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VIRUS REPORTING SCHEME - Since there was no publication of the CDI over
Cl.ristmas-New Year, this issue contains a compilation of the virus reports

for the two periods, 11 December to 24 December 1980, and 25 December to
7 January 1981 (i.e. four weeks).

Complete computer tabulation of the 1980 data reported to the CDI is
being prepared, and will be sent to contributing laboratories. Other
readers requiring copies should write to the Editor.

A total of 1187 reports were received for the two periods.
Reports of interest include:

. Two arbovirus group B infections, both clinically dengue, were
reported by Fairfield Hospital, Melbourne, in a 25 year old man
and a 20 year old woman who had travelled together in Sri Lanka,
India, Burma and Thailand. Both had been referred as outpatients
for the investigation of diarrhoea. Giardia lamblia and
Campylobacter fetus subspecies jejuni were detected in faecal
specimens of both patients. In addition, Shigella sonnei was
isolated from the man, and Salmonella hvittingfos from the woman.

. A fatal case of Legionnaires' disease was diagnosed in an eight
year old child at the Princess Margaret Hospital, Perth.
Laboratory confirmation was made at the State Health Laboratory,
by immunofluoresence on a lung biopsy.

. Kawasaki disease was diagnosed in a two year old girl at the
Royal Alexander Hospital for Children, Sydney. The patient gave
a serological response by CF to parainfluenza virus type 3.

. E.coli bacteremia was diagnosed at Fairfield Hospital, Melbourne,
in a 66 year old man presenting with a four week history of inter-
mittent fever. The organism was isolated from a bone-marrow aspirate
and blood culture.

. Salmonellosis was diagnosed by the Enteric Diseases Laboratory,
Perth, in sixty health surveyors and workers from the Health
Education Department. Undercooked pork was the suspected source.
S. give was isolated from eight patients, S. ball from five
patients, and two patients excreted both serotypes.
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ADVERSE REACTIONS TO HUMAN DIPLOID CELL RABIES VACCINE
(Based on MMWR (1980) 29:609)

The Merieux human diploid cell rabies vaccine (M-HDCV) has been available in
Australia for rabies post-exposure prophylaxis for the past two years. The
vaccine has largely replaced duck embryo vaccine because of the higher levels
of antibody stimulated by fewer doses of vaccine, and fewer adverse
reactions. This article on the safety and efficacy of M-HDCV is an appendix
to the recommendations for vaccine use detailed in CDI 80/16. In a 12 week
period from 23 June 1980, approximately 25 200 doses of Merieux human diploid
cell rabies vaccine (M-HDCV) were distributed in the United States. About

2 500 people who had received prophylaxis with HDCV during this time were
surveyed by the CDC for adverse reactions.

Four patients (one per 625 treated) had systemic allergic reactions ranging
from hives to anaphylactic shock. Although two of the patients reported
allergies to other drugs in the past, the other two gave no such history. .
Two of the cases were complicated by simultaneous administration of human
rabies immune globulin or tetanus toxoid. In two of the cases however,
repeated administration of the vaccine alone resulted in the appearance of
the adverse reaction.

Four cases of fever and severe headache (one per 625 treated) were seen.

The febrile headaches were not associated with stiff neck or other signs of
meningitis or encephalitis. The symptoms characteristically resolved within
24 hours, and occasionally, but not invariably, recurred following additional
injections of M-HDCV.

Other systemic reactions occasionally reported were chills, diarrhoea,
malaise, headache without fever, and fever without headache. Local
reactions, affecting fewer than 25% of persons treated, consisted of redness,
swelling or pain at the site of injection.

Although two of the persons were admitted to hospital or observed by a
physician because of severe allergic reactions during administration of
successive doses of vaccine, in no instance was it mnecessary to discontinue
the post-exposure prophylaxis regimen.

The adverse reactions noted in the above survey have been similar to those
described in European trials(1,2), However, a single case of Guillain-Barre
syndrome was observed two weeks after the second prophylactic dose of

M-HDCV in a 14 year old Norwegian boy living in Zambia(3). The patient
recovered. A cause-effect relationship between Guillain-Barr€ syndrome and
M-HDCV administration was not established.

No deaths, or cases of rabies or encephalopathy have been reported in the
United States following vaccination with M-HDCV. In addition, there have
been no documented cases of failure to develop protective antibody when the
five dose post-exposure prophylaxis regimen has been adhered to. (In
Australia, a sixth 'booster' dose is recommended 90 days after initiation of
vaccination(4>).
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LEPTOSPIROSIS - VICTORIA

(Based on Fairfield Hospital monthly report, November 1980.)

Three leptospiral infections were confirmed at Fairfield Hospital, Melbourne,
during November:

. A 64 year old man was admitted with a four day history of fever, rigors,
severe headache and myalgia. On examination he was febrile, and had
marked conjunctival suffusion. Cerebrospinal fluid examination was
normal. Leptospirosis was considered the likely diagnosis on epidemi-
ological grounds, since the patient had been working on the dairy farm
of his son who was recovering from a similar illness. Initial blood and
cerebrospinal fluid samples were inoculated into leptospiral EMJH
culture medium, and after one week the blood cultures were positive for
leptospirae under dark ground microscopy. This is only the second
isolation of the organisms from blood cultures at Fairfield Hospital,

" since isolation requires specimens taken during the first few days of
illness (normally prior to hospital admission) and definitive culture
conditions.

. A 15 year old boy developed leptospirosis as a result of contact with
cattle on his father's weekend farm. He was admitted with fever,
headache, enlarged glands and a low white cell count. No antibiotics
were given, and his fever took 12 days to resolve. Diagnosis was
confirmed serologically, but the serotype has not yet been determined.

. A 47 year old dairy farmer presented with a five day history of fever
with rigors, severe headache and myalgia. Cerebrospinal fluid examin-
ation on the third day of illness was normal. On admission he was
noted to be afebrile and mildly jaundiced, hepatosplenomegaly and skin
petechiae were present, and he complained of severe headache. Repeated
cerebrospinal fluid examination showed an aseptic meningitis with
xanthochromia, 650 leucocytes/cmm (93% polymorphs), 580 red cells/cmm,

. a total protein reading of 1405 mg/l and a normal sugar level. His
renal function deteriorated with a serum creatinine of 0.63 m mol/l and
a blood urea of 43.2 m mol/1l, but this, together with his liver
dysfunction, later returned to normal with clinical recovery. Serum
samples showed seroconversion to Leptospira hardjo to a titre of 1:8192.

Most cases of leptospirosis present without jaundice, either as a self-
limiting febrile illness or with an aseptic meningitis. The last case
indicates that leptospirosis can occasionally produce severe disease in man.

GASTRO-ENTERITIS OR LACTOSE INTOLERANCE
(Based on CDWR (1980) 6:238)

Gastro-enteritis is caused not only by a variety of infectious agents, but
may be the result of an enzyme deficiency which prevents proper digestion of
the disaccharide sugar, lactose. This lactose intolerance is classified as
primary, secondary or congenital. If there is no underlying intestinal
disease, the syndrome is defined as primary, and if there are underlying
problems, as secondary. Congenital lactose intolerance (alactasia) is rare(lz
Since the gastrointestinal upsets resulting from lactose intolerance can
mimic food poisoning, not only doctors, but also persons involved in the
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follow-up of food complaints, should be aware of the. syndrome.

Most children and many adults consume milk and milk products which contain
lactose, e.g. cow's milk with 4-5% lactose and whey powder with 65% lactose.
Utilisation of the sugar is normally through the action of the enzyme
lactase. However, after weaning many persons gradually decrease its
production. The lack of lactase (hypolactasia) subsequently prevents them
from digesting lastose, and gastrointestinal symptoms such as gas, bloating,
abdominal pain, indigestion, excessive flatulence and diarrhoea often
result. The condition is caused by acids and other biproducts made by the gu
flora fermenting the unutilised lactose. Symptoms usually develop one to
three hours after ingestion, although the incubation period may be as short
as 30 minutes or as long as 12 hours.

It is estimated that 33 million persons have low lactase levels in the
United States alone. Racial or ethnic background seems to be an importan
factor. Those whose ancestry stems from northern Europe suffer the least
from the condition (10-15% of the population), while Orientals, Indians,
Arabs, Jews, Negroes, Eskimos, American Indians and Australian Aboriginals
are much more prone to hypolactasia (44-100%). The apparent genetic
variation in lactose tolerance probably results from the consumption of milk]
over many centuries, as has occurred in Northern Europe, so that a larg?
proportion of the population continues to produce lactase after weaning 2),

Patients with hypolactasia who know that drinking milk can create problems
usually reduce their consumption. Symptoms may be dose related, so that
one person can consume one litre of milk with no symptoms, while another
cannot drink any.

However, many individuals suffering from chronic gastro-enteritis are unawar
of their enzyme deficiency, and may consult a physician who does not
recognize the condition. Lactose intolerance may be suspected if:-

. There is a family history of milk-related problems.

. The patient belongs to a high prevalence racial or ethnic group.

. The patient has been drinking more milk recently, e.g. a milk
diet prescribed for a peptic ulcer condition, or the consumption
of a large quantity of lactose at once, such as more milk or ice
cream on a hot day.

. The case is an individual attack of gastro-enteritis, and not the
result of a number of people becoming ill after a foodborne out-
break.

. The short period of time between the consumption of milk and the
appearance of symptoms.

. The existence of an unrelated intestinal problem which may be
aggrevated by hypolactasia.

If lactose intolerance is suspected, the easiest test is to have the

patient avoid milk or milk products for two weeks. In addition to cottage
cheese, yogurt, ice cream and other dairy products, certain non-dairy
products, such as baked goods, may contain lactose in the form of whey
powder or skim milk powder. If free of intestinal problems during that time



confirmation of hypolactasia can be achieved by the onset of symptoms
within a few hours after drinking two large glasses of milk, and further
specific biochemical tests. The protein component of milk may cause
allergies unrelated to hypolactasia, but these can be distinguished by
giving the patient pure lactose.

For most people suffering from hypolactasia the treatment is avoidance of
lactose-containing products. For manufactured foods, labels listing
ingredients should be carefully checked for lactose or lactose-containing
components. Individuals with some tolerance should be encouraged to
experiment with various types and amounts of food to determine their normal
acceptable limits. However, travelling often presents problems, since a
lactose-free diet can rarely be obtained on aircraft or in restaurants, and
brands of food will probably be different from those available at home.
.Microbial lactase enzyme can be added to milk which is incubated for about
24 hours at refrigerated temperatures and then consumed, or taken as
tablets during the eating of lactose-containing products. Further inform-
ation on lactose intolerance can be obtained from the listed references(3-6).

Editorial Comment

The incidence of lactose intolerance in Australians of European descent

appears to be low(7), while in Aboriginal children the incidence appears to

be as high as 80%(8) . However, Aboriginal children have a high_incidence of

malnutrition and gastrointestinal infections and infestations 9) which are

known to predispose to secondary lactose intolerance. Studies indicate that

the condition is usually temporary, and the true incidence of lactase

deficiency in older Aboriginal children and adults is not %ngyn

addition, the wider use of pre-hydrolysed low lactose milk and prepar-

ations of dairy based carbohydrate-free fogmulas designed to provide

similar fat and protein content to mllk have facilitated the planning
‘of nutritional rehabilitation programs. Further cases of this syndrome

may be seen by doctors and health workers because of the increasing numbers

of Vietnamese and immigrants from other high prevalence areas settling in

Australia.
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HEPATITIS A OUTBREAK IN A DAY-CARE CENTRE - U.S.A.
(Based on MMWR (1980) 29:565)

From 11 January to 22 May 1980 an outbreak of hepatitis A, involving omne
suspected and 17 confirmed cases, occurred in a child-care centre in Texas.
The index case was a five year old child, followed by infection in the
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director of the centre two weeks later. Over the next 14 weeks, two other
children, an employee of the centre, and 13 household contacts developed
hepatitis. The centre was kept open, but took no new admissions until the
outbreak had terminated. The centre employees and parents of children were
recommended to receive human normal immunoglobulin (NIGH) prophylaxis.
There was no evidence of spread of the outbreak, even though some parents
transferred their children to other day-care centres in that period.

In the USA, between 9-12% of hepatitis A infectio?s or hepatitis, type
unspecified, are estimated to be day-care related 15.

Characteristics of such outbreaks are:

. Hepatitis in children of day-care age is usually asymptomatic.
Household contacts are often infected as a consequence of spread
within a centre, and generally constitute the majority of
recognized cases.

Children in nappies age two years or less are most likely to
transmit infection to household contacts; children age four and
older rarely spread infection beyond the centre.

Detection of outbreaks is therefore dependent upon centre directors,
parents and health authorities recognizing that cases in families of
children attending a day-care centre may indicate asymptomatic transmission
among children at that centre.

The presence of children in nappies is a primary factor in facilitating
transmission, and prevention and control of infection should focus on this
group. Appropriate hygienic standards should be endorsed, particularly in
the washing of hands of staff and of young children who cannot wash them-
selves adequately. Changing surfaces should be impermeable and should be
regularly cleaned and disinfected. A fresh solution of a 1:32 dilution

(% cup per gallon) of household bleach in tap water is a suitable disinfect-
ant. Accessory items (e.g. cans of baby powder, jars of vaseline) should
also be disinfected daily, as they can be inadvertently soiled during <
changing. . |

Overall control measures include the suspension of new admissions, or they
should receive prophylactic NIGH before entering. Centres need not be
closed. Parents should be discouraged from transferring children to other
centres.

The efficacy of administering NIGH in such outbreaks is being evaluated, but
it would appear that even the presence of one chilid or employee of a centre
that has children under two years, necessitates the recommendation of NIGH
prophylaxis to all centre children and employees. In addition, any new
children admitted to the centre within six weeks of the last case should
receive NIGH. Where cases are recognized simultaneously in multiple
families at a single centre, administration of NIGH to household contacts
of children age three or less might be considered. In those centres having
only children age two and older, spread is less likely after an index
infection, and NIGH should be considered only for centre staff and for age-
group contacts of the infected child.

Reference

1. CDC Hepatitis surveillance report no.45. May 1980




-1 -

AUSTRALIA - COMMUNICABLE DISEASES INTELLIGENCE

]

REPORTING PERIOD = //- /d - 80 & 7- /- &I BULLETIN NUMBER o &/ / ! E
VIRAL IDENTIFICATIONS FRON COETRIBUTING LABORATORIES
| | | | | | I | I
R L | ICPBR | | PHH/ | FAIR- | =) ISTATE JSTATE ( . .
VIRUS UR VIRAL ANTIGEN | (NSW) /| KAHC | POW |FIELD |} KRCH | IMVS | LAB | LAB |Total
. . )} wvd | (NSW) | (NSW) | (VIC) | (VIC) | (SA) (QLD) | (waA) |
| (ACT) | | | | | | H |
i i | | i } | | i I
| I | ) I } | } |
UM0U ADENOVIRUS NOT TYPEDeeescecceeccccccaal 2| 1l < wdf | < SROEN: Y 4 R L R A
0101 ADENOVIEUS TYPE lececccceccccccccccel | 11 11 1 21 61 I 1 12
*,Ao 10,‘ ,AQEEQY_J-RQS I,X,E!:, _AS,L? s$Sheascoeassossass l,,, il - l- - 1 - s l Zl - = 2.1 — 6 l = 3 - -A~A.._Lw,, e ._,.q,l_.___.., _IL
Uilua ADENOVIRUS T!PB Saoo-co-oooooo-cooc‘ ‘ . . . . ' ' 1‘ 1
w0305 "RDENOVEIRDS TYRE 5 .0 sdecannassesamata) . Ff | S L) [ ARERTY L Uk ] 21 3
0106 ADENUVIBUS TYPE Gececcceccccccccacal | | i | | 4| | i 4
0107 ADEROVIRUS TYPE 7eecscccaccccscacscal N I | [ | Bloa culal sk i 1
U119 ADENOVIRUS TYPE 1Ycccccccccccccccasl i | ) | i 31 | 14 17
0799 ADENOVIRUS TYPING PENDINGececaocecee] | 11 | | 8} 31 s No i SR v o
U20% IRPLUENZA A VIRDScsicussssniasnsans} 2\ i 6} 21\ { | 1) \ 11
0203 INRFLOENZA B VIERUScecccaccscosscascel i i 21 3 i NP ey (LA TN i (5]
0303 PARAINPLUENZA VIKUS TYPE 3ececcecee] 1 51 | | 11) | 3} 2 22
0399 PARAINFLUENZA VIKUS TYPING PENDIKNG.| | | | I | 2} o 1) a8
U400 RESPIRATORY SYNCYTIAL VIRUS (ES) ee«|) 1} 21 | 2} 714 51 31 21 22
0500 BHIROVIRDS (ALL. TYPES) sesanasesnnsel 1 | | 4y 4| g 4 QENRINES | ¥ Bl SR
06UU MYCUPLASMA PNEUMUNIAEceecccecoceccenl 6| ' 17} 4| | i 74 31 37
s D100 ORNITHOSIS—PSITIACOS Sesecanannsneel. . K} . o} "o f. i ] 0o e B AR R i 2
0300 COXSACKiEVIRUSES GKOUF A - NOT | i | i | | i | i
R B S e e s n & SAs SuT e E e ol | | | | i | LY ¥ 2% ¢
0809 COXSACKIEVIRUS A9.cccccccccccocccacs] : | | 2} | i 3| 1) 6
U8 "COXSACKIEVIRUS A¥beacoccnconsssnsss) 1 | | 21~ 1 - " 1 M sl M
0901 CUXSACKIEVIAUS Bleeecccowsascacosccece] ; ) i i 1 | | | 1
0902 CUXSACKIEVIBUS blecececcaccecccacae] | . Tl 2} : | SIS | WORIT] ST | e e
U908 COXSRCKIBVINDS Bl aosoveanscacsassosl } Z) | | | | | | 2
G905 LCOTSRCRIBYVIREY Bhcisiscsssctoessndal | i | I | | I 11 £
1002 ECHOVIRUS, TYPE :2eesidccos oo dabmmns ol | | i | \ | i 1 1
2009 ECHORIRUS TIPE 9coociovsesdanonessel 6| | | 2 | 4| § 1 AN
3016 ECHOVIROS TYIPE Mesvascsissvosososinl 1) i 2| | 11 | i | M
_ W19 ECHOVIKUS YYPE 1Y9cceccacccssccscecel 1] ] | 5 B N 2 o M ol oF T ARl 20 o)
022 ECHOVERUS TIPK 22 ..dccsssscsssnvss el | | i | 51 I | | 5
5020 BCHOYIRIE TYDE 27 stecsannsconcnsdal 3 | ks | | T | e ad s
WD ECHOVIRUS TYPE ! 3 oncpntonithoabsndas] 21 | 1 3) i | i i 6
: | i 1 1 | 1 1 1 b




AUAALIL = COMMUNICABLE DISBLSBS’[‘BLLIGBHC_B x ol ,,zf' R R e

REPORTING PERIOD - /[ -/ = &0 -1 | = &l BULLETIN NOMBER o _8// T e R
VIRAL IDENTIFICATIONS FROM CONTRIBUTIEG LABORATORIES=~CONTINUED

| | i | | | I | i
. [ ICPBR | | PAHA IFAER= | e L RSEATESPSTRTE | .
V1EUS OUR VIRAL ANTIGEN | (NSH) /| RAHC | POW FEIELD '} KCH i IMVS | LAB | LAb |ﬁotal
b | wvd | (NSW) | (NSw) |J(VIC) |(vIC) | (SA) j(QLD) | (wA) | LAl
| (ACT) | l | i i } | |
'y 1 | 1 | 1 i i i
| i I | | | | | |
1033 ECHOVIRUS TYPE 33cececcccccccccecees) W V4 | PO WEEWEIOWY WEREL T SR B S By
110] PULIUVIRDb TYL’E 1.......-...-..0.:.' l l ' l ' l ‘ 1' 1
T II02 TPOLTOVIRUS DIPE 2. ddieedoadnonananfl o ¥op 1 cErfd s e L B N 1 Lt 2
1103 POLLIOVIRUS TYIPE 3ecceccccocccccccescscsl | | } | | H 1) H | ]
,_..~IZDCLuung,.!lRu,S!!!_L!u_g ®© ¢ &0 e 080500 O &8 8 L,w,___ .v,,l Yy _.‘_l i 1 ;__.11 7l ,1L bl 1. l 16
1300 HERPES VIRUS GRUUP-NUT TYPEDeceeoecool 10| | 5} 3} | 74 | | Vit
1301 HERPES SIMPLEX VIRUS NUT-TYPEDeeeseseol 13 2y k- | PR ) B i ) 84| 301
.4 1306 BERPES SIMPLEX TYPE lecencsccasscesi e 21 ] S R SR 161 TSy e oy v o 00
1307 HERPES SIBMPLEX TYPE Zecccceccccccasel 59| | 1 414 | 15} 26| } 142
31399 HERFPES WIRUS TYIPING PERDINGSesaeeesl -} -~ 7§ - &8} = - VA =1 W OE e el (¢
1801 CUXIELLA BURNETI.ccccvccccccccccecel 12 | pd | 2] | | 19) 3 35
1502 PICORNA VIKUS-NUT TYrEDeecececocececssel] 2] | -1 | | | ks 2] A, o
| | | | | I | | |
1514 MOLLUSCUM CUNTAGIUSUMceccacccccsccsael i | I i | 21 vrj ) TTe A
1515 CONTAGIUUS PUSTULAR DERMATIYTLIS (OKF| | i | | | i } |
oo, VIHUS) ecveececscccccccccccccccccccccael]| %4 e J R | SRS oo vl s Y
1521 BEASLES VIRUSceceeasccccccocccscsccccasl| 3) 3| 4j | | | 1i 5} 16
1522 RUBRBLLA VIBUScececocacecscecrcccncas]| 114 | 11 4| | | 6| 1211 43
1531 HEPATITIS b ViRUSceccacecccccccccasl | | } 11 | | | i 1
1532 HEPATITIS B ANTIGENaeccesesccccccancel 18] | 16| 46 | | | Ry 65096
1535 HEPATITLIS A ANTIBODYcceasocacocnceesl| 31 | 3i 18| i | | 12] 36
1547 CHLAMYDIA A — TRIC EYPEececeecoccscacsl] 1LY i o| § | i a2k 123} 143
1555 PAPOVAVIROS GROUP (PAPILLUMA-HUHKAN | | I | i | i | }

WERT) eoeccecccccccaccccacacccccocccansl] 1) I I i | I | | 1
1556 'CHV - CYTOMEGALOVIRUS.cceecdeccasennl 6| | S 35} 5} | 31 3} 60
_'Sb“ HUTAV.LBUSQo-coo...cc.co.onoooc..ao.l bl l 3. ' l 12' ‘ ! ' 21;
1599 ENTEROVIRUS TYPING PENDINGecececeoceoeoeoel| | 44 51 I 10| 4 4§ | 33
_HRUSS RIVER vIRUS o ececcececcccee)l } | AP by il Y iy 31 i o
ASTRUVIRUS cecsescesssecs | 21 | | | | | I | pu

SMALL VIRUS (LAiRKE) PARTICLE ecccceccecsssece} 3} i3 0 T SRR S A Bt T R ooty | T, T v L
AEKBU«. GRUUP Be sece ............l B kel I 3i ! Lol { I 3
ey M = i ¥ ¥ ¥ v
___29_‘_.@_1._-_00.co-.o-.-.oo-.-....o-oo-ocvoc.--l 200‘ 22| 10“[ 263. 68. 115. 130‘ 285' 1 187
1 i 1 1 ) i 1 1




PSR S tetvis oy -t TN t Y < S E WS- & o m el ] -3 - o R - o N L e . o ko  r
AUSTRALIA - COMMUNICABLE DISEASES INTELLIGENCE 3. y 70
PERIOD = [/ //2/80 to 7 /1 /& .... 81// g

Viral Identifications by Clinical Information Table 1.

Code 00,99 =-No ill or data; 01,02,11,12 -Bespiratory; E3 =-Enceph=-
alitis; M3 =-Meningitis; 04 ~Paralysis; 05,13 =CHES other unspec.;
07,49 =G1; 17,47 =-Hepatic; 19 =C¥S; 89 =Urinary; 06 =Skin/mucous.

L BT, o i i S i) i | i | | L L e
| ko-1ll|Respir|Enceph|Mening|Para= | CKS | Hepa | f Urin }Skin/
e __VIRUS UK VIRAL ANTIGEN | or Jatory jalitis|-itis |lysis jother | GI | -tic } CVS | -ary | mucs___
| data | i | { junspeci | I i | memb
1 1 | 1 | i 1 ik 1 1 L
I } | | | | I | | I i
0100 AUENUVIKUS NOT TYPEDeeeceoceaaal|l e i-1 3 . I LA | { | 51 B Y 1 R
0101 ADENOVIRUS TYIPE lesosssesosssnal | 21\ | | i | 71 | | i 1
01302 ADENOVIRUS TYPE 2.c00cce0sesscesl 3 L3 & T TS Mo SRR U (% 9 31 L8 NS SN SNl 00 LR (A
0303 ADENOVIBUS TYPE 3ccescecsccccsal | i } | } i 11 } | ]
- U‘Ub ADENUVIBUbT!Ph b--o!‘!',OOQOOOI ,_‘ l l l l 11 11 o ,l,,,,,“‘,,,; 1 ‘ =
0106 ADENOVIRUS TYPE Gececccacccccal ] 1) | | | | 21 i 1 i
_Ulu7 ADENOVIRUS TYPE 7Teececoccccccncel o i 1 | S S | ) L g N SRR bk o e T F oA
U119 ADENOVIEKUS TYPE 1Y9cccccccccccel 134 } | i ] i | | i i
0201 INFLUENZA A ViBUSeeeocecceceseces) ¥} 2] o ST M S e WS Y. .S - e i
U2U3 INFLUENZA B VIRUScececccccceccoel 1 51 } | i i | ] | i
0303 PAKAINFLUEKZA VIRUS TYPE 3eccae| 1} YA | 1 j . 1 Y - P B R 1 e
V48UV RESPIRATORY SYNCYTIAL VIKUS ) } ] i . | | | | | i
(Rb)' ® & ¢ 669 &8 0ASSESOESESsS OB SEe e l Sl SR | l = 2,0 l; = l SV ol l - l . ,11 Y ,l. __-_ﬁ__l.._.___._ ‘l i, I =
0500 RHINUVIRUS (ALL TYPES) ecececececeel 2| 24 ] T i i | | | |
__UbuU MYCOUPLASHA PNEUMUNIAE.ceccecceel e | 26} | | i) - I 1 LY 1
. 0700 UKNITHOSLS—PSITTACOSISececeneel | 2 | | | I | ] ! i
0800 COXSACKIEViIRUSES GRUUP A - NOYT| | s3] . e s s e e . 2EE PR, i |
TYPEDeeosooscccocccsovcscsncccncscel | } | i ] } | i | i 1
0809 CUXSACKIEVIRUS AYceccecscecsesel |  2¢ | PO oni N 2l SPRATY SUE (X | i i 2
U810 CUXSACKIEVIRKUS ATOccecccccccacal } 1 | | i i | | i ] 6
V901 CUOXSACKIEVIKUS Bleeecoeceseseeesh V| | } i — i i 1 i | |
0902 CUXSACKIEVIRUS BZlecececssccsceaal | | ! 1 | | 2| i T i
UYuy CUX&:ACKIEVIKUS BReoossbbe .-o.ol o & 17 - l . M _2.1,,_,,,,_,_‘77 777777 v__L _ ‘,_l L 9 l ‘ l
0905 COXSACKIEVIRUS BOeseocvonsscncsl | i | | i I | | 14 i
1009 BCHOVIRES TYPE Y9cssessisscennssl = a2) i3 31 T 1 sl | | i
1074 ECHUOVIRUS TYPE Mldececcccccceceel 1) } { | i i 21 I 1) I
J0 18 ECHOVIRUS TYPE ¥9secsteocccsesed .} ‘o f % | p: | S i | i i | 3
027 BEHOVIRUSSTYPEL 2D g cabinsocasnnl 51 i | | I I | l i |
i s i gt B e I 1 1 1 | 1 1 1 i i i




2 Oy ® Xl . T
AUSTRALIA = COMMUNICABLE DISEASES INTELLIGENCE @ 45
PERIOD = /) /R/$0 to T/ | /8  .... ; X//I
Viral Identifications by Clinical Information Table 1.
B <) 2 % - ~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 =-UOrinary; 06 =-Skin/mucous.=-CORTINUED B i
| | N b S | L 24 Y B S o e
|ho-—illlﬁebpirlhncephlnening |Bara—= | CNS | | Hepa | | Ocin |Skin/
P VIRUS OR VIRAL ANTIGEN i__or Jatory jalitisj-itis f(lysis jother | GI | —-tic | CVS |} =—-ary | mucs
i thd. | i } | junspec| i i ] | memb
j| b ? 1 1 | 1 1 1 1 1 1
| | I H | | i | | I |
1027 ECHUOVIRUS TIPE 27ccecccecscacal L s S ARG o SRS 17 SV SR . Syt AW | 0 ATHE L o R 3 G i i
1030 ECHOVIRBS TYIPE 3D.ecacecoaccunsl | i | G I | 11 § ] I
1033 ECHOVIRES TYPEI33.crcsossonnsel’ o1 A 2F | e .59 L e R ] | IR A o3 11 i i 1
1107 POLIOVIRUS TYPE Jececcccccaccsel | | i | | 1) | i ] i
13102 PULIUVIKUS TYPE Z.ccecccccccosl il 21 A i = L dafat¥, 7} o 4 i |
1103 POLIOVIHUS TYIPE 3ecceccenceccel 11 | | | i | I [ i b
1200 MUMPS VIRUSecececocccsccccncaae] 2] | Fak b} BT T Ry 0 NPT TS VRN e L L
~ 13Uu HERPES VIRUS GRUUP—NUT TYIPED..| G| | i | 11 | | 11 i i 5
\~1301EEBPES SIMPLEX VIKUS NOUT-TYPED]| 2061 v AL Y U T S e ) T I L i 1l i 69
| 1303 VARICELLA-ZUSTER VIRUSececcaceaeal 2| | : | | § H i | | 9
L7306 BERPES SIMPLEX ITYPE Jececcssacal | 9 215 A i oS RrS e A 11 ] 21 43
\ 1307 HERPES SIBPLEX TYPE Zecceecscecel | ] | | I | § I i i 33
3401 CUXIELLA BUBRNETIcccccocscscccecsl 11 34 S e N TR e 1 0k § | | 1
I | I I ; I i | | I I
_ 1515 CUNTAGIOVUS PUSTULAR DERMATITIS| = | RS Boall T/ | I i | i i i
(ORF VIRUS) ccecececceccccceccccocacal | | | | | I i i | I L
1521 MEASLES VIBUSeeecccecoscccsccsael i | i 11 | o S o bl s S UGN IS i | 12
1522 RUBELLA VIRUScceccsscesnscvsasncasl| aj § § } } i I | | | 34
1532 HEPATITIS B ANTIGENceesoeoccecesl] 35 A ;S35 o e T e T u S 511§ i |
1535 HEPATITIS A ANTIBODYeeccocceoeel } | | | | | | 35} | |
_ 1547 CHLAMYDIA A - TRIC TYPEeeceeeel = H2U] 8% SO S SN T W A | | i 1) |
1555 PAPUVAVIEUS GEUDE (PAPILLOMA- | i { | | I | | i ' |
 HUHMAR WAKET) cceecceccccccccccccccacsal] | i | | B =Y SOERSERTS, R PRmrG) TAVTIAY.G e 18 TNy
1556 CAV — CYITUMEGALUVIRUScceccccasel W s | | I e | 2| 2} 14§ 1
3566 ROTATIRDS . sowde d e ale s st s swsvntw] 1 i | I " il v e 39 5 Vol e Ly Ay N
RusS KIVER VIRUS csesl 11 | | | | ) | | i ]
SASEROVIRUS ' .80 ¥ A R s R A e i Seey 4 i 1 24 | i 3}
SMALL VIRUS (LLKE) PARTICLE I | | | | i 11 1 | i I &
: TN T ————— = A T % 4 % 3 e Y
,_,'I,‘otdl..............................| 253‘ 133‘ 8_‘_ ‘2217 1. 1_()] . 5__6_‘[___ 91‘ 91 161 «~~2—0—2—
i 1 i i | 1 i 1 i 1 }

|
I

l



i3

AUSTRALIA = COMMUNICABLE DISEASES INTELLIGENCE Sr', 4 .
PERIOD : /N sR/80 to 7,1 78 i ?//I , e
Viral Identifications by Clinical Information Table 2.
~Code 10 =-EBye; 59 =Genital; 39 =Endo/sal gland; Neat R
38 =RES; 29 =Muscle/joint; 69 —Comgenital; P8 =PUO;
68 =Fever/malaise; 09 =Other; A1 =SIDS ... [ A PR, Lol Ty
| | | i | | 1 e TEC el 7 NN MNP
| | Gen- | Endo/ | jMuscle|} Con- | lFever i i
VIRUS UK VIRAL ANTIGEN 1 Eye | ital | sal | BES |/jointjigenit—] PUO _{/mal— jother | SIDS
[ | lgland | | j o oal | | aise | I
1 1 0 1 ] 1 1 1 | i
| | | | I | | I | I
0100 ADENOVIRUS NOT TYPEDeescecssecanl 2} - } LW - B 2, | .. . 1 DT IRl | Sy BT O
0107 ADEROVIRES TYPE Tessus annses et | 1 i | 1 } | 11 i 1
0102 ADENOVIRBUS TYPE Lesecececcncecee) | ol | e 3K RN o ) e &8 ) S ] PTG . et IR (15
0303 MDENUVIRDS . TYPE! Jueeaansaosasel [ | ] | ) | | 1 )
_VO‘IU:) ADENOVIRUS TYPE Daeccccccccscesl] I 1 bl . | i I ,_,2,‘..._‘._.-..__..,._l_“_________
0100 ADENUVIRUS ‘I!PL b......--.-o.ol “‘ l ‘ ' l ‘ l ' '
U119 ADENOVIRUS TYPE 1Y9ccecccccccasl 34 o 1 ] - | | foltug B B ARy 2
0207 INFLUEBZA A VIRUSccocccoancssaei 1 1 I I 1 | 24 21 1)
. 0403 INFLUOENZA B VIRUSccceccceccenel| e i | S | - | | N S a5 AR X N
U3U3 PARAINFLUENZA VIRUS TYPE 3ace.l | | i ) ) | 1 1) |
_ 0500 EHINOVIRDS (ALL TIPES) eececocsal | | | | | | I i 1 5 N R
0600 MYCUPLASMA PHEDMUNlAEcceccceacel | | 11 | | | 1 4 1)
_ Ub0U CUXSACKIEVIRUSES GROUUP A — NOT| | o | i i I i Lo ZE RNt + W
A s o TR L T i S L G | i | | 1 [ i 1 )
_VoUY CUXSACKIEVIKUS AY9.ecececceceeceet  _ \  } % 4 b b} ke o, - o
0902 COXSACKIEVIRUS B2eceoccccccccel I [ I | I | | 21 1)
3002 ECHOVIRUS WYPE 2. covnnsnescusl] I ) i I [ | I o | . 4 il
WU9 ‘ECHOVIRUS TAPE Yelcsessves o nsi) | | 1 | i | 24 11 |
_ 1200 BUMPS VIHUSaececscoccsccvescccal | - I . - W B R R 11
1300 HERPES VIEUS GRUOUP-NUT TYPED..| | Iy 1 | 1 | 1 1) |
__ 1301 HERPES SIMPLEX VIRUS NUT-TYPED| ok | TR - & N S S ) . | | Chocged
1306 HEKPES SIMPLEX TYPE leccecsceael 111 24 i | | | 31 51 2\
1307 BERPES SINPLEX TYPE Zecesconsesl | 120} | 1 | 1 ) | BT
1403 COXIELER BURBETE oo sonovinannsl | | | i 1] 1 51 15 14
1514 MULLUSCUM CUNTAGLUSUMececcssesl | 21 I i | i i o e e A T
1527 BRASLER VIBUS L ssuasisnsnsaasel | | | ; I 1 11 21 8
152¢ BUBELLA VIRDSecodicesisinesnnal feciilh £ R o T | B SRR S 4| 2\ "
1532 HEPATITIS B ANTICEN. cosonnsnsnel | | I I 11 | I 1 B
1 1 1 ) | i 1 i | i 1 1




RS o v ke B S A 5% o
g AUSTRALIA = COMMUNICABLE DISEASES INTELLIGENCE W?,,é,mwﬂw,,““m"_m,,_NHMM_g
PERIOD = /[ /R/80 to T /1 7 #1  ae. S !/ﬂ_ﬁu_u R .

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; A1 =SIDS ... e . =CORTINURD. - . (9 Gess vy 00
| | | a2 - 5 P N TR PPN 5 AL ey s watesE o WAL ) e
| | Gen- |Endo/ | jMuscle| Con- | | Fever | §
A VIRUS UR VIBRAL ANTIGEN | Eye | ital | sal | RES |/jointlgenit-] PUO |/mal- |JOther | SIDS
I I igland | i i oAk d | aise | i
i i i i i | i i | ; ey
i I | i | i I I I I
_1‘:)35 HBPATI’.ELS A ARTIBUDY eccocosaces l y l- 1 1, 7fL l e l ey l = L e 8 ,7]1__ eR .___._‘,__,_,_____
1541 CHLAMYDIA A — ThiC TYPEeeaceasel 3| 18| i | ] I i I i
._1:),36 CHV 1,_C¥_1[QBEGALQYIEHS‘..,U.q..l,v,,, ’ i VJL JL b_l,_ -~ 1._.,__ A_Z.l_._. 2! 54',.____.,__1_0_‘_4_.,__1__
1564 ROTAVIRU Sevsevssascnoesesesses| } 1l ] I | | i ] i
RUSS RIVER VIkKUS cesosel i N [} | 21 5 ] 3 3 e ¥l WRALN it ¢ O
SMALL VIRUS (LIKE) PARTICLE essel | | ] i ) ) I L} i 1
_ABBO, GROUP Bye ee» R g | | A | x| 1 | 15 wenprditepatiboa 3 B o -
TOEG LS e vootmacs as sasaneensasasaasell 22| 177} 134 7} 61 31 20} 621} 214 5
1 1 1 1 i 1 L 1 | i




