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CHOLERA IN QUEENSLAND 

I 

• 

El Tor cholera ( sero-type Inaba) has ' --~ confirmed in a 2\ year old 
boy from the town of Beaudesert in Queensla d~ He was admitted to 
Ipswich Hospital acutely ill with diarrhoea and dehydration on 
February 1, having arrived from Beaudesert the day before. He has now 
fully recovered. Faecal screening of close contacts revealed that his 
mother also carried the organism, although she was completely 
asymptomatic. Following antibiotic therapy no further isolations have 
been obtained from either of them. 

It is presumed that the infection originated from contact with water 
from the Albert-Logan river system near BGaudesert, although town water 
supplies taken from this system are all chlorinated. Vibrio cholerae 
organisms have been isolated from this river system intermittently since 
they were first discovered in it in 1977, following the occurrence of an 
infection by the same organism in a woman from Beenleigh (downstream of 
Beaudesert) in February of that year. The original sourc e of infection 
of the river system has never been identified. 

Very occasional isolations of V. cholerae have also been made from the 
Brisbane river - a completely different river system . 

Editorial comment (contributed by Dr R.G.A. Sutton~ Department of Health, 
Canberra) 

The recent case (and possible carrier) of cholera in Queensland, and 
the continued findings of V. cholerae in the Albert-Logan River system 
over a period of three years, again brings into the spotlight the 
question of the epidemiology of cholera in non-endemic areas. Although 
water has long been considered the major (but not the only) vehicle of 
cholera transmission, it has usually been accepted that the water is 
contaminated by faeces or vomitus from human cases or carriers, and that 
the organism survives in the water for varying periods of time depending 
on a number of factors including salinity, organic coritent, temperature, 
and exposure to sunlight, but in any event rarely longer than one month -
and that during this time the water may infect other persons. This 

(cont'd on page 6) 
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PRIMARY AMOEBIC MENINGOENCEPHALITIS - Western Australian outbreak. 
(Based on a report by Dr Henderson, State Health Laboratories, Nedlands,W. 

Two fatal cases of amoebic meningitis from which Naegleria species hav 
been identified are reported from Princess Margaret Hospital for Children , 
in Perth, Western Australia. The children were a 7 year old boy from the 
township of Merredin and a 10 year old girl from Beverley. Diagnosis was 
based on microbiological and histopathological evidence. 

Infection by Naegleria fowleri, the causative organism of primary 
amoebic meningoencephalitis, is usually associated with contaminated water, 
particularly in warm environments. 

The water supply to these two inland towns is derived from the 
Goldfields and Agricultural Water Supply System which originate& from 
Mundaring Weir and extends to Kalgoorlie supplying Merredin on its course; 
branch lines supply other townships including Beverley. 

The main is chlorinated as it leaves Mundaring Weir. At various po1· s 
along its distance there are open storage tanks; these also serve as 
balance tanks. Re-chlorination is performed at any point between the r 
outlet and the towns' supplies wherever there is an earth-floored 
reservoir. 

Isolates of Naegleria species were made from the mains supply to the 
Beverley swimming pool and from the backwash of the filter. However the 
pool water was otherwise notably clean and satisfied W.H.O. standards for 
potable water. Further isolates have been made from mains water at five 
other areas. However at the time of writing, amoebae have not been 
isolated from water at Merredin. It is currently believed that there is 
adequate opportunity for earth-borne amoebae to gain access to town water 
in this system even when the mains supply is adequately chlorinated at itsl 
source. 

PRIMARY AMOEBIC MENINGOENCEPHALITIS - Australian cases. 
(Provided by B. Robinson and R. Walters, State Water Laboratories, Adell e 

Current figures relating to Australian cases are: 

South Australia 13 cases 

Port Augusta 8 1961-1; 1963-1; 1965-2; 1966-1; 1970-1; 1972-2 
Port Pyrie 3 1955-1; 1971-2 (1 is suspected not proven) 
Kadina/Paskeville 2 1965-1; 1969-1 

Queensland 

Mount Morgan 1 1971-1 

Western Australia 2 cases 1980-2 (See above article.) 

PRIMARY AMOEBIC MENINGOENCEPHALITIS - A review. (Contributed, at the 
request of the Editor, by Y.H. Thong, Department of Paediatrics, 
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Adelaide Children's Hospital and R.F. Carter, Department of Histopathology, 
Adelaide Children's Hospital, South Australia. It is a synopsis of an 
article to be published in the Medical Journal of Australia within the next 
three months.) 

Primary amoebic meningoencephalitis is a fulminant and rapidly fatal 
infection, principally affecting children and young adults. 1 , 2 Since the 
first description of the disease from South Australia 15 years ago, more 
than 100 cases have been reported worldwide. 3 The causative organism, 
Naegleria fowleri, is a free-living amoeba found in most soil and fresh­
water habitats,4-7 such as ponds, lakes, rivers, sewers, swimming pools, 
domestic water supplies and natural and industrial thermal waters. The 
distinct preference of this amoeba for high temperatures explains in part 
the higher incidence of the disease in summer. Summer is also the time 
when greater exposure to contaminated water occurs during play, swimming 
and other activities. On reaching the nasal cavity, the amoeba then makes 
its way into the nasopharynx and penetrates the cribriform plate to reach I the brain.8,9 

, 

Pathological changes 

At autopsy, extensive destruction of tissue is seen along the path of 
amoebic invasion. The nasopharyngeal mucosa is ulcerated. The olfactory 
nerves are inflamed and necrotic. The brain is oedematous. Haemorrhagic 
necrosis is usually confined to the olfactory bulbs and base of the brain. 
The exudate sanguinopurulent in character, contains numerous mononuclear 
cells and amoebae. A more widespread amoebic involvement is evident in 
brain sections, where the organism can be found in the meninges, peri­
vascular spaces and lytic areas within the brain substance. In the 
perivascular spaces and brain substance, inflammation is minimal. These 
changes are pathognomonic of primary amoebic meningoencephalitis. 

A subacute granulomatous form of primary amoebic meningoencephalitis is 
also recognised.1,2 This form is usually seen in older patients who have 
an underlying debilitating illness. The causative organism is thought to 
be Hartmanella (=Acanthamoeba) amoebae, belonging to a separate genus of 
free-living amoeba. This species appears to be susceptible to 
sulphonamides, while N. fowleri is not. 

Clinical features 

The incubation period can be as short as 1 day or as long as 2 weeks.1,S 
Early symptoms include headache, mild fever, rhinitis and pharyngitis. 
Severe headache, high fever, nausea, vomiting and neck rigidity follow 
within a day or two. By the third or fourth day, most patients are 
comatose and convulsing. Untreated, death usually occurs by the fifth or 
sixth day. Such a rapidly fatal course makes it imperative that the 
disease be diagnosed early for chemotherapy to be effective. As it cannot 
be distinguished clinically from other causes of meningoencephalitis, a 
high index of suspicion must be maintained by physicians and diagnostic 
laboratories. Diagnosis can be made by observing for amoeboid movement, a 
specimen of cerebrospinal fluid (CSF) which has not been subjected to 
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centrifugation or refrigeration. Alternatively, the CSF can be stained 
I 

with Wright's or Gram's stain. It can be isolated by culture on salt-free 
agar plated with Escherichia coli on which it feeds.1,10 

Treatment 

Chemotherapy is at present unsatisfactory. Only 2 well-documented cas 
have survived to date. In both cases, diagnosis was made early. The 
first patient, an adult, received amphotericin B alone, administered 
intravenously and intraventricularly via an Ommaya reservoir.1,11 The 
second patient, a 7 year old girl, received a combination of 
amphotericin B, miconazole and rifampicin intravenously and intrathecally. 
Amphotericin B, clotrimazole, miconazole,rifampicin and tetracycline have 
been shown to have activity against N. fowleri either in-vitro, in-vivo o 
both. 13-18 The most promising combination appears to be amphotericin B 
and tetracycline.16,17 

Prevention • Swimming or other recreational activities which subject the nasal 
cavi .ties to contact with water is generally inadvisable in regions where 
contamination with N. fowleri is likely to occur. Strictly controlled 
treatment of swimming pools and domestic water supplies with customary 
concentrations of chlorine can further reduce the risk.1 It has been 
shown19 that a residual free chlorine level of 0.5 mg/Lis sufficient to 
kill both trophozoites and cysts in 30 min at pH 7.0. 

Conclusions 

Naegleria fowleri is one of the most lethal organisms known to medical 
science. Much more needs to be learned about this organism, so that 
effective measures can be devised for prevention and treatment of this 
fearsome disease. This organism also holds a fascination for biological 
scientists because of its unique position at the interface between the. 
free-living and parasitic modes of existence, once thought to be quite 
distinct. As such, these amoebae can offer valuable insights into 
biological adaptations to parasitism. 

References 

1. Trans. Roy. Soc. Trop. Med. Hyg. (1972) 66: 193-213 
2. Ann. Rev. Microbiol. (1971) 25: 231 
3. Thong, Y.H. (1980) Med. J. A{i';t. (in press) 
4. Pathology (1973) 2: 55 
5. Appl. Environ. Microbial. (1977) 34: 661 
6. Amer. J. Trop. Med. Hyg. (1977) 26: 10 
7. Science (1978) 201: 1025 -
8. J. Pathol. Bact~ol. (1968) 96: 1 
9. Lab. Invest. (1971) 25: 465 

10. J. Pathol. (1970) 100: 217 
11. Jamieson, A. Personal communication. 
12. MMWR (1979) 27: 343 



5. 

13. J. Clin. Path. (1969) 22: 470 
14. J. Clin. Path. (1975) 28 : 446 
15. Lancet (1977) 11: 876 
16. Med. J. Aust. (1978) 1: 663 
17. Trans. Roy. Soc. Trop. Med. Hyg. (1979) 73: 336 
18. Scand. J. Inf. Dis . . (1979) 11: 151 
19. Robinson, B. (1978), report Library ref E.W.S. 78/16 Engineering 

& Water Supply Dept., Adelaide , South Australia. 

FOLLOW-UP ON ROSS RIVER VIRUS EPIDEMIC IN FIJI 

• 

, 

(Contributed by J. Aaskov. Queens l and Ins titu t e of Medica l Re search (QIMR) 
Brisbane.) 

An epidemic of Ross River virus infe ctions in Fiji in 1979 was 
mentioned in CDI bulle tin Nos. 79/12, 79/15 and 79/18. 

Serological studies have shown tha t 13% of a sample of several hundred 
sera collected prior to the epidemic containe d HI antibody to Ross River 
virus at a titre of ~l/20. However, 92% of sera collected post-epidemic 
from an entire village containe d anti-Ross River HI antibody at a titre 
of~ l/20. Neutralization tests on post-epidemic sera showed antibody 
activity against Ross River virus but little or none against other group A 
arboviruses. The a ge and sex distribution of clinical symptoms in the 
above village was similar to that seen in Australia i.e. 23% of the village 
had clinical symptoms and of this group 2% were children (<20 years of age) 
while 17% were adult f emale s and 4% adult males. 

Three virus isolates were made f rom polyarthritis patients in Fiji by 
Dr Jonah Mataika. One of these was sent to Q.I.M.R. by Dr Frank Austin 
(University of Otago, N.Z.). Neutralization and kinetic HI tests have 
been unable to distinguish it from the prototype strain of Ross River (T48). 

Rheumatogical and immunological studies on several Australian tourists 
returning to Australia have shown a pattern of reactivity identical to 
that seen in Australian epidemic polyarthritis patients. 

In addition Dr Nair (Lautoka Hospital) has collected maternal and cord 
blood from 368 pregnancies. These were assayed at the QIMR for antibody 
to Ross River virus. Fifty-six percent of mothers had HI antibody to Ross 
River virus at a titre of> l/20. Three percent of the cord bloods 
(11/368) contained IgM antibody to Ross River virus suggestive of in utero 
infection with this virus. These IgM + children were of average weight at 
birth and showed no apparent abnormalities. 

~ -LACTAMASE PRODUCING N. GONORRHOEA£ 

Two reports of isolations of this organism during the month of December 
1979 have been received . from the State Health Laboratory, Brisbane; a 
28 year old male who contracted his infection in Singapore, and a 
27 year old male who had re cently returned from El Salvador in South 
America. 
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The first report of an isolation in 1980 has been received from the 
Commonwealth Pathology Laboratory in Alice Springs - it was from a 
31 year old male who was thought to have contracted his infection in 
Thailand. 

CONGENITAL MALARIA (Based on MMWR 29(1):3) 

A 28 day old Kampuchean boy was admitted to hospital with a 2-day 
history of fever and vomiting. On admission he was noted to have 
hepatosplenomegaly, thrombocytopaenia and monocytosis; blood smears 
indicated Plasmodium v:Lvax infection. Both parents, Kampuchean 
refugees, had be en screened for malaria on arrival in the United States 
2 months previously; r e sult s wer e negative . The mother had no history 
of ma l a ria except f or unexplained chi lls be for e delivery. The infant 
was we l l a t birth but had prolonged jaundice . 

The ch ild was succ£ss fu lly treated wi th chloroquine phospha t e ; • 
primaquine is unnecessar y in congen i t :1 I ma l aria infection becaus e of 
absence of an exo - e r yt hrocytic s t age . 

Cholera in Queen s land (cont' d from page 1) 

classical t heory a s sumes tha t t he continued presence of V. cholerae in 
water is dependent on re-contamination by clinical cases or carriers. 

In the case of the Queensland rivers, there is no evidence of 
continued re-contamination despite extensive efforts by Queensland 
health authorities to locate human sources. In addition, the extent of 
the contamination in the river, which flows through a relatively 
uninhabited area, is not consistent with a human source of contamination 

This poses the question that V. cholerae may adapt to the river 
environment and may maintain itself at a low level over long periods . 
time. During favourable conditions (at this stage, we do not know 
exactly what these are) the organism may multiply and may give rise to 
infection. 

Such a theory should not be too difficult to accept. It is well­
known that V. parahaemolyticus behaves in this way in a marine environ- 1 

ment. During winter, when the water temperature goes below 13-14° C, the 
organism is found in only very small numbers, but as the water 
temperature (and the amount of plankton) increases, the number of 
V. parahaemolyticus found in the water also increases. It is also known 
that other vibrios can be found routinely in fresh water. 

It may be significant that both the Queensland cases occurred in 
February - one in 1977 . and the other in 1980, and that although the 
organism has been found sporadically in the river system during this 
period, the numbers present in summer are greater than those found 
during winter. In Brisbane, the summers of 1976/1977 and 1979/1980 wer 
climatically similar. 



• -- 1 -

&DSTJlllI.& - COIUI.UIICULB DJ:SEASBS llTBLLiGBICB 

BEPOBTI.IG PUIOD -l, Lt· I - go • b - l - !,o BULLBTll ■DIIBBB go. 3 
YDIAL l.l)EITI1'J:CA%IO■S paoa CO■T-I80TI■G LABOJl&TOJlIES 

Vl RUS u li Vl ~A L A~TlGEN 

I t 
I I Ct'MR I 
t ( NSili) /I R AJiC 
I WVH I l.t.!> ii ) 
I (AC ) l 

I 
I PHH/ 
t f' iJV 
l (.NS W) 

l 

I l 
IFAIR- I 
U"IE1D - I BCli 
I ('IIC) I l VIC) 

I & 

ItlY S 
(SAj 

I 
tSTATE 
I llB 
I l\o!LDj 
l 

l 
15'.1'. AT E 
I l.All 
I l~A) 
I 

l 
I 
I 
tTotaJ. 
I 
I 

_j_ ___ ~ __ __. ________ _... ___ ..,. _________ .__ _____ _ 

I 
0100 ADE ~UV lliOS NUT TYPE D ............... j 
0101 ADEtHJV i .H.U !> ·.£" Yi'£ ·••·• · •·•····••••-••I 
010 ~ ADENuVl ilU~ TYPE L••••••••••••••••••I 
Ol Ol AOEkOV l i J~ f i PE 3 ............... . .. 1 
0 104 &DENuVI li0 ~ T YPE 4 •••••••••••••••••• j 
0 10 5 AU~ NUV I~US ~1E E 5 ••••••••••••• • ••••1 
0101 AO~juYl. RDS TYPK 7••••••••••••••••••1 
U10 8 ADEN uV.1.AdS ~IPE tl ••••••••••••••• • •• 1 
0 11 9 Al>r.; iWV ItWS TYPE 19 .••.....•..•.... • I 
0 199 AuENO Vl.hU !) TYi'i.tiG i'Et.D.1.MG . ••••• ••••I 
0~01 l~FL OEk~A A VI RUS ..................• 
0~02 i~FLOEjZA A Vl~US SOB~r~E li3iz ••••• j 
0203 Ikf' LIJEtilt.A. b Vl ROS •••••••••••••••••• l 
0 JU 1 1? Ali A1 1'1i'l.lt t ,BZ A V l. li US 'l' t .t.> E 1 ••••••••• I 
0302 PAli AI NF LD ' ~A H li US T I P!-: 2 • ••••••• • I 
030 3 li'ARA l.ttF' l.oEt.ZA 'l.UiU!:> 'l: :i &'E 3 ••••• •·••l 
040 0 RJ:;Sl'Iit ii '.l'.U HY S Y. ttCY'rI AL HiiOS (RSJ ••• I 
0500 Jili.LtWV l.hu!:i ( Al.L fiPli~) ••••••••••••• I 
06 00 a YCOPl. A$~A PNEOM U~l AE .....•...•..•. l 
0 70 0 Uti~I ibU!:>L !:>-PSJ.TIA CuS.LS ............. l 
Ob OO Cu XSACKI~VI ROS~S GRU~P A - NOT I 

T1~ED •••••••• • ••••••••••••••••••••••• • I 
ObU9 
0 82 1 
0902 
0903 
0~04 
0 90 6 
1009 
10 1 1 
10.:i2 
10.:U 

Cu XSA K.1 - U RUS 
CUX SAC.tU .E w.LdUS 
CUXSACKlhUlWS 
CUXS AO\..iEVliiUS 
CuXSACKLE. V1hUS 
CUii.SACKil Y.lh U!:i 
ECH OVl RO!) TY.I:'£ 
ECl.10 V L11 uS l ' I PE 
l!!CHuV..lR0S '1 1 P~ 
EC.RUVlliOS TIP E 

A9 •••••••••••••••••• 1 
A2 1 ..•........... . .. 1 
e2 ...... . ........... 1 
B3 ••••••• • •••••••••• a 
B4••••••••••••••••••1 
b-6 ••• . • ........... .. . - l 
9 •••••••••••••••••.•• a 
11 •••••••.••••• • •.•• , 
32 ••••••••••••••••••• 
33 •• - - - •••••••••••• - l 

I 
I 
I 
I 

11 
I 
I 

41 
I 
I 
I 

11 
I 
l 
I 
I 
I 
I 
I 

a1 
I 

' I 
I 
I 

I l 
11 
11 

I 
l 

231 
I 

11 

I 
l 
I 

1, 
I 
I 
I 
l 
I 

' I 
l 
I 

' I 
I 

11 

' I 
I 
I 
I 
I 
I 
I 
l 
I 
I 
I 
I 

4, 
& 
I 

I 
6& 

I 
21 

I 
1 I 

I 
I 
I 
l 

11 
21 

l 
I 
I 
I 
I 

• I 
1 I 

I 

' I 
I 
I 
I 
I 
I 
I 
I 

31 
l 
I 

I 
1 l 

I 
1 I 

I 
I 
I 

2l 
I 
l 
I 
I 
I 

' ' l 
11 

' 21 
1 I 

t 
I 

• 1l 
l 

1& 
1 I 
1& 
11 

I 
31 

l 
I 
1 

I 
I 

21 
31 

I 
I 

l 1 
1 I 

I 
1 I 
81 

I 
I 
I 
I 

91 
61 

I 
St 
1' 

I 
I 
I 

1 I 
I 
l 

11 
I 
I 
I 

51 

• I 
l 

I 
I 

1 I 
'41 
1 I 
2& 
1 l 

I 
31 

l 
6 I 

I 
1 I 

I 
1 I 

I 
l 

21 
I 

21 
1 I 

I 
I 
I 

11 
I 
I 

11 
I 

11 
31 

I 
I 
I 

I 
81 

l 
I 
l 
I 
I 
I 
I 
I 
I 
I 
I 

11 
I 
I 

1 I 
11 

I 
41 

I 
I 
I 

21 
I 

21 
I 

41 
I 
I 

10 I 
11 

I 
I 

I 
I 

1 l ,, 
21 

I 
1 I 
11 

I 
I 
I 
I 
I 
I 
I 
I ,., 
I 
I 
I 
l 
I 

1 I 
I 
I 
I 
l 
l 
l 
I 
I 
I 
I 
I 

15 
4 

12 
4 
3 
3 
8 
3 
1 

15' 
3 
1 
1 
1 
9 

13 
l 
7 

17 
1 

1 ,. 
1 
4 
3 
7 
l 
1 

5'1 
1 
1 



- '.l -

AUSTRALIA - COftBONICABLE DISEASES IITELLIGEICE 

ll.E~ull'rUlG PERIOD - ~'-I - I - 80 • 6 - ~ - go BOLLETIM IOIIBER ao. S 
IlBAL IDUTIFICATIOMS FBOB COITRIBDTIMG LABOllATOllIES-COITIIOED 

I 
& .1.t:Pl'lfi I 
I (1'~w) /1 .h..UIC 
I i-; V rl 6 (NS•} 
t (A.Cl' ) I 

I 
l i' uli/ 
I i-'UW 
6 lN!:iWj 
I 

I 
lYAIR-
lf lELl.J 
I (VIC) 
I 

I 

' I a(:li 
I (UC) 
I 

I 
ISTAT.!:. 

U!VS l LAB 
(SA.) I (Qi..D) 

I 

I 
I S'l'ATE 
I LAB 
I (W A) 

l 

l Tot.a J.. 

I 
I 

-------------~--------1---------------------·-----------
lluO FULlu~~hU~ Mut T~ Pdll•••••••••••••••I 
l10L ~ULluVlttU!:> TYP.1:: L••······•·······••l 
1200 liU!\i'!j ~ J.h .,!:, ••••••••••••••••••••••• • l 
1.;UO UEH~~s ¥l hUS ~BUUP-~ur TYPEO ....... , 
131.Jl tlt:,1P£$ ::.ihl'L.l::A. V.tilU.:,-r,iv 'l ' .1.· u , 1::.0 . •·•-I 
UOL .E:f'S'.i'~l.r.-cAii!i vlhUS (f..d VlhllSJ •••••• j 
U(U VAit .t.Ci::1.LA-L.U!:>lhR V.tR41!:>. ••• ••••••• •• l 
13 0b H~RP S !:>l U~!.~~ ~YPE l •••••••••••.•• j 
1.;07 n.En..i:'l:;!:, !>lrd-'l..l::X 'l ' Y'..t'.i:: L •• ••••••••••••I 
13~~ H~RPHS Vl HOS TY?l~b PE Ul~G •.•..... j 
1-.v ·a 
15 .. d 
l~LL 

15jU 
15], 
153~ 
l:>lil 

CuAl~LLA ~Oti , Eli ■ •••·••• • •••·•·••••I 
M~ASL.t;!> ~ iht.l s ....................... l 
.tl.UbELLA V .Ln.iJ.!:> •••••••••••••••••••••• t 
H~PAfltLS A VI RDS .................. t 
rlll~Alll~~ h A~~lbh ••••••••••••••••I 
BHfAT~l~~ A &hTib UUY .•.....•••.•.•• & 
CrlLA&iD~A A - rn~c ~y~~ --·········-1 

1~St> OH - t:.t'.l' ul'lEG.lLu~.iJ:tOS •• ••••• ••• ••• .& 
1 ~6 4 h u .tA -J' u. us. - .••••••••• - • - •••••••••••• I 
15~~ h~t~Ru VliiUS TYPI~G PE5DING .....••.. J 
au s !:> a 1 'IE t. IJ J.» tJ!:> •••••••••••••• I 
A!:>~kuVuhJ~ ••••••••••••I 
.uEtH,IJE ---··-·--··-· Total .......•....••.......•.•••••.•••.•• 1 

l 
I 
I 

71 
2 I 

101 
I 
I 

ta I 
331 

I 
151 

I 
21 

I 
11 

I 
19 I 

2. l 
I 
I 
I 

ll 
I 

1371 

' I 
l 

31 
l 

11 
l 
I 
I 
I 
l 
I 
I 
I 
t 
I 
I 
I 

1i 
l 

31 
I 
I 
I 

14& 

i I l 
I I 1 I 
I I I 

51 21 I 
I 1 l I 

11 1 I 1 I 
l i I 

11 I I 
1 l 19 l I 

I 23 t I 
3 t 11 I 

I I I 
1 I 1 I I 

I 21 I 
I t I 

7 I 27 t I 
I t t 

21 I I 
i., 12.1 21 
31 111 t 
9t I 51 

I 1 I I 
I l 6 
I I I 

sz., 1171 531 

' I 
1' 
l I 

t 
1 I 
3 I 
1 I 
91 
6 
1 
s 
2 
5 

5 
4 

3 
2 
If 
2 

86 

I 
I 
I 

5 l 
I 

29 I 
I 
I 

• I 
I 

l4a 
31 
71 

I 
31 

l 
I 

31 
I 
I 

21 
l 

2 I 
1021 

I 
I 
I 

31 
I 

321 
I 
I 
I 
I 
I 
I 
I 

5'1 
s, 
41 

I 
381 

91 
1 I 

I 
H 

l 
I 

1091 

1 
1 

26 
3 

16 
3 
2 

33 
62 
s 

.34 
8 

21 
5 

47 
4 

59 
36 
17 
21 

6 
l 
2 

672 
__________________ __i ___ __,_ ___________ , ___ -1 ___ -1 _______________ _ 
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AUSTRALIA - CO!!UNlCABLE DISEASES INTELLI GE~CE 

PERIOD : J.L.J// I 80 to b I :l/ ~0 •••• (80/3) 
Yira1 Identifications by C1inica1 Infor ■at..ion 'l'ab1e l. 
Code 00,99 -No i11 or data; 01,02 ,11,12 -Res piratory ; EJ -Enceph­
alitis; ft3 -!eningitis; 04 -Paralysis; 05,13 -C)S other unspec.; 
07,49 -GI; 17,47 -Hepatic; l9 -cvs; 89 -urinary; 06 -skin/aucous. 

I 
t No-ili. l he:., 1-,it- 1l .11Ce i- ';j '.'! enj1,s 1Pa;d- I C :\ ~ 

V nrns UJ:}. Vi-ii.A L AN·r1Gl:! N I oc l dl0 1 J i a 1 itl~ j- iti3 11y ~ i ~ I OL~~ r Gl 
I ddtd I l I I I Uil!c t' l~L-1 

_...__ ______ ~ __ __l_ ____ L ____ _.1_ __ ~ 

I I I 
01 0U l\DENUV'i. ll OS NUT t•:tt,ED •••••••• ••I 1 1 51 
0 10 1 Al>E t, OVI hUS 'l' i'l':E. 1 .••••.•••••• • ( I 2 1 
0102 AOX:NO V1£lJS 1'Hf: :.! • ••••• • •••••• I 1 I 31 
01 03 ADE h0VI ROS rYPt J ...... . ...... j I 21 
01 0 4 AlJEN UVIIO S Tit'E i. ••••••••••••• t I I 
0105 AOENO Vl irn 'Hl?E 5 ••••••••••••• 1 I 21 
01 07 ADEN OVI RUS TY V~ l ............. t I 31 
011 9 ADENOl/1 .uU S '.l'H' E 1~ •••••••••••• I 1 I I 
0201 I NFLUF.:N :Z.A A Vl.RUS. •••• • •••••••• I I Z i 
0.L.02 lN.l.'LU ENZA ;, VIROS S l l L .i' :tPr: B 3 :1:C. 1 I 11 
0203 IN .f'LOE N't. A B Y.lfaO!:, •• -••••••••••• j I 11 
0301 P ARAI NF I.O f~~Zil VH .uS 'll1 .l'.: l •••• 1 I 11 
030 :.i: P ARAI N.r'LOENZJ\ VIf<U~ '.t Y, ' !:. "- ••••I I 9 
0303 H HAlH LUENZA VlliO~ '1'i d . 3 •••• 1 I 9 
0400 BESPI ~ATORI l NC YTIAL Vl ~ LJ~ I I 

( RS) •• •' • ••••••••••••••••••••••••• 1 I 3 
0 500 Rli.iNOHI1lJS ( AL L 1-Yf'.t:;$) •••••••• I I 3 
0600 ~YCUPLA S~A FNEO~ u •IA £ ......... t 31 9 
0800 COX SACKI E'H.11USES ,;.u: l, li.t' A - tl u'.l' I I 

TIP .ED •••••••••••••••••••••••••• ■ -l t 
0809 CUXSA CKl EVIliUS A9 ............. f 11 
08~ 1 CUXSAL7{1Evl U.S A2 1 ............ j I 1 
090 2 CU X'SACK l.E.V l 0.S B2 ••••••••••••• I 2 I 
090 3 COXSA CKIE V l. R I S B3 .......•..... I 1 I 
0904 COXS!CKl EVIRUS fiij ••••••••••••• 1 I 
0 9 06 COXSACKlEV l h.OS Bb • •••••••••••• t I 
1009 EC.liOVIBOS TYi!~ 9 ...........•.. j I 
1011 ECHO VIRUS l YPE 11 ............ -1 121 3 

I 
I 
I 
I 
I 
I 

1 I 
I 
I 
I 
I 
I 
I 
I 

1 I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I ,., 

I 
2 1 

I 
1 I 

I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 

2. I 
I 

1 I 
11 
21 
1 I 

I 
161 

i 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 

1 I 
I 
I 

I 
21 
2. I 
51 

I 
1 I 

I 
I 
l 
I 
I 
I 
I 

1 

1 
1 

I 
I 

5 I 

lit:r>a 
-t.ic (. ~ ~ 

j 

I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 

I __ L__...J-. __ _._ ___ L-- _j_ __ 

3 

I . 1.l. I ~, Ju fl / 
- ul j I u, J .C~, 

I I JI, t _~ " ' lJ 

j __ L _ __ 
I 
I 1 
I 
I 1 
I 
I 
a 
I 
l 

1l 

1 
j 

I 
1 I 

I 
I 
I 
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- 1 -

lDSTRALil - coaftONICAhLE DISEASES INTELLIGENCE 

PERIOI) : J 'f I I I zo to ' / ;;;._;-sc ••• (SOJ-3>) 
Viral Identifications by Clinical Inforaation Table 2. 
Code 10 -Eye; 59 -Genital; 39 -Endo/sal gland; 
38 -RES; 29 -ftuscle/joint; 69 -congenital; P8 -Pou; 
G8 -Pever/llalaise; 09 -other; Al -SIDS 

I 
I ~ u~; ~i.c I ..: H -

VLdOS UR VlliAL AN 11~M ~ 
I Gen- 11 1.,uo/ 

.1::y e I it..c.d. I .s-a l 1/ J O J.J. t j y en i t - I lul.J 

I I g ld ni. I I c.1 .1 I 
__________________ _.. ___ ~------1---~----J--

0100 ADENUVl ROS bUT TY~ SD .......... 1 
0101 ADENUVl hlF YJ>l:: 1 .. ••••• . ...• .j 
0102 AD RNOVIR05 T~~E 2 ............. j 
0103 AD .ENUUi.<0S 'l'Yl'T~ 3 ••••••••••••• I 
0104 AllENUVlRUS TY PE 4 ••••••••••••• I 
0107 ADEN UV mo T~ E 7 ............. I 
0108 AUENUVIROS TY E b ••••••••••••• 1 
0302 PARAlNFLO ~NZA VlkO S TYPE 2 .... 1 
0303 PAHAlNFLU~~ZA VI UOS TY~E 3 .•.. t 
0600 ftYCUPLAS~A PNEU~UNlAH ........• 1 
0700 URNlhlOSlS-PSl.'r'.l'ACOSl.S ......•. I 
0809 COXSACKlEVlRUS A9 ........ •••••I 
0902 CUXSACRlEV'IRUS 82 ••••••••••••• j 
0Y04 COXSACKI~VI~OS Bq•••••••••••••I 
1011 ECliOVlP.05 TYPE 11 .. ..•........ j 
1200 MUrtPS VIBOS .•..•......•.•. -•••I 
1301 HELPhS SI~ LEX Vl ~OS-NUT TfPEbl 
1302 EPSTEl -B~HH VlkUS teB VlkUS) •I 
1306 HERPES SlMPLEX ~YYE 1•••••-•••I 
1307 HERPES SI~PLEX T~ ~E 2 ......... 1 
1q01 C0XIELLA bUkN£1l .............. J 
1!>21 HEASL.I::S VlhUS ••••••••••••••••• 1 
1~22 kUBELLA VIRUS ................. j 
1541 CHLA ~YDIA A - TBlC rYPB ....... 1 
1S56 c~v - CITUHEGALUV1HDS •..•..•.. , 
BOSS RIVER Vl 0~ ••••I 
DENGUE (Til-'E 3) .... j 
Total ............................. :1 

• ~---- ------- ----- .. 

I I 
2 I I 

I I 
1 I I 
21 I 
1 I I 
21 I 
3 I I 

I I 
I I 
I I 1 
I I 
I I 
I I 

I 
1 I 

I 6 
21 l l 

I I 
2 41 I 

601 I 
I 2 t 
I I 
I 41 

1 201 I 
1 I 11 

I t 
I I 

15 1061 141 
I 

I 
1 I 

j 

I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 
I 

1 I 
2 

-

I 
I 
I 
I 
I 
I 
I 
I 
I 

1 I 
I 

21 
I 
I 

4 I 
1l 
81 

I 
I 
I 
I 

' I 
I 

4 I 
I 
I 

41 
I 

-

--·----- '+_ 
11 ~ve i. 
l/ 1110...1. - jL>"l.. u e r I !: 1 D~ 

I a .l Se I I 
I I __ _J__ __ 

I I I 
I 1 I 
I 1 I 
I I 
I 1 I 
I 1 I 
I 3 I 
I I 
I 1 I 
I 4 • I 6 I 
I H I 

1 I I I 
I 1 I I 

21 31 I 
Si 6i 1 I 

I 41 I 
I 31 I 

1 I 11 I 
I lt I 
I I I 

131 131 l 
I 2, 1 I 
l I 1 I 
I I I 

1 I 1 I 41 
I 1. I 
I 1 I I 

23, 571 81 
l __ L J 
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- 2 -

AUSTRALIA - coaaONICABLE DISEASES INTELLIG~NCE 

PERIOD : ::2 4 / / / 30 to b / 2.. / 80 • • • • (~Of~) 
Viral Identifications by Clinical Inforaation Tdole 1. 
Code 00,99 -No ill or data; 01,02,11,12 -Respiratory; E3 -Enceph­
alitis; ft3 -fteningitis; 04 -Paralysis; 05,13 -CNS other un.spec.; 

07,49 -GI; 17, 4 7 -Hepatic; 19 -cvs; 89 -urinary; 06 -Skin/aucous.-cu111Tl.Ji OEO 

I I 
1i-. o-illtf<e.sp ir:t l' u-:e1, ,i1 ~ ~ui 1,s jt'aLd- 1 Ci, :., I I t.-;p,~ I 

VI BOS u 8 VlhAL A~11GEK I oi: la. tor:y j dll.t.1. !::> t- :d.i. s ( .ly:...i:::, l <Yll,eJ. I Gl I -t..i.c I 
I du td I I I I I Ufi;;,r-e : l I I 

__..__ ___ J __ ~ _ __j_ ___ j___ ___ 1 _____ L_ __ 1 ___ 1 

10 32 
10 33 
110 2 
1200 
1300 
1301 
1302 
1303 
130b 
1307 
1401 

ECH UV llUJ S TYl'.t: 32 .•. •• •••••••• I 
EC!'IO VIB.US TYPE 33 ••••••••••••• , 
PULLUVI a us TYPE 2 ............. 1 
MU~P S VIRu S ................... 1 
BE~PES VlliUS GROOP-~UT rYPED .. j 
fil::liPES ~U!PLEX vn US-l'iu'.I' TYPED I 
EPSTEIN-bAtlR VIRUS ~b VIRUS).! 
VA RICELLA-ZOS 'I'ER V nw.s ........ , 
llERl'E S SlMl'LEX TYP E 'I ......... j 
HERPES Sl~PLBX TYPE 2 ......... 1 
COXIELLA. BORNl::'l'I .............. j 

1~21 ttEASL ES VI KDS ................. j 
1522 R lJhELLA VTRUS ••••••••••••••••• j 
1530 HEPATITIS A VIRUS ............ _, 
1532 liEPATI~LS B ANTIGEN ........... j 
1535 HEPATiTLS A ANTIBODY .......... j 
1541 CHLA~JDlA A - TRlC flPE ...... -f 
1~56 CMV - CXTUMEGALUVlftOS ......... 1 
1564 ROT AV1R US ..................... t 
BOSS RIVEB VlROS ••••I 
ASTROV1RUS ••••I 
DENGOH (TYPE~ •••-I 
Total •.•••••••..•..•••..••....••... , 

I I I I I I I 
1 I I l I I I I 

I I I 1 I I I I 
I I I I I 1 I I 

11 21 11 9 l 1i 11 I 
I I l I I I I 

91 41 I 1 11 21 l I 
1 I I I I I I I 

I I I l I I I 
I 11 11 I I 1l I 
I I I I I I I 

5 l 3l I I I l I 

1 
1 

15 

38 
14 

1 

1 
110 

I I I I I I 
31 I I I I I 

I I I I I 41 
i I I i I 321 
I I I I I 41 
I I I I I I 

21 11 I I 11 I 21 
I I I I I 171 I 
I I I I I I I 
I I I I I 1 I I 
I I I I l I I 

74 I 9 I 37 l 11 5 I 39 I 42 I 
~---L __ _L__ 1 I 

CV J 
lh:in l !.. lu ls/ 

- a1y I lll l,<...::, 

I U1ba!J 

I 
I 

i I 
I I 
i I 
I I 3 

1 i I 31 
I I 
I I 2 
l I 22 
I I 4 
I I 2 
I I 6 
I I 18 
I I 
I I 
l I 
I I 
I 41 1 
I I 
i I 2 
I I 
I I 

31 51 102 
I 1 ____ 



12th 1, kl p- • d f 1979 ..... 4 ~ee y . erio or ...... . 
80/3 

• • • • f' • 

3.11.79 - 30.11.79 inclusive 
- --··--•·--·----·- -----·-··-----------·------- ----·---------------,,,cu"""z."-:u-:cc:-LA-'l--'IV ___ E ___ _ 

Dl3E..':.SE Ql..') 

.Am oe bias is I 
--1 

I 

---·-<---~-----------~,,-.-----------

lb 
I I I 1+7 

--· I 
,\rb:,v;__rus :l.ni'oct5. on s 4 I 
Dn:.cclloz.:.:i 

IO J.. ~ 

~ .t, Ch.cn...-~-cr_o_i_d __________ l---+---+----+...;c..;.-+--+----+--;---+---{---..;;./_,'f.__ ____ _ 

I 

-------------1,---··· ·--~-----+----if---l----+----+--+---+---"1"---------
Diilhtilcria ----------------1----~---1,----1---;----1----1---t----t-----1---
Donov:mosis q " '"-
G i .!I'd fas i::: -,· -
Gonococc r..l opht11~lcic. ncono.t or--lu: -

Ito /58 lr>1 J,S lo i~i 
Hepditi s !·. (ini'ectious) a.i II ,, .a 7 * '· 100 
!Icpditis D (:;eru11) 51 I 
!{ept".titi:; - u:\:ipccific<l Cf * 77 
Eydntid tl i ::.c::.sc 

Lucior.n&l rc3 discaso --------------+----•----+---+--+--+---i---+---+---·-i--------·· 
I 

Le ;-ito:;piro:iis q I I 
L;:;:npho:;r~.?:,.11 ot;i~ vc 11crrw~ 

-
LI- ~'-.....+-:3~--1---+---i--ll----+---'7.........._ 4, __ 

1-:on-t.!)~c.L:':i.c uri?t!!rL'Li:; ·- 1· -
0 - :r.- ,,·-i --t "r-!0_:i_i _s _________ t----,-- , ---1:---1---,-1----1--·-r-----t- ··-----r-----"1 

'·- - ----->--+-------+---t---t·--4--· • -------
J'r:rlu •~i ::; (,::ioo_oinr; co~,): ) , I U I?~ 
~--··-------!-·--~ . - --~f---+--~---f--~--

Pluc:t: c I I I 
;~~--c-1-:i.t ___ i=n===========------t·=·=·~~~:~r---j~- __ . ·------~~~~:~:~:~~~~=-i----_,--- - -----·-· 
~-~c·mr____ _ ___ S/ I q \ / 31 )/- L---~---·i----+---·S_l+_f _ ___ _ 

~~~~:.s_ _______ _ --~ ...... -----~--~ 1... . I ____ !__ L-----~------------------·----
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17.. Jr J.. J~?I.. 

~$' l.rO i,ar 
" 

_ ,_ 

I -
_r,C'f -- -J.Lu J'l 1¥ 

--
I u. 

I --
1-lE- IS 13 

Typhoid. fc·r~r 
~~ 

.J 
--------------+-- ,- + - - -+- ·-t----t---·- ------------

Vi bri o pi:.rd!o.cuol ;,rticus i:1fcct ions 
.,_ 

-
Ycl l o·lf Paver 

I -----------------+---+---+-' --+-- -t---t---t ··-~--+---+-----~--
Ycrsinia entcrocolitic:: ~ccticll :, _ --

Do.to. collcct~l under t2.:.e lrotifi co.ble Disercsei; Ret urns Dey bc:;.r littl e o .. • :-,o correl:!ti011 to t :1o.t 

c ollected under the g!,J. lobo;•o.tor-.r :;chc:::c . lihil:;t t he l etter :\.s o. ~~pl inc-; p ·o{;ro.u, t !le Hoti!'iabl e 

Di sc :i.s es c.a.to. is ,~cperucnt upon volur,t.!.ry rcporti:tll; l>y nedictl pr actitioner s et c . 

* Corrections made to the c umulative total since last report. 

Ankylostomiasis + 10 cas es for N.T. 

Hepatitis A + 2 cases for N.T. 

Hepatitis Unspecifie~ 2 cases for N.T. 

Tuberculosis + 1 case for N.T. 
6 cases for Vic. • 




