ . aDaemia, all of which share immunological and 
pathological characteristics with AIDS in man. HTLV-I had been 
previously identified as the cause of adult 1-cell leukaemia, a 
neoplastic disease common in southern Japan but rare in the e 
USA. It was believed that positive antibody finds with P.TLV-I 
reflected eras-reactions with the possible causative agent. 

At the same time workers at the Pasteur Institute, Paris, 
reported the isolation of a new retrovirus from cultured lymph 
n_odei . 1 ',lymphocytes of a homosexual man with lymphadenopathy, 
and therefore termed by them as lymphadenopathy-associated 
virus (LAV)(2). Specific antibodies to LAV were detected in 
,a.pproximately 70% of patients with persistent lymphadenopathy 
anq .. ·~0% . of AIDS . patients studied(3). A viral isolate, 
possibly related to LAV, was also isolated from two siblings 
with · haemophilia B, one of whom had an AIDS-like syndrome, 
i~d~cating transmission of the retrovirus by plasma 
pr dd u ct s ( 4 ) . Further report s ha v e de ta i 1 e d the vi r us ' s 
stric't tropism and cytoRathic effect on lymphocytes of the 
OKT-4(helper) subset (~), and its adaption to infect a 
lymphoblastoid cell line obtained by transformation with 
Ep~~ein-Barr virus of B lymphocytes derived from a healthy 
don,.or(6). 
Con'curre-ntly, researchers from the National Cancer Institute, 
Bethesda, documented multiple (44) isolations from lymphocytes 
o:( __ pa'tie_nts with AIDS and conditions thought to be related to 
AIDS of a retrovirus termed by them as human 1-lymphotrophic 
retrovirus 111 (HTLV JJJ)(7). The key to these findings was 
the isolation of specific permissive clones from a human 
neoplastic aneuploid T-cell line derived from an adult with 
lymphoid leukaemia, which facilitates virus isolation from 
patients and permits high level production of virusC8). 
Rates of antibodies to H1LV-JII in AIDS patients and population 
~~ups at high risk of AIDS were very similar to those reported 
by the French workersC9) . 

.Althol!gh direct comparative results have not been published, 
l+TLV-I~II and: - LAV are likely to be the same virus because: 

; . :.ihey have the same appearance by election microscopy . 

. They are both lymphotropic and cytopathic for OKT-4 cells . 

. Isolates from American AIDS patients (two from a blood 
donor-recipient pair and one from a homosexual male), when 
compared, were immunologically indistinguishable from 
LAVll 0). 
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Serological tests of a large number of specimens from 
patients with AIDS or related conditions show similar results 
when either of the prototype viruses is used as antigen . 

. Preliminary results suggest that LAV and H1LV-IIJ are at 
least highly related based on competitive radioimmunoassay of 
their core proteins. 

Trad i t ion a 11 y , f i n a 1 proof th a t a part i cu 1 a r agent cause s a 
disease usually involves the attestation of Koch's postulates . 
However, present evidence does fulfil much of the modern 
equivalent i.e. an indicator (virus, viral protein or viral 
nucleic acid) of a specific viral infection must be found in 
all, or nearly all, patients with AIDS or with signs or 
symptoms that frequently precede AIDS; antibody to the same 
virus must be shown to develop in constant temporal association 
with the development of AIDS; and transmission of the same 
virus to a previously uninfected experimental animal or to a 
human must be demonstrated with subsequent development of the 
disease e.g. in a blood donor-recipient pairCl0). 

Th re e b a s i c s e r o 1 o g i ca 1 pro c e du re s a re cu r re n t 1 y de s c r i bed f o r 
detection of antibody to HTLV-III/LAV; an enzyme-linked 
immunosorbent assay (ELISA) to whole disrupted virus 
(9, 11, 12); a radioimmun oprecipitation assay (RIPA) to the 
presumed major core protein (called p25) of LAvC13); and 
assay of antibody to major viral antigens by the Western blot 
technique(l4). Sera from several high-risk populations are 
being tested by these techniques by the National Cancer 
Institute, the Institut Past e ur, and enc, with the support of 
numerous collaborators to de t e rmine the fr e quency of exp o sure 
to F11V-1JI/LA\i and to correlate seropositivity with current 
infection, clinical signs and symptoms, and prognosis. 

Preliminary data suggest that serological evidence of exposure 
to H1LV-III/LAV may be common in certain populations at 
increased risk of AIDS. Antibody to H1LV-III was detected by 
ELISA in sera from six (35\) of 17 American homosexual men 
without symptoms of AIDsCllJ. Sera from eight (18%) of 44 
homosexual men without lymphadenopathy attending a venereal 
clinic in Paris had antibody detected by EIISA to LAV(9) . 
Antibody prevalence to LAV (RIPA) has increased from 1% (1/100) 
in 1978 to 25% (12/48) in 1980 and 65% (140/215) in 1984 among 
samples of sera from homosexual men attending a sexually 
transmitted diseases clinic in San Franscisco. Antibody 
prevalence among the above men tested in 1984 who had no 
symptoms or clinical signs of AIDS or related conditions was 
55% (69/126). In New York City, where the AIDS cases among 
intravenous (IV) drug users are concentrated, 87% (75/86) of 
recent heavy IV drug users without AIDS had antibody to LAV by 
FLISA, while over 58% (50/86) of the same group had antibody to 
LAV detected by RIPA. In contrast, fewer than 10% of 35 
methadone patients from New York City had antibody to LAV by 
RIPA. All of these latter patients had been in treatment at 
least three years with greatly reduced IV drug usage. Eighteen 
of 25 (72%) asymptomatic persons with haemophilia A in a 
home-care treatment program demonstrated antibody to LAV 
antigens utilising the Western blot technique. All had used 
factor VIII concentrates from 1980 to 1982. 

The high prevalence of antibody to H1LV-III/LAV among these 
groups demonstrate that exposure to the virus is much more 
common than AIDS itself among populations with increased 
incidences of the disease. If AIDS follows the pattern of many 
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other infectious diseases, host response to infection would be 
expected to range from subclinical to severe. 

Th e s e r o 1 o g i ca 1 t e s t s a re s u f f i c i en t 1 y sen s i t i v e and spec i f i c 
to be of value in estimating the frequency of infection with 
HTLV-III/LAV in certain populations, and for providing 
important information about the natural history of the disease 
in such groups. Less clear are the implications of a positive 
test result for an individual. For some, the result may be a 
false positive caused by infection with an antigenically 
related virus or nonspecific test factors. The determination 
of the frequency and cause of falsely positive tests is 
essential for proper interpretation of test results, but 
remains to be established, particularly in populations, such as 
blood donors who belong to no known AIDS risk groups, where the 
prevalence of true infection with HTLV-III/LAV is expected to 
be very low. 

A positive test for most individuals in populations at greater 
risk of acquiring AIDS will probably mean that the individual 
has been infected at some time with PTLV-JII/LAV. Whether the 
person is currently infected or immune is not known based on 
the serological test alone. H1LV-JII/LAV has been isolated in 
both the presence and absence of antibody, but the frequency of 
virus in antibody-positive persons is yet to be determined. 
For seropositive individuals with mild or no signs of disease, 
including those in whom the virus can be demonstrated, the 
prognosis remains uncertain since the incubation period for the 
life-threatening manifestations of AIDS may range from one year 
to more than four yearsC15). 
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ERRATUM, LIS1ERIOSIS SURVEILLANCE - VICTORIA 

In CDI (1984) 84/13, page 3, it 
"L. monocytogenes is a Gram-negative mobile 
have read a Gram-positive mobile rod. 

was stated that 
rod." This should 



9, CDI 84/15 

AUSTRALIA - COMtMUCABLE DISEASES INTELLIGENCE 

REPORTING PERIOD - ~,7 / !:Jf - Jf/7/ tit BULLETIN NUMBER 
VIRAL IDENTIFI ATIONS FROM CONTRIBUTING LABORATORIES 

iJJ-/15 

I I I I I I I I 
IICPMR I I PHH/ !FAIR- I !STATE !STATE I 

VIRUS OR VIRAL ANTIGEN ICNSWJ/I RAHC I POW !FIELD I RCH IMVS I LAB I LAB !Tot.al 
I WVH ICNSWJ ICNSWI I( VIC l I (VICI (SAi I CQLD l I (WAI I 
I( ACTl I I I I I I I 

0100 ADENOVIRUS NOT TYPED ............... 2 5 4 12 
0101 ADENOVIRUS TYPE 1 .................. 1 3 5 
0102 ADENOVIRUS TYPE 2 .................. 1 1 
0103 ADEtlOVIRUS TYPE 3 .................. 1 3 
0104 ADENOVIRUS TYPE 4 .................. 1 1 
0105 ADEtlOVIRUS TYPE 5 .................. 2 3 
0106 ADENOVIRUS TYPE 6 .................. 7 1 8 
0108 ADENOVIRUS TYPE 8 .................. 1 1 
0114 ADENOVIRUS TYPE 14 ................. 1 1 
0119 ADEtlOVIRUS TYPE 19 ................. 1 1 
0131 ADENOVIRUS TYPE 31 ............... .. 1 1 
0199 ADEtlOVIRUS TYPitlG PENDING .......... 1 3 4 
0201 INFLUENZA A VIRUS .................. 6 6 
0203 INFLUENZA B VIRUS ....... . .......... 2 1 1 4 - 0301 PARAitlFLUENZA VIRUS TYPE 1 ........ . 3 7 2 1 3 16 
0302 PARAINFLUENZA VIRUS TYPE 2 . ........ 1 10 9 7 1 28 
0303 PARAINFLUENZA VIRUS TYPE 3 ......... 3 3 7 1 15 
0399 PARA INFLUENZA VIRUS TYPING PENO ING. 1 1 
0400 RESPIRATORY SYNCYTIAL VIRUS (RS l ... 13 4 10 21 21 17 18 104 
0500 RHINOVIRUS ( ALL TYPES l . . ....... . ... 5 4 19 2 9 39 
0600 MYCOPLASMA PNEVMONIAE ......... ... .. 1 4 2 8 4 20 
0700 ORNITHOSIS-PSITTACOSIS ............. 2 2 4 
0800 COXSACKIEVIRUSES GROUP A - NOT 

TYPED ................................. 1 1 
0809 COXSACKIEVIRUS A9 .................. 3 3 
0816 COXSACKIEVIRUS Al6 ................. 1 1 
0902 COXSACKIEVIRUS 82 .................. 1 
0904 COXSACKIEVIRUS 84 ......... . ........ 2 2 
0905 COXSACKIEVIRUS 85 ........... .. ..... 3 3 
1005 ECHOVIRUS TYPE 5 ................... 2 2 
1006 ECHOVIRUS TYPE 6 .................. . 1 1 2 
1009 ECHOVIRUS TYPE 9 ................... 3 1 5 
1011 ECHOVIRUS TYPE 11 .................. 1 1 
1014 ECHOVIRUS TYPE 14 .................. 1 
1017 ECHOVIRUS TYPE 17 ................. . 1 1 
1021 ECHOVIRUS TYPE 21 .................. 1 1 
1022 ECHOVIRUS TYPE 22 .................. 1 1 2 
1024 ECHOVIRUS TYPE 24 .................. 1 1 
1025 ECHOVIRUS TYPE 25 .................. 1 1 - 1026 ECHOVIRUS TYPE 26 .................. 1 1 
1030 ECHOVIRUS TYPE 30 .................. 1 1 
1101 POLIOVIRUS TYPE I. ................. 2 2 1 5 
1102 POLIOVIRUS TYPE 2 .................. 4 4 
1104 POLIOVIRUS-VACCINAL STRAIN ....... . . 2 6 8 
1200 MUMPS VIRUS . ... .. .................. 2 9 2 13 
1300 HERPES VIRUS GROUP-NOT TYPED .. . .... 5 3 4 1 3 16 
1301 HERPES SIMPLEX VIRUS NOT-TYPED ..... 1 1 
1302 EPSTEIN-BARR VIRUS (EB VIRUS I ...... 2 5 7 
1303 VARICELLA-ZOSTER VIRUS ............. 1 1 2 
1306 HERPES SIMPLEX TYPE 1 .............. 57 18 23 11 109 
1307 HERPES SIMPLEX TYPE 2 .............. 84 20 45 19 168 
1399 HERPES VIRUS TYPING PENDING ........ 14 5 4 23 
1401 COXIELLA BURNETI ..................• 4 4 
1502 PICORNA VIRUS-NOT TYPED ............ 2 2 
1514 MOLLUSCUM CONTAGIOSUM .............. 1 1 
1521 MEASLES VIRUS .....................• 2 1 2 2 1 8 
1522 RUBELLA VIRUS ...................••• 3 1 4 
1532 HEPATITIS B ANTIGEN ................ 1 7 23 1 12 30 17 91 
1535 HEPATITIS A AtlTIBODY ......... .. ..•. 2 4 4 12· 2 24 
1541 CHLAMYDIA A - C TRACHOMATIS ........ 17 16 44 77 
1556 CMV - CYTOMEGALOVIRUS .............. 2 1 6 5 12 5 4 35 
1564 ROTAVIRUS . . .. ..... . ...............• 21 28 4 16 36 1 31 137 
1599 ENTEROVIRUS TYPING PENDING ....•.... 6 8 4 18 
9902 POXVIRUS GROUP NOT TYPED ........ 2 2 
9992 ROSS RIVER VIRUS ......... 7 6 13 
9994 SMALL VIRUS I LIKE I PARTICLE ....... 2 2 
9995 DENGUE 1 1 
9998 ARBO . GROUP B. ... 1 1 
Tota l ............ ..................... .. 10 44 83 257 104 184 194 208 1,084 
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AUSTRALIA - COtlMUNICABLE DISEASES INTELLIGENCE 

PERIOO: S 111f'f to /!1 71<fJf .... 
Viral Identifications by Clinical Information Table 1. 
Code 00,99 -No ill or data; 01,02,11,12 -Respiratory; E3 -Enceph­
alitis; M3 -Meningitis; 04 -Paralysis; 05,13 -CNS other unspec.; 
07,49 -GI; 17,47 -Hepatic; 19 -CVS; 89 -Urinary; 06 -Skin/mucous. 

I I I I I I I 
INo-illlRespirlEncephlMeninglPara- I CNS I Hepa 

VIRUS OR VIRAL ANTIGEN I or lo1tory lalitisl-itis llysis !other I GI -tic 
I data I I I I lunspecl 

0100 ADHIOVIRUS NOT TYPED . ......... 3 1 
0101 ADENOVIRUS TYPE 1 ............. 4 1 
0104 ADEHOVIRUS TYPE 4 .. . .......... 1 1 
0105 ADENOVIRUS TYPE 5 ............. 2 l 
0106 AD ENOVIRUS TYPE 6 ............. l 3 1 
0114 ADENOVIRUS TYPE 14 ............ 
0131 ADENOVIRUS TYPE 31 ............ 1 
0201 INFLUENZA A VIRUS ............. 1 4 
0203 INFLUENZA B VIRUS ............. 1 2 
0301 PARAINFLUENZA VIRUS TYPE I. ... 16 
0302 PARAINFLUENZA VIRUS TYPE 2 .... 26 
0303 PARAINFLUENZA VIRUS TYPE 3 .... 13 1 
0400 RESPIRATORY SYNCYTIAL VIRUS 

IRS) ... . ......................... 99 
0500 RH I NOVIRUS (ALL TYPES) ........ 39 
0600 MYCOPLASMA PNEUMONIAE ......... 2 15 1 
0700 ORNITHOSIS-PSITTACOSIS ........ 1 3 
0809 COXSACKIEVIRUS A9 ............. 3 
0816 COXSACKIEVIRUS Al6 ............ 
0904 COXSACKIEVIRUS B4 ............. 
0905 COXSACKIEVIRUS BS ............. 1 2 
1005 ECHOVIRUS TYPE 5 .............. l 
1006 ECHOVIRUS TYPE 6 .............. l 
1009 ECHOVIRUS TYPE 9 .............. 2 2 
1014 ECHOVIRUS TYPE 14 ............. 1 
1017 ECHOVIRUS TYPE 17 ............. 1 
1021 ECHOVIRUS TYPE 21 ....... . ..... 1 
1022 ECHOVIRUS TYPE 22 ............. 1 
1024 ECHOVIRUS TYPE 24 ... .. ........ 1 
1026 ECHOVIRUS TYPE 26 ............. 1 
1030 ECHOVIRUS TYPE 30 ............. 1 
1101 POLIOVIRUS TYPE 1 ............. 3 2 
1102 POLIOVIRUS TYPE 2 ............. 1 
1104 POLIOVIRUS-VACCINAL STRAIN .... 2 3 
1200 MUMPS VIRUS ................... 2 5 
1301 HERPES SIMPLEX VIRUS NOT-TYPED 
1302 EPSTEIN-BARR VIRUS (EB VIRUS). 
1303 VARICELLA-ZOSTER VIRUS ........ 
1306 HERPES SIMPLEX TYPE 1 ......... 5 6 1 1 1 
1307 HERPES SIMPLEX TYPE 2 ....... . . 4 
1514 MOLLUSCUM CONTAGIOSI.Jl1 ......... l 
1521 MEASLES VIRUS ................. 2 2 1 
1522 RUBELLA VIRUS ................. 2 
1532 HEPATITIS B ANTIGEN ........... 24 50 
1535 HEPATITIS A ANTIBODY .......... 2 22 
1556 CMV - CYTOMEGALOVIRUS ......... 5 12 1 2 
1564 ROTAVIRUS ..................... 1 136 
9992 ROSS RIVER VIRUS .. . ........... 4 
9994 SMALL VIRUS (LIKE) PARTICLE ... 2 
Total . ... .......................... 57 261 4 13 4 158 75 
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Viral Identifications by Clinical Information Table 2. 
Code 10 -Eye; 59 -Genital; 39 - Endo/sal gland ; 
38 - RES; 29 -Muscle/joint; 69 -Congenital; P8 -PUO; 
68 -Fever/malaise; 09 -Other; Al -SIDS 

I 
Gen- I Endo/ !Muscle! Con-

I 
I 

VIRUS OR VIRAL ANTIGEN Eye ital I sal RES l/jointlgenit-1 
lghnd I I al I 

0102 ADENOVIRUS TYPE 2 ..... .. ... . .. 
0103 ADEHOVIRUS TYPE 3 . ............ 3 
0106 ADENOVIRUS TYPE 6 ...... . ...... 
0108 ADENOVIRUS TYPE 8 ...... . . . .... 
0119 ADENOVIRUS TYPE 19 .... . .... . .. 
0201 INFLUENZA A VIRUS .... .. .. . .... 
0302 PARAINFLUENZA VIRUS TYPE 2 .... 
0303 PARAINFLUENZA VIRUS TYPE 3 .... 
0400 RESPIRATORY SYNCYTIAL VIRUS 

(RS) ........... . ..... . .... .. .. . .. 

I 0500 RHINOVIRUS <ALL TYPES) .. ...... 
0600 MYCOPLASMA PNEUHONIAE ..... . ... 
0902 COXSACKIEVIRUS 62 . .. ........ .. 
0904 COXSACKIEVIRUS 64 ... .... ... .. . 
1005 ECHOVIRUS TYPE 5 . .. . . .. .. .. . . . 
1006 ECHOVIRUS TYPE 6 . .. . .. .. . . .... 
1009 ECHOVIRUS TYPE 9 . . . . . . .. ...... 
1011 ECHOVIRUS TYPE 11 ..... ... .. ... 
1022 ECHOVIRUS TYPE 22 ...... . . . .. . . 
1025 ECHOVIRUS TYPE 25 . . .... . . . .. . . 1 
1102 POLIOVIRUS TYPE 2 .. ... .... . ... 
1104 POLIOVIRUS-VACCINAL STRAIN ... . 
1200 MUl1PS VIRUS ..... . .. . ... . ...... 6 
1302 EPSTEHl-BARR VIRUS ( EB VIRUS). 5 2 
1306 HERPES SIMPLEX TYPE 1. . . . ..... 4 35 1 
1307 HERPES SIMPLEX TYPE 2 ...... . .. 133 
1401 COXIELLA BURNET! ... .... ....... 3 
1521 MEASLES VIRUS ... .... ... .. ... . . l 
1522 RUBELLA VIRUS . .. .. ... . .. ...... 
1532 HEPATITIS B ANTIGEN . . . . ....... 
1541 CHLAMYDIA A - C.TRACHOMATIS ... 75 1 
1556 CMV - CYTOMEGALOVIRUS .... . .... 1 2 
9992 ROSS RIVER VIRUS ........ .... .. 9 
9995 DENGUE .... .. .............. . ... 
9998 ARBO. GROUP B . . .. . . . . . . . .. .. . 1 

- Total ....... • .. .. .. . • . .•..... .• ..• • 9 247 13 4 15 6 
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