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Virus reporting scheme - 690 new reports. Patterns indicated by reports 
include: 

Ross River virus - 61 reports compared with 30, 18, 14 and 6 fqr the 
previous four reporting periods. Of the total, 54 were from Queensland, 
all but one being local. Three reports from Western Australia 
comprised two cases from Wyndham and one from Darwin (Northern 
Territory). 

Echovirus infections - the number of reports of type 11 continues to 
decrease (9 reports compared with 18 in period 6 and 22 in period 5). 
However there were 10 reports of echovirus type 22, eight of which 
were from Victoria (compared with an average of two for each of the 
last three reporting periods), five reports of echovirus type 25, all 
from Queensland, and seven of type 30, all from Victoria. 

Other reports of interest: 

The Royal Alexandra Hospital for Children in Sydney reports the 
identification, by Fairfield Hospital, Melbourne, of an enterovirus, 
candidate strain "acosta", from the faeces of an eight month old boy 
with ataxia. The sample was collected in January 1979. This is the 
second known identification of the acosta strain in Australia. The 
first, also identified by Fairfield Hospital, was from the faeces of a 
three month old Melbourne girl in June 1979. 

Rises in titres to both varicella zoster (1/16-1/256) and herpes 
simplex(~ 1/8-1/128) were obtained from blood samples from a 25 year 
old male in Canberra suffering from persistent headache, loss of 
balance, dysarthria and signs consistent with cerebellar dysfunction. 
He had no skin lesions, but the illness required hospitalisation for 
four days. He had had a similar episode approximately six months 
previously in Asia. 

Since cross reactions occur between herpes simplex and varicella 
zoster in complement fixation tests, a diagnosis was made of 
cerebellitis, presumably due to varicella zoster (i.e. shingles). 

Rhinovirus - Fiftee n of the 18 reports were from Victoria - one f rom 
the myocardium and nasopharynx of a "cot death" and anothe r from t11'e 
nasopharynx of an e i ght year old boy with per i carditis. 

The Bul letin is compiled and distributed by the Environmental Health Branch, Department of Health, 
P.O. Box 100, Woden, A.C.T. 2606, Australia, and is available on request. 
Contributions are solicited, and do not preclude later publication elsewhere. 

Material appearing in the Bulletin may be quoted provided suitable acknowledgment is made. 
Figures given may be subject to revision. 
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MUMPS VACCINE 

(Base d on recommendation of the United States "Immunization Practices 
Advisory Committee" (ACIP) - Source: MMWR February 29, 1980) 

Introduction 

Mumps is primarily a dis ease of young, school-age children; only about 
15% of reported cases occur in adolescents and adults. It is generally 
self-limite <l, but it may be moderately debilitating. Benign meningeal 
signs appear in up to 15% of cases , but permanent sequelae are rare. 
Nerve deafness is one of the most serious of the rare complications 
involving the central nervous sys tem (CNS). 

0rchitis (usually unilateral) has been reported as a complication in up 
to 20% of clinical mumps cases in postpubertal males, although sterility 
is very rare. Symptomatic involvement of other glands and organs has 
been observed less frequently. 

There are limited experimental, clinical, and epidemiologic data that e 
pancreatic damage may result from injury caused by direct viral invasion . 
However, further research is indicated to determine whether mumps infec­
tion contributes to the pathogenesis of diabetes mellitus. 

Naturally acquired mumps infection, including the estimated 30% of cases 
that are subclinical, confers durable immunity. 

Mumps virus vaccine 

Live mumps virus vaccine is prepared in chick-embryo cell culture. 
Since it was introduced in December 1967, more than 40 million doses have 
been distributed in the United States. The vaccine _produces a sub­
clinical non-communicable infection with very few side effects. 

Paroti tis after vaccination has been reported rarely. Allergic reac­
tions, including rash, pruritus, and purpura, have been associated 
temporarily with mumps vaccination but are uncommon and usually mild an~ 
of brief duration. Very rarely, effects of CNS involvement, such as W 
febrile seizures, unilateral nerve deafness, and encephalitis within 
30 days of mumps vaccination, are reported. No deaths have been reported 
among patients with such complications, and almost all have recovered 
complete ly. It should be emphasize d that reports of nervous system ill­
ness fo llowing mumps vaccination do not necessarily connote an etiologic 
relationship between the illness and the vaccine. The frequency of CNS 
dysfunc tion following mumps vaccinat ion is lower than the observed back­
ground incidence of CNS dysfunction in the normal population. 

More than 90% of persons susceptible to mumps develop measurable 
antibody which, although of considerably lower titre than that following 
natural infection, is protective and long-lasting. The duration of 
vaccine- i nd)Jce d immunity is unknown, but observations over 12 years of 
vaccine use indicate both continuing protection against infection and 
the pres ence of antibody. 

Vaccine usa~ 

(See also "General Recommendations on Immunization" reproduced in 
CDI 80/5 - Ed .. ) 
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General recommendations - Susceptible children, adolescents, and adults 
may be vaccinated against mumps, unless they have documentation of (1) 
physician-diagnosed mumps or laboratory evidence of immunity, or (2) 
adequate immunization with live mumps virus vaccine when 12 or more 
months of age. Persons born before 1957 are likely to have been 
infected naturally and generally may be considered immune. 

Since there is no evide~ce that persons who have previously either 
received the vaccine or had mumps are at enhanced risk from receiving 
live mumps vaccine, testing for susceptibility before vaccination is 
unnecessary. Furthermore, such testing is usually either unreliable 
(mumps skin test) or non-specific (complement fixation antibody test). 
Those tests which are reliable (neutralization, ELISA, and radial 
hemolysis antibody tests) are not readily available. 

Dosage: A single dose of vaccine in the volume specified by the manu­
facturer should be administered subcutaneously. 

Age: Live mumps virus vaccine is recommended for all children at any 
age after 12 months. It should not be administered to younger infants 
because persisting maternal antibody may interfere with seroconversion . 
The vaccine may be administered either by itself or in combination with 
measles and/or rubella vaccines. (See editorial comment below - Ed.) 
The combined vaccine is preferred for routine use in young children 
because of convenience and economy. When given in a combined vaccine 
that includes measles antigen, it should be administered when a child is 
about 15 months of age to achieve the maximum rate of measles serocon­
version. Mumps vaccine can be of particular value for children approach­
ing puberty and for adolescents and adults, especially males, who have 
not had mumps. 

Use of vaccine following e xposure - When given 
live mumps vaccine may n ot provide protection. 
did not result in infection, the vaccine should 
subsequent infection. 

after exposure to mumps, 
However, if the exposure 
induce protection against 

Neither mumps immune globulin nor immune serum globulin (ISG) has been of 
established value in postexposure prophylaxis, and n e ither is 
recommended. 

Precautions and contraindications 

Pregnancy - Although mumps virus is capable of infecting the placenta 
and foetus, there is no good evidence that it causes congenital 
malformation in humans. Mumps vaccine virus also has been shown to 
infect the placenta, but the virus has not been isolated from the foetal 
tissues from susceptible women who were vacc i nated and underwent elective 
abortions. However, because of the theoretical risk of foetal damage, i t 
is prudent to avoid vaccinating pregnant women. 

Allergies - Live mumps vaccine is produced in chick-embryo cell culture . 
It has not been reported to be associated with allergic reactions, and 
there is no evidence to indicate it should not be given to persons with 
allergies to eggs, chickens, and feathers. Some vaccines contain trace 
amounts of antibiotics to which patients may be allergic. Those 
administering vaccines should r e view the label information care fully 
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before deciding whether patients with known allergies to such anti­
biotics can be vaccinated safely. Live mumps virus vaccine does not 
contain penicillin. 

Recent administration of immune serum globulin - Passively acquired 
antibody can interfere with the response to live, attenuated virus 
vaccines. Therefore, administration of mumps vaccine should be 
deferred until approximately 3 months after passive immunization. 

Immune deficiency conditions - Live mumps virus vaccine should not be 
given to persons with severe febrile illness; those with congenital 
immunodeficiency; those with leu~aemia, lymphoma, or generalized 
malignancy; or those receiving immunosuppressive therapy. 

Other - There is no proven association between mumps vaccination and 
pancreatic damage or subsequent development of diabetes mellitus. 

Editorial comment 

There is currently no nationwide mumps immunisation campaign in -
Australia, although mumps virus vaccine is available through normal 
pharmaceutical outlets. The combined mumps/measles and mumps/measles/ 
rubella (MMR) vaccines are not available, and it is unlikely that the 
MMR vaccine will be licenced for use in Australia due to the policy of 
administering rubella vaccine only to females aged 10 years or over. 

ACUTE HEPATITIS BIN LABORATORY STAFF: 1972-79 

(Based on the U.K. "Communicable Disease Report" (CDR 79/48.) 

Whilst there was an increase in the total number of acute hepatitis B 
cases reported to CDR in the U.K. during the period 1972-79 there was 
a decrease in the number reported from laboratory staff. 

The increase in the total number of cases in the first six years 
probably reflects physicians' growing awareness of the possibility of 
type B virus as a cause of sporadic hepatitis, the availability of A 
diagnostic laboratory tests together with an increase in sensitivity• f 
routine test methods. In contrast, type B infection has always been 
recognised as a possible cause of hepatitis in laboratory staff and so 
the opposite trend in the number of infections in this group probably 
represents a real decline in incidence though the numbers are small. 

Since September 1973 specific anti-hepatitis B t mmunoglobulin (anti-HBI 
has been generally available for prophylaxis after accidental inocul­
ation or contamination with material containing hepatitis B surface 
antigen. Nevertheless, of the 20 laboratory workers with acute 
hepatitis B who must have acquired their infections after anti-HBIG 
became available, only three had reported laboratory accidents and 
received anti-HBIG. Of the three, subtype studies showed that in one 
case the acute hepatitis could not have resulted from the reported 
accident: only two were apparent failures of prophylaxis. During the 
period many laboratory workers who received anti-HBIG after reported 
accidents did not develop hepatitis. 
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LABORATORY-ASSOCIATED TYPHOID FEVER 

(Based on 'MMWR 79(44), 521-522 and 79(50):593-594.) 

Twenty-five cases of laboratory-associated typhoid fever have been re ­
ported to the Center for Disease Control, Atlanta(CDC) since Jan. 1977 . 
Nine of these 25 cases were in students conducting laboratory exercises 
in medical technology or microbiology courses; two cases were in 
technologists working with cultures isolated from clinical specimens; 
the remainder were associated with strains provided through pro­
ficiency exercises. While these 25 cases constitute only 2% of all 
reported typhoid cases in the United States since January 1977, they 
represent 10% of the reported domestically acquired cases that were not 
associated with outbreaks or carriers. 

The editorial commented that while laboratory- associated typhoid fever 
was well - recognized 30 years ago, recently there has been little 
mention of this problem . Laboratory-associated typhoid fever serves as 
a marke r for other, less well-described, laboratory-acquired enteric 
infections, and suggests that such infections may not be uncommon. 
Laborato r y infections with salmonellae and other Class 2 pathogens are 
most c ommonly associated with ingestion or accidental self- inoculation 
of the infectious agent. Less frequently, infections in laboratory 
pers onnel may result from exposure to aerosols generated by such 
activities as grinding, loop-flaming, centrifuging, and blending, and 
from aerosols resulting from forceful pipetting or spills. 

Most of these 25 laboratory-acquired infections of typhoid fever pre­
sumably resulted from poor safety practices, and thus could have been 
avoided by adherence to proper microbiological technique, personal 
hygiene , and good safety practices. Mouth pipetting should not be 
permitted under any circumstances. Eating, drinking, and smoking must 
be proh ibited in the laboratory. Hands should be washed after handling 
p o tentially infectious materials, and work surfaces should be 
decontaminated with an acceptable germicide after completion of bench 
activities and immediately after spills. All laboratory wastes should 
be decontaminated by experienc·ed personnel, and accidents or exposures 
should be reported immediately to supervisors for appropriate medical 
appraisal and surveillance. Non-laboratory workers should not be 
present in a microbiology laboratory. 

The editorial noted that potential pathogens have been included in 
proficiency exercises and proficiency-testing programs on the grounds 
that trained microbiologists charged with the responsibility for 
isolation and identification of pathogenic agents should be tested on 
their ability to do so. The need for inclusion of such agents in a 
general microbiology course is less clear. When possible, microorgan­
isms for testing and teaching purposes should have low virulence for 
humans. Bacteria with multiple or unusual antibiotic-resistance 
patterns should be avoided unless this characteristic is an essential 
part of the learning exerci se. An atypical antibiotic resistant strain 
may complicate treatment in the event of an accidental infection and 
may potentiate transmission. 

The Bacteriology Division in the Bureau of Laboratories at CDC is 
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currently evaluating 3 strains of Salmonella typhi reported to have 
reduced virulence. Such strains must be otherwise typical if they are 
to be used for teaching purposes. Several potentially useful non­
toxigenic strains of Vibro cholerae will be similarly evaluated. The 
results of these evaluations and the procedure for distributing suit­
able teaching strains will be reported, when available. Such strains 
should decrease the likelihood of laboratory-acquired infections or 
decrease the severity of cisease, but they cannot be used as a 
substitute for laboratory safety. Adherence to adequate safety 
practices is just as essential with strains of diminished virulence as 
with a fully viruient strain. 

CHLORAMPHENICOL-RESISTANT SALMONELLA TYPHI VI-PHAGE TYPE E1 

(From WER of 14 March 1980.) 

Salmonella typhi Vi-phage type E1 was isolated in Australia in October 
1978 from the blood and faeces of two related patients. The patienta 
developed typhoid whilst holidaying abroad and S. typhi was isolate~ n 1 
their return to Australia. The strains from the blood of each patient i 
were sensitive to antibacterial drugs whereas the strains from faeces , 
were resistant to ampicillin, chloramphenicol, streptomycin, 
sulphonamides and tetracyclines (R-type ACSSuT). It was stated that 
the patients had not received antibiotic therapy prior to the iso-
lation of the strains from both blood and faeces and responded rapidly 
to treated with ampicillin and chloramphenicol, administered intra­
venously. (CDI 78/23) 

Sensitive and resistant strains were referred to the WHO Collaborating 
Centre for Phage Typing and Drug Resistance of Enterobacteria, where it 
was shown that the resistances were plasmid-encoded and were carried 
on a single autotransferring plasmid of compatibility group N. An 
unusual feature of these cases was the concomitant isolation of 
sensitive strains from the blood and resistant strains from the fae ­
of the two patients. The most likely explanation is that the patien~ 
were infected with a drug-sensitive strain of S. typhi which spread 
systemically, with the development of enteric fever. The drug 
resistance plasmid was acquired subsequently in the bowel, which 
demonstrates the ability of the typhoid bacillus to acquire resistance 
plasmids in vivo in the absence of antibiotic selective pressure. 

Outbreaks of chloramphenicol-resistant S. typhi have occurred in 
Mexico, South-East Asia and India. In all cases chloramphenicol 
resistance was encoded by plasmids of compatibility group H1, and it 

would appear that whenever chloramphenicol-resistant strains of 
S. typhi spread epidemically, the R factor involved is of group H1 . 

This is the first example of the occurrence in S. typhi of a group N 
plasmid coding for chloramphenicol resistance. 

There is no evidence to suggest that the chloramphenicol-resistant 
strains isolated in Australia have spread, and in the two cases 
described here the presence of a group N resistance plasmid in the 
strains isolated from the faeces did not impair the response of the 
patients to intravenous antibiotic therapy. 
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ADE80VIRUS t YPE 7.~•••••••••••I 
ADENOVIliUS TIPE 1~••••••••••••1 
ADEHUVIBUS TYPE 31 ...••••....• f 
INFLUENZA A iIROS ............. 1 
INFLUENZA B VIROS ............. t 
PARAINPLUE~ZA VIRUS TYPE l •••• & 
flARAINFl..Uf:NZA VIRUS TYPE 2 .... I 
PARAINPLOENZA Yik S TYPE 3 .... t 
BESPIIi ATutU SINCITIAL VIROS 

) ·············-·····-···-····-Rli ltiOVI liOS (A.LL TYPES) ....... . 
~YCUPLA ~aA t'NEOM OHIAE .•....... 
URNITHOSIS-~SITTACOSIS •••••••• 
CuXSACKIEVIHOSES GRUOP A - NOT 

dat:a I I I I unspec I 
I A I I I 
I I I l I 

21 1~ l I I l I 
t I I I l 
I 1 l I I I 

11 I I l I 
t I I f l 
I l l l & 

I I l I 
4 I I I t 
2 I l I I 
1 I 2 I I I 

l 1 I l I 
I 1 I I 
I 9 I l 
l 7 I I 
I t I 
I 4 1 I l I 
I S I I 
I 6 l l 
I 8 l I 
I I I 

I I 
I Bepa I 
t -ti.c l 
l l 
I t 
I l 

q l I 
21 I 
6 I I 
11 I 
l I I 
21 I 
11 I 

I I 
l I 
I l 
I I 
I I 
I I 
I I 
l l 
I I 
I I 
I I 
I I 
I l 

T YPED •••~•••••••••••••••••••••••• I t l 

I 
I 
I 
I 

l I 
08 16 
0 903 

904 
1009 
10)1 
iO L2 
1023 

CvXSACKl.E VIRO S 
COXSACKIE VI RUS 
CvXSACKlEVIHOS 
EClWV .L RUS 'l' lPE 
BCH 0Vl RUS TYPE 
ECHU'll.RUS '..L'XPE 
f;CHuVIRUS TYPE 

A 16 • ••••••••••• 
B3 ••••••••••••• 
0 4 •..•••••••.•. 

~--············ 11 •••••••.••••• 
22 ...•••.....•. 
23 •••••.••••••• I 

I t I 
I 1 l l 
I I t 2 I 
I 21 I I 

21 t l 4 l 
·1 I I I I 

I l l I 

11 
I 
I 

' I 
I 

I I 
I I 

1 I I 
l I 

1 I I 
~ I I 
1 I I 

CVS 
' l Orin 
I -ary 
l 
t 
I 
l 
l 
l 
l 
l 
l 
l 
I 
I 
& 
I 

' I 
I 
t 
I 
I 
I 
I 
I 
I 

' I 
ll 

I 
l 
I 
l 

l 
l!>kin/ 
I aucs 
l aeaJ:> 
I 
I 
' 3 I 

' I 

' I 
I 
I 

' I 
' I 
I 
I 
I 
I 
I 
I 
I 
t 
I 1 
l l 
I 

' I 
I 
I 
I 
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A0STBALIA - COBBUHICABLE DISEASES IIDLJ.IGE■CB @ 
PDIOD : :Jo/ 3 / 80 to ~/ 't / 80 ---- ao/7 
Yiral Identifications by Clinica1 Inf:oraation Tab1e 1. 
Code 00,99 -■o ill or data; 01,02,11,12 -llespiratorJ; K3 -EncepJa­
alitis; B3 -aeniagitis; o• -Para1ysis; 05,13 -c•s other uaspec.; 

07,49 -GI; 17,•7 -Hepatic; 19 -cYS; 89 -Urinaq; 06 -Ski.n/aucous.-CO■TI■DBO 

I I I I I 

VT US ult 11.l.RA L ANTI.b t:N 
JNo-illlRespirtEncephlMeninytPara­
t or la tor:y l c1li tis I -.1.t..i.s I l.ysis 
I data I I I I 

10?~ __ ECH_uVIHOS TYPE 25 ••••••••••••• I 
10.26 ECHur .Lit US '.r i'.t'E 26 .............. I 
1030 ECHOVIRUS TYPE 30 ............... J 
1101 POLIOVIrtOS ~YPE 1 ••••••••••••. t 
1102 PULi0VlROS TYPE 2 ............. j 
1104 f>Ul.luVl RUS-VACCl.tUL S'l'RAIN •••• t 
1zoo ~oa~s vrRos ..................... 1 
1301 HERPES SIMPLEX YIHUS-~UT TYPED I 
·130 2 E.PSTEl.N-BAR H VI.R US (Ed V lHu S) • I 
1303 VAHlCELLA-ivSTER VIRUS •.•..... , 
1306 HEn.PES SI~f' LEX rY-.l?E 1 .......... l 
1307 HER.i:'ES SIHPLEX T!PE 2 ••••....• f 
1401 CuX1ELLA oUHNRT~••••••••••••••l 
1521 MEA!iLES VlRUS ...•............. f 
1~2~ adBELLA ~Lfi~S•••••••••••••••••I 
1530 H~PATITlS A VIROS ................ J 
1532 HE~ATITIS b A~TIGEN •••..•..... t 
l~JS hP.PATlTlS A A~TIBODI .•......•. j 
1541 CHLAIHlJlA. A - TRIC TYl:'E ....... I 
1556 C!lV - c~1·ut1.tGALOV.rnus ••••••••• I 
1~64 RvTAVlRUS •••• ~••••••••••••••••I 
OOSS ftlVER VLR0S 
1'ota1 •.•••.•.•.•••.••.•.•..•••••••• 1 

I 
tq 
2 I 

I 
I 
I 
I 
I 

20 I 
I 

2 I 
21 

I 
91 

I 
I 
I 

.26 I 
l 

31t 
tq 
21 
41 

129 I 

I 
l I 

l 
l I 
11 

I 
I 
I 

3 l 
11 

I 
2 1 

I 
il l 

I 
I 
t 
t 
I 
I 

31 
I 
I 

78 I 

I 
l 
I 
l 
I 
l 
I 
I 

3 l 
l 
I 
t 
I 
I 

il 
I 
l 
I 
I 
I 
I 
I 
I 

6 ' 

I 
l 
I ~, I 

L 
l 

l 

I 
l 

I 
I 

181 

I I 
I CNS l 
tother I 
tunspect 

I 
a 
l 
I 
I 
I 
I 
l 
l 
I 
I 
I 
I 
I 
I 
l 
l 
I 
I 
l 
I 
I 
I 
I 

I 
I 
I 
l 
I 
I 
I 
I 
I 
I 
I 
I 
l 
I 

1 I 
I 
l 
I 
j 

I 
l I 

l 
I 

41 

G.I 

I t 
l Hepa I 

I I 
l Ur.1.D. tSJtill/ 
l -ar1 l ■ucs 

I I mem.b 
I -tic l CYS 

t ' 

I 
ll 

l 
I 
I 

ll 
11 

I 
r 
I 
I 
I 
I 
I 
t 
1 
I 

21 
I 
l 
l 

t l l 
I l I 
I I l 
I l I 
I l i 
I I I 
l I I 
l I I 
l I ll 30 
I I I 
I I t 5 
I l l 17 
I t I 1 
I I I 
I I I 
l I I 3 

21 l I 
4lt • I a 
16 l I I 

I I l 
I t 3 I 

121 
t 

39l 

1 I t I 
I I l is 

601 ll St 86 
__________ __,__ __ ___.1----------J.----'-----~-----..._ _______ .. 1 ___ .... 1 ___ -'-J --
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AUSTRALIA - COftBUIIC.&BLE DISDSBS IITELJ.IGUCE 

PBllOD : -;.,o / ~/ 80 to l / lf / go -- • 80 / 1 
Yira1 Ideat.ifications .by Cli.ni.ca1 In.foraat.ion Table 2. 
Code 10 -B,re; !>9 ~enitaJ.; 39 -Endo/sa1 gland; 
38 -us; 29 -llusc1e/joi.Dt:; 69 -Congenital.; P8 - ·PUO; 
G8 -Pewer/aalaise: 09 -Other; Al -s:ros ... 

VIRUS OH VIRAL ANTIGEN 

I 
I 
I EJe 
I 

0100 ADENOVIROS NOT TIPED ...•...... f 
~tb2 ADENoVIBUS TYPE 2 ............. f 
0103 AOENOViaus TYPE 3 ..•......••..• 
~~0~ ADENUVIRUS TYPE ~-••••••••••••I 
0 107 ADENOV I.i.iUS TYPE 7 •......••••.. I 
011G ADEMOVlROS TYPE 10 .•.....••.•• 1 
011~ ADENOVIRUS TYPE 15 ............ f 
0119 AD:r:NOVIH.US TYPE 19 ••..•••••••. I 
0203 LNFLUEUZA li VIRUS ............. , 
0700 ·0 RhITHUSIS-PSITTACus1s ........• 
0~03 ·coxsAc~iEVl us B3 ............. 1 
-1009 .ECHUVI US TYPE 9 •••••••••••••• I 
1011 ECHOVLROS TIPE ll ........•.... j 

·=ao2z ECHOVIItOS TYPE 22 ••••••••••••• I 
10 23 ECH UVI.RO s_ '.rYPE 23 ••••••••••••• I 
1101 PCJLluVIRUS TYPE 1 ............. 1 
1102 ~OLIOVIROS TYPE 2 •••••••••••••1 
1L00 MUMPS VlRUS ..........•........ j 
1301 tlEBPES SIMPLEX VIBOS-NOT TYPEDt 
1302 EPSTEIN -HARR VIRUS (EB VIRUS) •l 
1306 HERP:1!:S Sil'!PLEX TYPE l ......•.. I 
·1307 EiiPES Sil!PLEX TY'PE 2 ••••••••• I 
1401 CUXlELLA BUR~ET~••••••••••••••I 
1~21 ~EASLES VlRO~ ................. f 
1522 hU&ELLA VIROS ........•........ 1 
1~41 CHLA!!YuIA A - TRlC TYPE ••••••• &. 
1!:>56 CMV- - Cl1'0l'JEGALUVIR US ••••••••• l 
RUSS kIVEB VIHOS .... f 
DENGUE (TYP E 3) .•.. I 
Total .............................. f 

I 
I Gen­
I ital. 
I 

l I 
lEndo/ I 
I saJ. I RES 
lgland I 

I 
1nusclel Con- l 
I/Joint &genit-& 
I I al I 

I 
I 
I 

1 I 
I 

11 
1 I 
l 
1 

1 

2 

t I l l 
l · 1 11 l I 
I I I l 
l ·1 I I I 
I I I I 
I I I I 
I I I I 
I I I I 
I I t l 
I I l I I 
I I I I 
l l I I 
I I I I I 
I I I I I 
I l I I i 
l I I I l 
I I I I I 
t l I I l 
I 91 I I I 

141 I I I I 
I 1 I l I I 

12 I I t I I 
ii6t I I I I 

I I l t I 
I I I I I 
I I I 2 I I 

151 I I I I 
11 11 I I 11 

I I l ~-, I I 
I I I lt I 

l2ul 131 11 611 lt 
. _ ___________________________ _l_ _ ___, ___ ___, ___ L__ I 

tFeve.a:: 
l/1110..l­
l aise 

I 
11 

I 
I 
I 
I 
I 
I 
l 
I 

31 
l I 

I 
ll 

l 
11 

I 
I 

l I 
I 

LI 
l 
I 

I I 
I i 
&other I 
I l 

l I 
1 I 1 t 
ll I 

I I 
l I I 

I a 
I I 
I I 
I I 
I l l 

ll I 
I I 

21 I 
2 I I 

l 1 I 
l l 
I 1 I 
I l 
l 2 I 

21 I 
I I 
I I 
I t 

7 l 131 I 
I 
I 
I 

l I l 
I I 
I l 

3 I 1 I 
l I 
l I 

211 1 I 

SIDS 

l 
1 

2 

21 
I 
I 

191 
I . 1 ___ .. i,__ __ 
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Di sease 

Amoebi as is 

/inky 1 cstor.1 i as is: 
--Ar:lhrax 

Arbovi rus infe~t ion 

Bruce llas is 

Carnpylobacter infection~ 

Chancroid 

Cho lera 

r ngsn ital ruiie 11 a syndrome-

1phther ia 

Oonovanos is 

Giard i a5'i s 

Senital herµes 

Gonococcal ophthal rn ia neo~atorum 

Gonorrhoea 

Hepat i ti s A (i nfecti ous) 

Hepatitis g (serur.1 ) 

Hepatiti s - unspeci fied 

Hydati d disease 

Lassa Fever 

L(;gior.naires disease: 

- rosy 

Lep·tospi ros is 

Lymphogranulo r,;a vene rerurn 

, Ma lar ia 

thrburg Di se13e 

i!l en ingococcal infections 

Non-specif ic urethritis 

Orn i thosi s 

Pertussis (11hooping cough) 

Plague 

Pol iornyel it is 

a. fever 

Rabi es 

_[OTIFIABLE O 1·.:~i\SEs_ REPCPTED I'; ~·'!5If:IJJ! 

J.~:ic 4 Weekly Period for.19.f~Q .. 

29 12 79 to 25.1.so inclusive • • 

ILS.\11. VIC QLD S. A. W. A. TAS. tU. 

"' ~" // 

~ 

I II --

s JI. 

3o..i J.I~ ,..,, '11 • 4,q I lo ,4-

~'+ .31 ,~ 13 ,., 4, J-
15 ,~ I.. '" I I 

lo -
I 

. - . 

J, l, 

I 
1 5 lJ. J.. .a. 

' 

'7 

t 

! I 
J. 35 .t 

l A. C. T. Total 
CUl11~LA T ! VE 

I TOHL TC: DA TE 

\ I FOR YEAR 
- I 

3 7 I 
I 

77 
-
"-

I J, 

--
-
-
- ·-
9 
--- ---

1 c:tJ.o 
·/ Io '1 
I SJ., 

lo --
I ----
4-
I 

ar 
-
7 --
I, 

--
.3j 

- l 
j 
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D I SEASE. l.S.Y!. VIC QLD S.A. ~AS . '.I . T. A.G. T. fo{3 l 

--
~almone ll a infect ions I ~'- ~1 ,,,. ~, ' ,2 7 
- -· 
Sh igella infecti ons ' 1 IO IS II-
Siiiall poY. 
-
Syphi 1 is ,~ lo IOIJ. 

, ,, 
' ' 3.i I 

Tetanus. 

Trachoma 

Tu berculosis (all forms) 3i 3o 1 I'+ I. 
Typho id fe-✓ e r I .:a. 
Typhus (all forms ) 

Vibrio parahaemolyti cu~ ir.fe:t io no I 
Ye llow Fever 

Yersi nia enterocolitica infection1 

Data collected under the Notifiable Di seas.es Returns may bea~ litt le or no correlation to that 

ccllected under the-9U_ laboratory sch eme. Whil st the latter is a sampling prograr. , the Notifiable Diseases 

data is dependent upon voluntar.y reporting by medical practitioners ate. 

CL. ',: LAT IVE 
TOTAL TO DATE 
F0,1 YTAR 

l'fo 

u.Jw 

-
.2. 4 / 

--
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