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VIRUS REPORTING SCHEME - A total of 808 reports were received this period. 

General patterns as suggested by the reports received include: 

. an indication that the Ross River virus epidemic in Queensland is 
beginning to wane, (27 reports from that State compared with 38, 86 and 
63 for the three previous periods). The only other case this period 
was one from Broome in Western Australia. 

' 
Cases with 'genital' symptoms figured prominently. They amounted to 
over 20% of all reports (156, compared with 122 and 102 for the 
previous two periods). The majority were from patients with herpes 
type 2 infections, which also showed an increase over previous weeks . 

Localised outbreaks included the continuation of the hepatitis A out ­
break in Western Australia with 13 reports this period and 24 in 
CDI 80/12; an outbreak of rubella in Meningie in South Australia, 
with 17 cases confirmed by serology over the past month; and a 
slight increase in the number of reports of Q. fever, with outbreaks 
in South Australia, Queensland and Victoria (Melbourne and 
Camperdown) . 

Rotavirus - 58 reports compared with between 25 and 35 for the 
previous few periods. These were mainly from South Australia (32 
reports), New South Wales (11) and Victoria (10 reports). The 
Institute of Medical and Veterinary Science, Adelaide, reported the 
detection of both rotavirus, by electronmicroscopy, and reovirus by 
primary cell culture and continuous cell line, in a 2-year old girl. 

Other reports of interest: 

Influenza A (H3N2) - two further isolations, both from Melbourne, one 
of which was imported, in June, from Singapore. The other was from 
a one-year old boy whose specimen had been collected in March this 
year. 

A single titre level of 1:160 to adenovirus was detected in Western 
Australia in the blood of a three-year old boy suspected of having 
Guillain-Barr~ syndrome. However the condition was finally 
labelled as "polyneuropathy of unknown aetiology". 
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~-LACTAMASE PRODUCING N. GONORRHOEAE 

Figures for isolations of ~-lactamase producing N. gonorrhoeae for this 
year have now been received from New South Wales, Victoria and Western 
Australia. They reported 17, 12 (including ~two reported previously) and 
17 cases respectively. This brings the 1980 total to 76, a large increase 
on the numbers reported during the January to June periods of each of 
the previous three years: 1977 - 17; 1978 - 24; 1979 - 27. Of the 76 
isolations in 1980, 13 were from females. 

Although some of the increase may be due to better reporting and more 
vigorous contact tracing, it is probable that this year's figures do 
indicate a general increase in incidence of the infection in the Australian 
community, mainly in travellers returning from abroad. A similar but less 
marked increase for the first half of this year has also been noticed in 
the United States (MMWR 30/5/80). 

The table below shows the number of reports of penicillinase producing 
N. gonorrhoeae (PPNG) isolations from the various States in Australia wie 
the probably source of infection. 

Probably 
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Both the increasing number of impor~td cases an~ ~the f~~t that the 
infection in 25% of the cases was either local or unknown, serve as 
pertinent reminders of the potential for explosive local outbreaks if 
vigorous contact tracing is not undertaken in all cases. 

i1 e 
source o 

The summary below of a report and editorial comments on an episode in 
Shreveport, Louisiana, U.S.A., based on MMWR (1980) 29 21:241 is therefore 
of relevance. 

On January 21, an isolate of N. gonorrhoeae taken from a 34 year old man 
with gonococcal urethritis was confirmed as penicillinase producing. He 
had first been diagnosed on 27 November 1979, and had received repeated 
antibiotic therapy, including procaine penicillin with probenecid, 
tetracycline and ampicillin,for persistent gonococcal urethritis. Followin~ 
reculture and identification of the organism, the patient was successfully 
treated with spectinomycin (2g IM). An intense follow-up program, involving 
identification of the sexual partners of the patient, and their contacts, 
was undertaken. In addition all gonococcal isolates were screened for 
penicillin resistance by means of disc tests with resistant isolates being 



3. 

subsequently tested for ~-lactamase production. This revealed a total of 
28 PPNG cases which were distributed in eight (apparently unrelated) chains 
of infection. Although no direct evidence of importation was obtained, 
further studies indicated that the pattern of susceptibility to 12 
different antimicrobial agents was virtually identical for each isolate, 
and very similar to that of PPNG isolates examined in the Far East. 

The editor stressed that delays involved in identifying early cases of 
persistent infection would contribute to PPNG transmission, and post­
treatment cultures, 3-7 days following therapy, must be regarded as 
mandatory for all gonorrhoea patients. Even patients who appear cured 
should be retested after seven days, as treatment failure is then still 
possible; all positive isolates should be tested for penicillinase 
production. Spectinomycin 2g IM should be administered to all patients 
who continue to be infected. The use of spectinomycin, however, should be 
restricted to patients who fail primary therapy (with penicillin, tetra ­
cycline or ampicillin); spectinomycin is not recommended as primary thera py 
for gonococcal infection. (This is also the recommended policy in 
Australia, as indiscriminate use of spectinomycin could result in the 
development of strains resistant to this drug. Ed.) 

NOSOCOMIAL INFLUENZA INFECTIONS 
(Based on Canada Diseases Weekly Report (1979) 2 (49) 225-227) 

A number of nosocomial outbreaks of influenza involving adult and 
paediatric patients have been reviewed by Hoffmann and D~xon with a view 
to the control of influenza in hospitals. Paisley et al have described 
the wide spectrum of clinical features of influenza A virus infections in 
young children, including the occurrence of apnoeic 3pells similar to those 
reported in infants with respiratory syncytial virus and pertussis. 
Nosocomial infections accounted for 10% of the influenza cases studied. In 
another report, influenza A virus caused a sudden outbreak of illness in 
a neonatal intensive care unit, characterised clinically by apnoea, 
lethargy, poor feeding and oth~r non-specific signs indistinguishable from 
those seen in bacterial sepses . Nosocomial influenza infection was an 
important cause of inter-current fevers in another group of infants aged 
two years or under who were hospi ~alized for a week or more. Infants 
continued to shed influenza A virus for 7 to 21 days. This is in contrast 
to a~ults who do not usually excrete virus for more than three or four 
days . Thus, children with influenza A remain infectious for many days 
and, despite the short incubation period, relativeiy long intervals may 
occur before susceptible contacts develop illness . During an epidemic 
of influenza, 20% or more of infected persons may have subclinicfl illness 
but are nevertheless capable of transmitting the virus to others . 

These nosocomial infections are consequently a greater problem among 
paediatric patients than among adults because of their susceptibility to 
virus infections, the longer excretory period and quantity of virus shed. 
Infection may be particularly threatening to patients with underlying 
congenital heart disease, malformations of the nervous sy7tem, severe 
mental retardation and conditions such as cystic fibrosis . Parents, 
visitors and hospital staff appear to be largely responsible for the 
introduction of much of the infection. 

The following measures might be considered in an attempt to limit 
nosocomial respiratory infection 8 ,9,10. 
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(i) Whenever possible, elective hospital admissions of patients should 
be avoided if the patient has underlying diseases predisposing to 
more severe respiratory infection. This particularly applies 
during winter, or when there are recognised community outbreaks of 
RSV infection or influenza. If admission cannot be postponed, a 
single cot cubicle is preferable to an open ward. 

(ii) All infants and young children with respiratory illness, even those 
developing mild 'colds' should be considered contagious and isolated 
whenever possible. Careful use of cubicles may reduce spread of 
some viruses. Every attempt should be made to establish the 
aetiological agent using whatever rapid viral diagnostic techniqu€s 
may be available. Patients infected with the same agent can be 
nursed together. 

(iii) Rigorous handwashing and the wearing cf gowns (but not masks) by 
hospital personnel caring for paediatric patients are advisable, 
although the role these procedures play in preventing spread of 
respiratory viruses has not been established. -

(iv) Hospital personnel with respiratory disease or influenza-like illness 
during recognised community outbreaks of RSV infections or influenza, 
should be considered to be infected until proven otherwise. They 
should be excluded from caring for patients, particularly young 
infants in high-risk categories. This should not necessitate 
prolonged absence from work, since virus-excretion in ·adults is 
usually of short duration. 

Additional control measures may be applied during epidemics of influenza 
(1,11). One possibility would be the isolation of all influenza patients 
in one part of the hospital. Although restriction of visitors is unlikely 
to reduce nosocomial transmission, persons with obvious influenza-like 
illness should be strongly discouraged from entering the hospital. In 
addition, since exposure of patients to influenza virus is ·thought to be 
mainly through hospital employees because of their longer and closer 
contact with patients, the CDWR recommends that serious consideration bea 
given to immunizing hospital employees against influenza, preferably W 
several weeks in advance of the expected influenza season. 

The editor of CDWR comments that during the 1978/79 influenza season, the 
circulating influenza viruses of the H1N1 and type B variety were 
typically seen in children and young adults (ie. those born since 1957 
when the H1N1 strain was last in circulation). Since this is also the age 
group in which the communicable diseases of childhood are most common, 
influenza infection may accompany another illness. During the 1978 
influenza season in Canada, influenza A and B viruses were isolated from 
young people with measles, atypical measles, rubella, mumps and rashes of 
unknown aetiology. Therefore, if children with a communicable disease 
are hospitalized and also exhibit influenza-like symptoms, the isolation 
and control measures outlired above are warranted. This should continue 
until the results of laboratory investigations are known in order to 
prevent a nosocomial outbreak. 

The Editor further urges that the prophylactic use of the antiviral drug, 
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amantadine, be considered for unimmunized, high-risk patients and 
hospital personnel, or for those in whom influenza vaccine has not had 
sufficient time to induce a serological response. 

Since arnantadine does not appear to suppress antibody response, it can 
be used chemoprophylactically in conjuction with inactivated influenza A 
virus vaccine until protective antibody responses develop. It has little 
effect on influenza B or other respiratory tract infections. 

Care should be taken in giving amantadine to patients with renal impair­
ment, congestive heart failure, peripheral oedema or orthostatic 
hypotension, liver disease, recurrent eczematoid rash, or to psychotic 
or severely psychoneurotic patients not controlled by chemotherapeutic 
agents. Because of possible birth defects, amantadine should not be given 
to women of childbearing potential unless, in the opinion of the physician, 
the expected benefit to the patient outweighs the possible risk to the 
foetus. Since the drug is excreted in the milk, it should not be given to 
nursing mothers. 

Editorial comment 

A decision to use amantadine for both the prevention and therapy of all 
types of influenza A virus infections was recently made by the National 
Institute of Allergy and Infectious Diseases (NIAID) in the United States . 
The following comments are based on the report of this Committee published 
in Science (1979) 206:1058 

The panel recommended that the drug be used prophylactically for periods 
of four to six weeks (the normal length of an influenza epidemic in a 
community) when there is epidemiological and virological evidence of 
influenza A infection in: children and adults at high risk of morbidity 
or mortality because of other diseases, adults whose activities are 
essential to community function and who have not been vaccinated for 
influenza A, and individuals in "semi-enclosed environments", especially 
older persons, who have not been vaccinated. The panel stressed that 
vaccination should remain the primary form of prophylaxis against 
influenza A, but concluded that amantadine should be used as an adjunct 
to the vaccine in the recommended groups when vaccination was not possible, 
and to provide supplementary protection during the 10 days between 
vaccination and the development of protective antibodies. 

They also recommended that amantadine be used therapeutically in the 
same groups recommended for prophylaxis. Treatment could also be given 
to patients diagnosed as having life-threatening influenza pneumonia, 
infants with influenza-associated croup, and in individuals whose 
community function requires that they be returned to work as soon as 
possible. 

Concern was expressed however in that influenza A virus only constitutes 
a small part of the total clinical influenza infection, even during 
epidemics; and complications could arise both with the possible emergence 
of amantadine-resistant strains of influenza A virus, and possible side 
effects if the recommended dose was exceeded. 
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The immunisation of hospital staff is not generally recommended in 
Australia. The Australian Drug Evaluation Committee has approved the use 
of arnantadine for prophylactic purposes for the H2N2 and H3N2 types of 
influenza A virus. It is not available as a pharmaceutical benefit for 
this purpose however; only for Parkinson's disease which is not drug 
induced. 

References: 
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CLOSTRIDIUM DIFFICILE COLITIS 

The Fairfield Hospital monthly report (11 June 1980) described the case of 
a 69-year old woman who was admitted with a two-day history of diarrhoea 
and nausea. Clostridium difficile was isolated from all three of her 
faecal cultures. She had not received antibiotics previously but she had 
been receiving treatment with prednisolone for asthma. Her diarrhoea 
ceased after treatment with vancomycin. 

Editorial comment 

Isolation of the toxin-producing Cl. difficile from the faeces of healthy 
adults is rare1 . It is normally associated with the administration of 
antibiotics, particularly in elderly patients, and it is possible that 
intestinal ischaemia may be a contributory factor. The proliferation oe 
Cl. difficile has been associated following treatment with arnpicillin, 
tetracycline, chlorarnphenicol, and in particular lincomycin and 
clindarnycin. Approximately 30% of Cl. difficile isolates are resistant to 
clindarnycin2 . The suggested treatment is oral vancomycin or metronidazole. 
In an editorial in the BMJ in 19793 the author recommended that antibiotic 
induced colitis patients be nursed togehter to reduce cross-infection, and 
that since Cl. difficile is a spore-forming organism, adequate disinfection 
procedures such as the use of gluteraldehyde should be adopted. 

References 

1. J. Inf. Dis. (1977) 136:822 
2. Lancet. (1978) 1:106_3_ 
3. BMJ. (1979) l:349 

ERRATUM - CDI 80/12 

The references in both the tables and page 1 to an isolation of Norwalk 
agent -(virus code 1566) was incorrect. The entry should have read 1556, 
cytomegaj.o virus. 



- 1 -

AOST&ALIA - COBBUIICABLR DISUSES I•TELLIGBICB 

UPORTIIIG PRJlIOD - I =t. " 80 • i 6 ';J 80 BULL.BTU ■UIIBBB 
IBAL IDBITI!'ICAT.l •s !'BOIi COi 

I . I I l I I I I I 
I I CP lrn I I PHH/ l.FA I - l I ISTA1' ~ I STATE I 

Vlihi ' uB VIHA.L A T.lGEi 1 ( HSW) /I HAHC l l'OW IFIELD l liCH I lltYS I I.AB ' LA.ii l Totcil 
I WVH l ( MSW) I ( NSli) I (V l.C) I (¥'IC) I (SA I (QLD) (if A 
I (ACT) I I I I I l I 

I 1 I j 1 I 
I l l l 

0100 AOEt.U V.lROS liU .f TlP~•••••••••••••••I 4 I Ii I l 11 41 2 1, 
010 I iDEHuV i.fW.S 1.'Y.l'}: i--········--····••I I I 4 11 21 7 
010L ADENO~.IBUS l'.i!.'B 2 ••••••••••• • ••••••• I l 21 21 2 ' 010 3 AO EHuVilUS '.Ul'E j ••••• • •• • ••••••••• a I I l 11 I 2. 
010 4 aDEttu V..i.ROS 'l"It.>E q ...... . ..•.••..... , I I I 11 1 
010 5 ADE!iO v J.. .111.1 !) '.ri • .l:'~ ~--··············-·' • I 11 21 3 
0106 AuENu V .liiU!> 'l' Y. .i:' E b-••• •• ••••••••••••l l I I I l 1 
0 \0 9 aDE!WVl atO !> '.f i PE Y • •••.••••••••••••• 1 I I I I l 1 
01-1~ AO.ENO V 1.RlJ !:, 't'U,-1!; 19 • • •• • • • •• •• ••••• • , 11 I l I 3 .. 
0 19'.j .IuEt.iuWlliOS 'l'i'. 1:' .i.8l:. PENDiib • ■••• • •• • • I ll 4 l ' 0-~01 l.aFLUhttZA A VikOS•••••• • •••••• • •••• ll 11 l I 3 1 ' i 
0 20 .L I.NPLUEtiit. A A Vlc.O!l SOhT:iPE H3 !!t2. •• ••• i I 1 1 I l 2 
0.30 1 PA.ti Al NY l.tJ.E' ~A Vi. us 'IP.E t . . . ...... l l ll I l 2. 

"030 .1. PARll NFLO.tUZA Vlk OS TYPE 2 • •• • ••••• I I 3 !> 2 1 I 10 
0303 PA.1:tAltil!"l.Ot; 'hA Y l.JiU S TYP,i:; 3 • •• •••••• l j l ' 4 41 I 3 13 
0399 l-AliA.1.tiPLU.t:a~A V .i...iU !l •.riFl~G PErtD.!.NG. I I l ll I 10 12. 
0 4 0U .dES.l)l..tcAl'.U.l.t. l'. 5 HtC I'! .l.A L VI&os · ( RS) ••• I 4 I 3 !> 41 J I 2 21 
0500 ttn ilWV.l.llG!> l &LL f i .t·E 5 ) . . ..... .. ..... ll j 1 i 2 8 7 21 2♦ 
0 6 0 0 1HCv.t>LASi1 p hUau~~A~ ..••.•.••.••.. I l 21 l 3 ., 
o,oo v~Ni~d v5.1. ~- FSl~TKCvSL5 .. . .......... 11 I 1 2 
0800 COX!>ACKI ~ II I ii:U~!> G11.0Ul> A - tiUT l ' :r u .........................•.•..... l I 
0 8 lb CUX:SA K.H.'l .1. h. u !:. Alb••••••••••••••••• l& I 1 
090 .i CuXSaU\l~ V l.lH .. !l n, ....... . .......... l I l I 1 
0~0.J Cui.5AC1.U..E '11..n.u~ b~ ■• • •• • •••••••••••• I \ I I 1 
100 / EcHuVIhUS :ri~~ , ...... . ............ • l l lt 1 
1011 ,t;CtiOV .1. li.US T:U:' . 11 •••.•••.•••••••••• I I I 1 ' 1 
1022 .r;CHu Vlti.US 11'i f.t: L~•••••••••••••••••• I l I 1 I 1 
1024 BCliuV'ltiOS T :i .t'.r: ilt •••••••• - ••••••••• I I I a 1 I 1 
i02 o EC.ttuYDiUS '1' i .t" .t Lb ••• •• •• •••• • •••••• i I ,, I I 1 
103U ECHuV .LuO!> ·1·u ~~ 30 •••••••••••••••••• l I I 31 I ., 
1 IO i PGL .l.UVli((;.:.,. Tii:'E 1 •• • ••• • ••••••••••• I l l I l 2 1 l 2 

I I I I J I J 



- 2 

AOSDllIA - COBBD■ICABLB DISEASES I■TBLLIGB■CK 

JlKPOBTIIG PEBIOD - i l. fo O • a 5 '1 '80 BOLLBTI• ■OIIBBB . 
YI.ill IDBI TIPICUIOBS p oa COITllIBOTDG LABOllTOJllls-mariaD.ED • 

I I I I I I I 
----~~---~~--~==-~----•~1~c~.Pc-=t1..b.C7""----,--1

0
---=-~-=---c-• ----=-i,n--,H~/___,l'--F_A_IB_ -___,c__ __ _e__ __ ---=-1-s_'J.'_A'_r E_~I s_1:_·.a_T_E---'I.___ __ _ 

l.rlliS Tl.G.E Ii 1 (~ 5ii) / I h AliC I l'UW I P I E.LD 1ll:H I l!YS I l.A.B I .l.A.8 I '.l'otdl. 
I WV B I (~Sil) I (lliSW) I (V'IC) (Y J..C) (SA I QLD 
I lAC'.tJ i I I I 
I l I I I 
I I I I I 

110~ PuL1 uVlltUS tYPE L •• • ••••••••••••••• 1 l I I I 
110~ PuLJ..UVl Gs TY~~~---····-··········• I l I 11 
110q PvL.lUVJ..liuS-VJi.CCLAL STJiAI .11 •• •• ••••• a I i I 1 11 

120Q aUMPS VIRUS. . ...... . .. . ............ 31 2 l 11 4 11 I 
13 0 0 tt l:!Rl?ES Vl:tWS GdoUP - liOT TYi>ED. ...... bl I I 1 31 
1301 lIB hb ~J..~~L~X VJ.HUS-NUT TYPED . . ... &I 21 2 & l 1 I 
130.2 H¥STE.l.~-rl ... Rli Vl.&05 (Eb VIRUS) •••• •• ll I i I 31 

AfilCELLA-~v5~E~ V.l.HO~ ---•••••••••• lt I 21 I I 
tlBhPE~ SI~ L~X XlP~ 1-•••• • ••• • • ••• 111 I 71 141 41 

.L.r.i '.!'IL'~ .l.. .• •••• ••• ••• b8 I 51 2 31 81 
139~ tl~RPES VlRO '.t l ~J..Nb PENDING........ I 11 2 1 141 
1401 CuXiBLLA rlOk~~11 •• • •••••••••••••••• 
1504 P~CuR~ A VI.RDS- dot iiPED .. ~ ..•..•... 

VIBUSi•••••••••••• •• • •• ••••••• • •~••••• 
M~ ASLES ViH US•••••••••-•••••••••••• 

1522 .l:lUBELL i ~~D~ •••••• • • • ••••••••••••• 
1530 tl~faT~rL~ A 
153~ Bt:PATl.:t.i S .d 

VlhUS .. ~ ......•..••.•.• 
Ah~LbEh-••••••••••••••• 

dBPAT .l ~L~ A Ahr1bu Dt ..••••..••••••• 
1~41 Cd LA~fO.lA A - ~sic ~]~E •.•••..•.•.• 

Ii' Ak f J ••••••••••••••••••••••••••••••••• 
1556 Cb V - Cl ~ u H~b Lvi ~ hO ~•-•••••••••••• 
156~ liEutittUS (ALL r i Pe~, .............. . 

bij liuTbVLa OS .••......••..•..•••....•.• 

ku~S u~V ~ti VI.d u ~ •••••••••••••• 
saALL ilROS {LI KE) ~AhTIC LE ........... . 

Totdl·························-····•···· 

2 

10 
I 

71 

i 
2 1 

1591 

l I 14 l 131 
l I I I 
l I i I 
I 11 I 21 
a 21 11 I 
l I 21 91 
I I I I 
l 101 2 41 11 
I I t 31 
I 11 I l 11 
I I I I I 
I I I I I 

£1 41 131 11 51 
I I t I 11 
l 111 10 t I 32 I 

11 HI I 121 'ii 
I l l I I 
I l 11 I I 

151 641 1281 501 1381 
I I J I 

I 
1 
I 
I 
I 
I 

11 
I 

11 

• I 
I 

ld l 
I 
I 
l 

' 1& 

I 
I 
I 
l 

51 

' 
:l11 

I 

I 
11 

I 
I 

1 1 
I 

!> 1 I 
I 

ll 
I 

I 
13 1 

11 
I 

131 ~. 
l 

331 

41 
I 

11 
l 

,. 
1 
2. 

13 
10 
as .. 

12 .... 
17 .,, 
13 

.. 
12 

1 
39 

1 
58 
z.s 
28 

3 
808 



- l -

AOSTaALll - COIUIO■IC.lBLB DISB&SBS IIHLUGDCB 3 

Yin.I Iden i..ficatioas by Cl.i.n1.caI .fiforaation Table 1. 
Code 00,99 -10 il1 or data; 01,02,11,12 -Bespiratory; El -.EDceph-
aliti.s; 13 -llen.i.ng1.t1.s; 04 ..Paralysis; 05,13 -CBS other unspec.; 
07,49 -GI; 17,47 -Hepatic; 19 -CYS; 89 -urinary; 06 -Skin/aucoas. 

. • 

----------------------------------------------------------
v .. ums u&. V-L.tAl.. A 'J:.i.bhlt 

80-1 
, or 
I ddtd 

j 

0100 A.DBlWV Ill.OS mi'l: 1'.'i .I:;D •••••••••• I 
0 10 I AD.t:fW V IhUS 'l'XPE I ............. i 
0102 ADBMUVIli05 ti~E 2 •••••••••••••1 
0103 ADENuVTho~ TiPB 3 .............• 
0104 AOENufIROS T1PE 4-••••••••••••I 
0105 ADRHOVihtiS 1iPE 5-••••••••••••l 
0106 A E~uVliOS T1~E 6-••••••••••••I 
0109 ADENOVIHOS TiPE 9 .....•...•... 1 

-~119 ADENUVIa05 rI~E 1~ •...........• 
ozo I Il'tFLU.11 ZA A v .. uiUS ... -- ....... -1 
020l I.NF UA I.A A 'iIROS S0..61' YPE i13N2 I 
030i ~ARAINFLOENZA VIRuS 11FE '••••I 
030~ PAHA1.tt,r,'LOEblkA VllOS ' Y.l:"E 2 ••••• 
0303 PAaAINP..i..U'.Eth.A 'U.nuS 'U .r.E .J .... l 
OqOO RESPI AToa1 5~tiClX AL VlUOS I 

n. !>J • - - - - • - • - ••• • .•••••• - • - - •• - • - -

0600 Kl~UPLASMA ~~~unu~lAE ......... , 
(J7u0 uR.tH1'liUS1.S-P!>I1' T.aCOS.i.S ••••• ·- -1 
0800 COXSACKIEV1h05.ES GtculiP A - NOTI 

~1r~v ............................ 1 
Ot:slo COXSA~KI~Vl.tW~ Ait> ............ i 
0903 COXSACKl.Hi.l.huS l:iJ• ••••••••••••I 

TIPE 7 •............. 1 
~l£E 11•••••••••••••1 
~lt'L L2•••••••••••••l 
T1£~ 24••••-•• ••••••l 

I I I I I I 
&Respir&EncephffteningtPdra- l CbS l 
latory lal~tist-iti.s 1lysis &other I 
I I I I tunspec& 
I J J J .J I 

I l I I 
11 2 I I 11 I 

I 3 I I I 
I 2 l I I 
l l l & 
I 1 I I 
I 2 t 
I I 

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

I :l & I 
I l l I 
l lU I I 

lJ 111 I 
l I l I 
I 2 I I 

11 14l l I 
I 6 i I I 
I l I I t 
6 I I I 
I l I I I 
i l I I l 
I l I 11 I I 
i t I I I I 
I l I I l I 
I I I I l I 
l I I I I I 
I I l I I t 

GI 

I I 
I Hepa j 
I -tic t 
I I 
' 1 

I 
6 I 
1 I 
4 t 
1 I 

I 
I 

l I 
I 
I 

1 I 

• l I 
I I 
I I 
I I 
I I 
I t 
l I 

2 l I 
l I 
I I 
I I 

11 ,. 
I l 

1 I I 
1l I 

CVS 

l 

• I 
l 

ISJein/ 
l JIIUCS 

I 11eab 
J 
I 
l ·t 
I 
I ., 
l 

I 

' l 
I 

1 

1 



- l -

AOSTMALIA - COKBUIICABLR DISEASES IITBLLIG:UCE 

P.BIUOI): 12./ b/SO to J.5/ b /80 •••• g_ol-c'-c1~3ac-=----=---------- ---- -­
,iral Identifications by C1inica1 In£oraatiot-Tab1e l. 
Code 00,99 -10 il1 or data; 01,02,11,12 -.Respirator; Kl -Ence h-
a itis; II -lleiung.1.tis; 04 -Para ysis; 05,13 -CBS other 11.DSpec.; 

01,49 -GI; 17,41 -Hepatic; 19 -CYS_; _ ~~ -orinaq; 06 -StiD,/aucous.-COITI_I_OED----=~-------------- -------- ----

l I I I I I I I l 
I &R~spi r l ~ncephl H~ningjPara- I CHS • I ttepa I Or i n asx.i.n/ 

' or 1ator,t tal.itist-itis 1 lfsis l 0th.er I GI I -tic CY S I -ar'f_· I aucs 

' data I ' l l unspecl I I I meab 
& l I .l • I I I I 
I l ' l I I I • & 

10.:!0 EC.twVJ. ROS l'XP ..,, Jo •••• - ... ·--·--1 l ' I 3 . l I • I 
1101 Pui. vVIi.i.U T t l!.E 1 ••••••••••••• I l · 41 l l ' I I 
1102 P U 1..i.V V I.HUS iit'.r! ~ ••••••••••••• 1 l I l ll I l I 
1103 f u.Ll UVl iiUS TY E 3 •••••••• •· ••• _, l I I I 11 I l 
1104 POLluVIRDS-V ACCl AAL !>"'1'.kAI N .... l I I I I 2 1 I I 

OS ---·······-·-····•-l 21 l I I 5 I I l ,. 
fi.1:;.dfJ i:~ Vl.IilJS ui.Uo.t> - hvr l I l& I ' I I I 2. 

_j L~-'- V'.f.n OS - ti u l .l:4 1 41 2 1 1 ' 1 ' l I 3g 
1J02 fil? !>T~1. .; - BAR.It V'l . .h05 ( .Eb V'.i..liUS) - 1 2 l lt l I I I I 

V lih:IL'RLLA- L.o.s l .!:: ll!h:US • • •• • ••• l l l l I I ' 
4 

TY.t'.h 1 •. •••••• • I I 11 I I I I 23 
'.l.:' i'. .cf. ~- •••••••• I I I I I I I 5 

Cu.X.lELLA bU.k ~11. •••••••••••••• , 1 l 1 I ' I 1 I I 
.i:' .I. -uu.t. Vl O::i - u 'J.· '.tY..k:'.i::I> ••••••• I _j I 1& ' 2 51 I I 
cu 1'hl.ilUUS PIJ!:>Tul.Afi. lit: uriATl.TI S I l I I I I I 

(Uk.P V.I.RO~ ---··············-··-~• 11 ' • I I I 2 
1 ~2 1 H.J:;fi.Sl.l:;S V l. u~ ..• . ......•••.•.. a t 1j 1 I 11 I • 2 

ii .oE LL A ViaUS ...............•• a I I l I I l 10 
HE!.- A '.i' .l T.I.S A " R s ................ 1 41 I I I u I a 

't5.J2 bE A.r.l'.£'.i.!:) b Aurl b~N ...•....•.. 1 141 I I I 34 I I 
l~.J5 li£.t>ATl. ' l..S A At.Tl.tiv.O l - . --------1 I I I I 3 t I 
15'4- i Ctil.Al1 lJ lA A - 1'.td.C 1'1P l!. •••• • •• l .:S4 I I I I I • lS:>5 .I;' A.ru VA II l.ll US b .ti. U Ul' ( t:' l' J..1.Lu !i A- l l I ' l l I I 

tiO H.U WA ~)-•••••••••••••••••••••I l I I l ' t I 7 
.E<,,.ld..uV ..t..6.U ....•..•• I 71 ·1 I I l 1 lt 1 ' 41 
.l.L T i i ..c;.S ) - •• - •••• - • I I I I I 1 I I I 

1:>64 aor~ Vl.hD~ ..................... 1 ' 11 I I 571 I l 
liU ;j ~ ttl.'il l:;tt VJ.rt !> •••• I 41 I l I ' I I 1 

- - -- - t - -!>M A.LL i .1.R O!:> (.L..i. l'l. .t; ) 1• A U:l l. ..:1..1:; •••• I I I l l • I 31 I ' I 0 d ················-~--- · ········· 1031 1031 ll 11 I 1 I 5& ~01 4 ·1 I I 
- -'ii-, ---98 .· 

--- --1 1 __ I • _l_ j 

t . 



- 1 -

AOSTJIALI& - COIUIUIICABLE DISEASES I■TELLIGBaCE 

PERIOD : 1 'J./ b/ $0 to :i.. 5/ b /io - • • 30 I 
Y.ir I entifications by C.l.i.Jli.ca1 In.£oraation Tab1e 2-
Code 10 -Bye; 59 -Genita1; .39 -Endo/sa.1 g1and; 
38 -RES; 29 -auscle/joint; 69 -congenital.; P8 -PUO; 
68 -Fever/aa1a.ise; 09 -Other; Al -SIDS .•• ________ _ 

I l I I I I 
l l Gen- &lmdo/ I aauscl.et Con- I 

V .i.h.U~ u I Eye I ' itc1l. I sa l RBS. l/jointtg:enit-1 l'Uu 
I l I gl.and I I al. I 

I I - . J_ ----'- I 

' I I I 
010 aD.t!NuV I nU S d u1' TI E.D••••••••••l I I 11 I 

--u-ro au .r.: t u .1.iiO~ 1 .•••..•...••• I I I I 
OlOL aD L.--···--··- ---1 I I ' A 3 ••••••••••••• , li I I 

!> ••••••••••••• I I l I 
s 1~ ............. 1 21 I I 

I.tH'i.lJEaZ.A V~nU~ ---••••••••••l I l I 
.i:;a~A V 1.n US T'H'.E 3 •••• , I I I 

RESPl.it T u itt ShC 'd . Al. V .lRO S I I I I 
l a !>}•••••·•·•••••••• •• •••••·•••••• l l I I 

0500 .81:U.NOV l.ROS (ALL TIP .r:S) ••• • •• • • l I l I 
~zuav~Iu ......... 1 l • I I 

- s 'rA u !>l.!:> ••• ., •••• I • l ' I 
cols A • hI.aV 1..li us B.t. ••••• - - ••••• - I I I l 1 l 
Bl:1W V.l ttO S 'l' YPH -, ............... I l I I I 

1102 l'UL luV .nio~ Tt.a:.i:. l •••••••••••••l I l l I 
1200 l'lOtiPS VLHU~ •••••••••••••••••••I l I l 21 I 

Hl::1' !, il .11 s b hVUt' - &u :r :l'IPl:W. • I l 4i l I I 
1301 li.Eu.PES S.l.tu:'LEX VlJ.W !>- 1101' T¥PBD I 2 l 12 l l • l 

2. r.;.l:,lST.r:.1.~-b 1{R i.i.nll!> (z;b 'II OS) -1 t l l I I I 
1303 V hICELLA -L.US '.i ..:;:B V..i. ~ S ••••••• • I l I l I I 
1J06 HEkP hS S1. Y.Ll:X '.r i i'.J::!. 1 ••••••••• 1 31 a, I I I 
1307 l:i EaP.r:S S.1.1'1 !:>l.E..t .1:E L-••••••••I I 11~ 1 l I I 

LLA. ~ tlhNhfl •••••••••••••• 1 l I I I I 
fl A Ylh US- Vl. '£If' ED ••••• - • I l • ' 1 I I I 

1!:>~ 2 0 ..t:::J..L A i iaUS ......••••••••••• a l l I I I I 
15,jQ liel?A'.l.'.i..L'l..S a Vi a US .......•..... 1 I I l I l I 

_)541 Chl..Ad iJ.>lA A - _ :u!..J.C ·tu,•.~~-~~~--- I 11, I I t ' 1!:>St> CrtY - CI TuME~AlUVlaus ......... , I LI l 41 I !> l .... l I I I 241 I 
TOtdl ....•........•................ 1 Ht 1561 2 1 71 26 I !:>I 

·------· j j I -'-- J - j 

I 
IP-ever t 
IL■aJ.- IOt.her • SIDS 
I ai.se I I 
J I J 

I 
1 1 I 

I 
1 I 

I 
t I 

l 
l ' 1 I 

I 
2 l 

I 1 
l l 

1 I 
I 

1 I 
l I 
:i' t 

I I 
ll I 

I I 
1, I 
11 I 

I I 
t, ,w l I 

1 I I 
I I "' I 

11 I l 
I + ---- -1--· 

JI 6 I 61_ ____ 
-----

I I I 
15 I 59& b • l 

J j J 




