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VIRUS REPORTING SCHEME - A total of 925 reports were received
this period. Patterns suggested by the reports included a
decrease 1in measles infections (one report compared with
13,11 and 18 for the previous three periods), and an indication
from the Royal Alexandra Hospital for Children, Sydney, of an
early seasonal rise of respiratory syncytial virus infections
(21 compared with 6, 4 and 8). The 13 M. pneumoniae infections
reported by the Woden Valley Hospital, Canberra, included two
family groups of two and four members respectively.

Arbovirus infections - The localities of the group B
arbovirus infections reported by the State Health
Laboratory, bBrisbane, were Cairns (6) and ‘lhursday Island
(9) for dengue, and Charleville and Tlheodore for Kunjin
virus. Serological testing of the sentinel chicken flocks
in Victoria has now been discontinued. A total  of
45 chickens with HI antibody against group A arbovirus
antigen have been recordea to date.

Herpes simplex virus type 1 and herpes simplex virus type 2
were isolated by Fairfield Hospital, Melbourne, trom saliva
and wurine respectively of a 32 year old female renal
transplant recipient. Similarly, diagnostic rises by CF
against influenza A virus, influenza B virus and mumps were
reported by the State Health Laboratory, Brisbane, in a 52
year old male with a lower respiratory tract infection.

The 26 rubella reports from Fairfield Hospital included two
isolations from therapeutic abortion specimens and five
diagnoses in females that were 6-18 weeks pregnant.

Specific IgM (21/320) against lymphogranuloma venereum was
reported by the State Health Laboratory Services, Perth, in
a 23 year old Vietnamese patient.

Ten seroconversions and 34 four-fold rises in titre against
enterovirus type 70 were detected among the 49 paired sera
referred to Fairfield Hospital from Fiji following an

outbreak of acute haemorrhagic conjunctivitis
(see CDI 82/3). A single serum specimen also had high
titres against the virus. Adenoviruses were isolated from

two specimens (from patients aged 13 and 35 years) of a

total of 100 referred for culture.
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METHICILLIN RESISTANT STAPHYLOCOCCUS AUREUS (MRSA)

MRSA - Victoria

(Contributed by G.J. Rouch, Public Health Division, and
J. Elderton, Chairman of Standing Committee on Infection
Control, Health Commission of Victoria).

Following the recognition that MRSA was an important nosocomial
pathogen 1in hospitals in Victoria, a study was augmented to
examine the extent of the problem. Table 1 tabulates the MRSA
notifications received during the period November 1980 -
December 1981.

MKSA - Fairfield Hospital, Melbourne
(Contributed by P. Cavanagh, Fairfield Hospital, Melbourne).

Because of the building design and skill in the practice of
barrier nursing techniques, Fairfield Hospital has cooperated
with the Health Commission of Victoria and other hospitals to
provide facilities for patients harbouring MRSA. This has
usually involved care of the patients over 1long stays,
intensive nursing, consumption of large quantities of surgical
and other supplies, and in some cases, great numbers of
diagnostic tests.

During the Eeriod July 1980 to June 1981, 60 MRSA patients were
admitted, of whom six died, 45 were later discharged, and nine
were still in hospital at the end of the period. Few had
serious infections such as S. aureus septicaemia or
peritonitis, and the majority were elderly and debilitated
patients in whom the MRSA strain had colonized sites such as
leg wulcers, decubitus wulcers, burn wounds, sputum and the
urinary tract. A number of patients with colonization alone
who were no hazard to most medical patients were either
discharged home or back to the institution of origin.

More recently during the quarter October-December 1981, 24
patients whose skin or wounds were colonised by MRSA (13
females:11 males) were admitted from other hospitals. Twenty
were aged 60 years or more, and the four younger patients aged
two, six, 17 and 41 years were under stress or compromised by
viral pneumonia, spina bifida and measles, motor car accident
(fractured skull) or long standing alcoholism with a history of
pulmonary tuberculosis respectively. The sites of colonisation
were unremarkable (nose, throat, sputum, axilla, perineum), but
strains were recovered from urine of three of the elder
patients, and from conjunctival swabs from the 17 year old road
traffic victim and the six year old spina bifida patient.

MRSA - Queen Elizabeth Hospital, Adelaide
(Contributed by M.D.G. Guiness, Department of Clinical
Microbiology, Queen Elizabeth Hospital, Adelaide).

The index case of MRSA nosocomial infection at the Queen
Elizabeth Hospital is attributed to a patient in July 1980,
since prior cases were infrequent and isolated. Although new
isolations may represent only infection of a superficial ulcer
or nasal carriage, and not necessarily severe infection, they
do reflect the genuine incidence of the organism within the
hospital since all swabs were identified for the primary
bacterial pathogen (Figure 1). In contrast to the -epidemics
which have occurred on the Eastern seaboard where the organism
was initially susceptible to aminoglycosides, this strain was
resistant to gentamicin from the outset.
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TABLE 1 MRSA notifications in Victoria (November 1980 - December 1981)

Major Large Private hosp.

teaching metropolitan Base Country Geriatric & other
Month A11 hospitals hospitais hospitals hospitals hospitals institutions institutions

IIP CIP TOP IIP CIP TOP IIP CIP TOP IIP CIP TOP IIP CIP TOP IIP CIP TOP IIP CIP TOP

Nov 136 232 32 68 124 19 28 23 3 F A . 3 6 8 1 14 2] 1 7 24 5
Dec 121 171 44 60 130 32 22 15 i 14 17 9 N 1 1 7 7 1 7 1 -
Jan 116 168 26 64 115 17 16 13 4 7 10 4 10 10 1 12 7 - 7 13 -
Feb 124 188 15 66 110 8 258 15 3 4 12 2 6 3 1 7 2 - 16 46 -
Mar 135 211 23 66 136 11 32 14 4 15 19 6 9 17 3 100 14 - 2 N -
Apr 117 195 29 73 122 18 8 11 1 13 20 7 10 10 2 9 10 1 4 - -
May 121 198 32 72 137 19 18 19 1 7 25 9 1N 4 1 8 - - § 13 -
Jun 139 202 34 73 132 19 28 26 4 2 2 7 10 9 5 14 10 - 2 9 1
Jul 98 177 19 54 104 8 15 18 2 12 16 3 5 5 4 6 12 1 € 1 1
Aug 116 201 21 66 146 12 20 15 6 4 11 2 8 10 - 12 13 - 6 6 1
Sep 116 227 25 57 165 9 23 14 2 15 18 13 6 3 - 11 18 - 4 1 1
Oct 113 159 29 71 9% 13 g 10 2 17 32 12 6 8 1 7 12 - 3 1 -
Nov 132 165 37 82 118 25 17 13 3 18 11 7 6 5 1 3 9 - 7 9 1
Dec 126 194 22 65 132 11 18 18 ~ 16 22 5 13 9 3 8 10 s 6 5 1

IIP - Infected in-patients
CIP - Colonised in-patients
TOP - Total (infected + colonised) out-patients.

Major teaching hospitals - Alfred Hospital, Austin Hospital, Prince Henry's Hospital, Queen Victoria Medical Centre,
Royal Melbourne Hospital, St. Vincent's Ho;pital, Royal Children's Hospital.

Large metropolitan hospitals - Box Hill and District Hospital, Dandenong Hospital, Preston and Northcote Community

Hospital, Royal Southern Memorial Hospital, Western General Hospital, Williamstown
Hospital.
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FIGURE 1 MRSA isolations from the Queen Elizabeth Hospital,
Adelaide (July 1980 - February 1982)
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Editorial Comment

MRSA strains were first identified in 1961(1), with
subseq?gnt isolations reported from centres throughout
Europe Systematic surveillance of MRSA in British
hospitals fndlcated a modest rise from 0.48% in 1963 to 0.89%
in 1969 hereas in Europe more significant incidences
were recorded 5,6), MRSA strains were rarely encountered in
US hospitals unt11 1967 ) although the percentage of all
S. aureus infections due to MRSA has now risen steadily in the
large tertiary referral hospitals bgt remained below 4% for
hospitals in all other categories Since 1976, MRSA has
been an increasing problem in metropolitan hospitals in
Victoria, and during the period January 1979 to December 1980,
28 (53%) of the 53 nosocomial staphylococci bacteraemias at the
Royal Melbourne Hospital were dﬁe to MRSA, of which only one
strain was gentamicin sen51t1ve

The mechanism of resistance in MRSA strains is unknown, since
no specific '"methicillinase'" has been demonstrated, although a
penicillin-binding protein with decreased affinity f?r
methicillin has been described in one MRSA strain(

Resistance is apparently not transferable and favours
chromosomal determinants( ), whereas gentamicin resistance,
first recognized six years ago, 1is mediated speflfﬁc
inactivating enzymes controlled by plasmid genes

However, the use of antibiotice ifcreases the transmissibility
of S. aureus between patients and MRSA infection occurs
more frequently in patlepts exposed to multiple or broad
spectrum antibiotics (14,1 Also seriousiy- ill patients. are
more prone to acquire MRSA infection particularly as they are
more likely to have intravascular or other invasive
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devices(15), Although 1intra-abdominal staphylococcal sepsis
is rare 16), MRSA peritonitis has also occurred after
peritoneal dialysis 1in a co%tinuous ambulatory peritoneal
dialysis program 1n Melbourne(17 .

Optimal isolation precautions remain to be defined, but
"barrier precautions'" may be adequate in the absence Ff a
condition requiring another specific type of isolation 18),
Transfer of MRSA infected patients to and from extended care
facilities (nursing homes, geriatric hospitals, rehabilitation
centres, terminal care hospitals) represent a special problem,
since it 1is often impractical to delay their ‘admission or
discharge 1indefinitely because of colonisation or <clinical
infection. Further studies of the frequency and modes of
transmission of MRSA in extended care settings are needed to
determine whether isolation precautions or efforts to eradicate
the or% nism are effective in reducing morbidity and
spread(1 : Hospital infection-control staff experiencing
MRSA problems may find it wuseful to define their problem
epidemiologically and to perform culture surveys of patients
and staff members in the involved areas {Of detection or
confirmation of the presence of a reservoir 8), It has been
shown that both airborne bacteria and contamination of hands,
despite rigorous hand-waghinf standards, have been important in
the spread of infection(20, 1), However, in the absence of a
known or suspected MRSA problem, routine culture surveys are
not recommended. Laboratory methods for reliability detecting
methicillin resistance include incubation at 35°C, use of fully
potent methicillin, oxacillin or ncfcillin discs, and careful
reading ot plates to detect light growth inside the zone of
inhibition (heteroresistant strains)s It is prudent
temporarily to assign employees who are culture-positive with
dermatitis or those associated epidemiologically with spread of
the 1infection to nonclinical duties while treatment is
instituted.

To date all clinical isolates of MRSA from Melbourne hospitals
have been sensitive to vancomycin (minimum inhibitory
concentration < 4 pg/ml) (R. Skurray, Department of
Microbiology, Monash University, personal communication), and
this is tPe drug of choice in the treatment of severe MRSA
infections 9). In addition, the CDC Antimicrobes Reference
Laboratory ?as not found any MRSA strains resistant to
vancomycin(8 . Vancomycin may be ototoxic and
nephrotoxic(ZZ), but the monitoring of serum drug levels
should minimise these complications. Although MRSA 1isolates
often appear to be sensitive to cephalosporins by routine disc
‘sensitivity procedures, these antibiotics are usually
ineffective against MRSA infection(23,24),
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TOXIC SHOCK SYNDROME (TSS) - SYDLNEY
(Contributed by E. Reiss-Levy, E. Wegman and P. Trew,
St. George Hospital, Kogarah, Sydney).

A 25 year old woman was admitted to the St. George Hospital,
Sydney, on 9 August 1981 with a 24 hour history of fever,
rigors, excessive thirst, dizziness and generalised muscle pain

with ataxia. This occurred on the fourth: day ot her ‘first
menstrual period twelve weeks after a difficult ©breech
delivery. The patient was pale and disorientated with

periorbital oedema, conjunctivitis and photophobia, tachypnoea,
tachycardia, low blood pressure (70/44 mm Hg) and high
temperature (40.5°C). She had been using Meds tampons, and one
had been in situ for four hours.

Investigations indicated renal failure (serum creatinine =
0.47 SI units), rhabdomyolysis (myoglobinuria, pywria, numerous
granular casts but no bacteriuria) and disseminated
intravascular coagulation (elevated fibrin degradation
products, prothrombin index and partial thromboplastin time);
serum calcium was reduced (1.5 SI units) and the CSF was
normal. S. aureus was isolated in heavy growth from cervical
and vaginal swabs and from the used tampon. Twelve remaining
tampons from the same packet were cultured, but no S. aureus
was isolated. The strain was resistant to penicillin, and was
catalogued as phage type 52 at RTD and 29/52/79/80/75/95 at 100
x RTD (A. Vickery, Staphylococcal Referral Laboratory, Royal
Prince Alfred Hospital, Sydney).

The patient was resuscitated, given intravenous clindamycin
followed by cloxacillin and treated with peritoneal dialysis.
She improved markedly in the first 72 hours, but remained in
renal failure. Twelve hours after admission she developed an
erythematous macular rash on her chest and thorax. The skin on
her chest and distal phalanges desquamated two weeks later.
Peritoneal dialysis was continued for a total of three weeks,
whereupon the patient was discharged. Two -weeks Jlater her
renal function had returned to normal, and she has remained
perfectly well since. The patient was maintained on oral
cloxacillin for three months after discharge.

Swabs of the patient's nose, the husband's nose and the baby's
nose and perineum were then collected and cultured. All grew
S. aureus. The strains from the patient and baby were 52 and
29/52 at RTD, and. "29/52/80/75/77/83A/95 ‘at 100 x RTD, They
were considered to be the same as the patient's original
S. aureus strain because the previous 79, and the present 77
and 83A, reactions were weak. The strain 1isolated from the
husband was typed as not typable at RTD and 52A/83A/84/95 at
108y S RTD., A1l three received hibitane nasal cream and
pHisoHex skin cleanser for one week, and the baby also had
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gentian violet on the nappy rash. Three weeks later, swabs
from the patient's nose, vagina and perineum were negative.
The baby 1lost the original strain, but had two others in
succession; - type 94/96 then type 187. The husband lost the
original organism, but was recolonised with S. aureus phage
type not typable at RTD, 95/90 at 100 x RTD.

The S. aureus strain associated with this episode resembled
most 1isolates associated with TSS in that it was lysed by phage
29 among others. It is hoped that the displacement of the
original S. aureus from the patient and her baby will reduce
her risk of a recurrence.

NON-BACTERIAL FOOD POISONING
(Contributed by A. Tan, Microbiological Diagnostic Unit,
University of Melbourne).

Two 1interesting cases of non-bacterial food poisoning were
reported to the Microbiological Diagnostic Unit in January and
February 1982.

The first case involved the consumption of bitter zucchini.
Only one person was atfected; the others at the table
considered the vegetable to be so bitter as to be
unpalatable. The victim developed diarrhoea and stomach
cramps seven to eight hours after the meal. A cursory
survey among the metropolitan health departments revealed
that about three independent cases had been reported to a
local body before Christmas, and one case was reported to a

second department soon after the incident recorded above.
The main complaint was the extreme bitter taste of the

zucchini. In one <case the victim complained of the
astringent taste of the vegetable, as well as '"burning
sensation'" in the mouth on ingestion. Both raw and cooked
zucchinis were implicated. Symptoms were consistently

stomach cramps and diarrhoea with short incubation periods
(less than seven hours).

The bitter principles of Cucurbitaceae have been known to
possess purgative properties since ancient times, and in fact
the cucurbits have been used by some tribes in South Africa for
that purpose. The bitterness occurs sporadically in cultivated
cucurb{ti, and are said to present a real hazard to human
health'1l),

The second case 1involved the consumption of red kidney
beans. Two people developed vomiting and diarrhoea two to
three hours after eating chili con carne. The 1illness
lasted some 48 hours.

Several cases of food ggisoning from red kidney beans have been
reported in the uk(2), The ©problem has been considered
sufficiently severe as to warrant the Department of Health and
Social Security making efforts to inform the general public of
the hazard via foog retail organisations and other relevant
trade interests(3,4), The essence of the warning was that
beans, which are nutritious, must be made safe and palatable by
proper cooking so as to destroy the naturally occurring toxic
factor (presumptively a haemagglutinin).
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PROGRESSION OF EPIDEMIC PNEUMONIA TO NEUROMUSCULAR ILLNESS -

SPAIN
(Based on MMWR (1982) 31 : 93)

In May and June 1981, an extensive outbreak of severe
respiratory illness occurred in Spain, primarily in Madrid and
the northwest regions of the country (see CDI 81/19). Patients
initially had the clinical and radiographic findings of
atypical pneumonia, but other common findings were fever, rash,

myalgia and marked eosinophilia. About_l% of patients died.
Autopsies showed interstitial pneumonitis and widespread
vasculitis. Convalescence was prolonged in many cases and was

characterised by diffuse myalgia, non-pitting oedema of the
limbs, liver enzyme abnormalities and sustained eosinophilia.
Epidemiological studies have uniformly shown a strong
association between 1illness and ingestion of an illegally
marketed cooking o0il which ~contained rapeseed o0il, was
denatured by the addition of 2% aniline, and was imported into
Spain for industrial use.

Beginning in August, it was recognized that substantial numbers
of previously ill patients were developing neuromuscular

problems. Clinical manifestations included muscle atrophy,
weight loss, weakness, symmetrical sensory loss and
hyporeflexia. Many patients developed keratoconjunctivitis

sicca (decreased tearing and salivation) and scleroderma-like
changes of the skin. By that time, chest X-rays had become
normal. Eosinophilia continued, but at somewhat diminished
levels. Moderate elevations of liver enzymes persisted.
Electromyograms showed terminal axonal death, with denervation
atrophy on muscle biopsy. Some patients had severe muscle
weakness that 1led to failure of respiratory muscles. Most
deaths among patients with neuromuscular illness have largely
resulted from complications associated with prolonged
maintenance on mechanical ventilation. It is' ' estimated that
the epidemic to date has affected about 17,000 persons (about
70% in Madrid). As of 24 December 1981, 13,222 patients had
been hospitalised and 246 had died. Morbidity and
case/fatality ratios have been somewhat higher for females than
for males, especially among persons between the ages of ten and
50 years.

Following vigorous efforts by the Spanish government in late
June 1981 to remove all implicated oil from the market, the
epidemic occurrence of acute pneumonia fell dramatically, with
the last reported new case of epidemic illness occurring in
September. However patients with neuromuscular disease,
representing about 20% of all cases in the epidemic, constitute
-a major continuing health problem in Spain.

The wunusual collection of clinical features associated with
this syndrome clearly represents a new disease. The search for
a chemical toxin has been difficult and not yet productive.
Because legal action is pending against the distributors of the
illicit oil, there is 1little information regarding the method
of processing the o0il and the manner in which it might have
been contaminated. No known toxic agents have yet been found
in any case-associated oils tested thus far, at least not at
levels high enough to produce illness. Animal toxicity testing
has in general yielded negative results. The clinical picture
is ‘mnot that - of toxicity - caused ™ by aniliney “the ehemital
denaturant. Much investigative attention has been directed at
fatty-acid anilides found in relatively high concentrations in
some case-associated oils. The significance of these compounds
is uncertain, however, since they are generally considered
non-toxic.
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TV ST e R R IS S o O B 2| i 1) 1 | 24 I Z| 14
1599 oNTEKOVIRUS LYPING PENDING.eeaeenes| | I <| i 14 i | ) 16
AR30. GHOUP A. (UNSPECIPIED) eeeececcecceccal i | I 10} i | | i 10
ROSS oIVER VIRJS i B ) I i I I I | 43 61 53
ASTROVIRUS ..-.o-o.ooool 1' l l ' l l l . ? 1
SMALL VIRUS (LLKE) PARTICLE eeovececescesl i i | i | 1) 11 | N
DENGUZ IR I | { I | | 15} A 15
PARAAY XOVIROS o % SRR I | i 1 { 3) 1 i 3
KUNJ1N VIKUS adiae oo wsewsal | | l l | | <) | <
2P S B Tl RS ity AR - i R i 73( - @87 54 93] W8} 127} 925

i 1 1 1 1 1 1 1 |

.




AUSTRALCA -~ COBRMUNICABLE DISEASES INTELLIGEECE

PERIOD : 4 /3 /62 to

N/ 376 eee.
Viral Identifications by Clinical Information Table 1.
Code 00,99 -¥o ill or data; 01,02,11,12 -Bespiratory; E3 -Enceph-
alitis; M3 -Meningitis; O4 -Paralysis; 05,13 —-CES other unspec.;

82/6

5

07,49 -6I1; 17,47 -Hepatic; 19 —CVS; 89 -Urinary; 06 -Skin/mucous.
i | | | | | | | | | |
| 3o~-1iil|kespirf{Encepu|tieniny|2ara— | CNS | | depa | | urain |sxian/
Vinub O VIKAL ANITIGLK Il or fatory |jaiitis|-atis |lyezis Jotmer | 61 | -taic | CV¥S | —ary | aucs
| data | | | | {unspec] | | { | meabd
1 1 1 | 1 1 1 1 1 1 1
| | | | | | | | | | |
0100 ADLNUVIRUS NUL TIPEDecceccaccas|l i 21 | | I | I ; | 1
0101 ADENOVIRUS TYEE Tecsscasnsssesl 11 4| | [ | [ 2\ | i {
0102 AUENUOVIRUS TYPE ZLecesceoccaaael| . 11 231 l l | | - 31 l . 4. |
0103 ADLBIUVIKUS TYPL 3ececccccacccel 1] I | | | | | | I i
0105 ADENOVIKUS TYPE DSeaceccccccccaal 1 11 | | 1 \ | I \ i
0100 ADENOViLUS TIPE Oeececccccceccascl | 1] | | | | | | l |
0201 ISFLUENZA 4 ViRUSeeeeocoeacasal 1 <\ | 11 | | : | i l
0203 INFLUENZA 5 VIRUSeeeacccecaaael | 51 | 1 | | i 1 | 1
0301 PARAINFLUENZA VIRUS TYPE lea..| 11 z| | 1 | | I | { i
U302 PARAINPLULNZA VIuUS TYPE Zeeeol | 3) | i | | I | I |
U303 PARALBFPLUEDZA VIigdS TYPE 3e.ee| | o} | | | | | | | |
U400 SuSPIinATunY SYNCYTIAL VIKUS i | | | | | | | | | |
(05) eeccccccccacaccaccccccccaccael <] 1o} l | | | i 11 | f
0500 HaINOVIRUS (ALL TYPES) ceceoaasl | 21| | | | | 14 | | i
U600 AYCOPLASMA PNEUAONIAE.ceeeeeeol 171 PAY | | i. . 1 o i i [ o
0700 ONILfHOS1S—PSITTACOS1lSeeaaccaal I 11 | | | | i | I i
0904 CUASACKIEVIRUS Blecosswssosaasl] | | | | | | <\ 1 1 [
0905 COXSACKILVIAUS BOaeeccaccaccenl | 14 | Y| | | 4| I | |
1002 BCHOUIROS TIPE 2isssssnssnsnsnnl | | | | 1 I Z1 I | L
1005 ECAOVLEUS TIPE Dewscsssacvssssl] | | | | | 1 | | | |
10V0 ZCHOVIAUS 1YPS Dececececsceeeel 1] o | | | | | 1 | i I
1007 ECAUVIKUS LYPE 7Teeecccoscoccsccasl | 2| | 11 | | | | | ]
3017 £CADYIEYS TIPu 1Tsecscssssvassl | 2] | 3 | 1) 1 | I |
1010 CAdOVIRUS TY’E 10eececcecccacansel } i | | | | i | i i
1022 BECROTIRUS TYPE 22svitisncnnenn] | 19 | | | | 3 | | I
W30 LCHOVARUS LYPE 30eeaccecccnsesl | | | 14 | | 1) { { [
1102 PUOLLOVIRUS L1YKE Leecoseoseocecoccasel 1 | | | ] T i | | I
1104 POLIOVIRUS—VAUCCINAL STRAIN<o..] 11 1 | | l | 1 | i |
I 1 1 1 1 1 i 1 i 1 i
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. AUSTRALIA - COMHUNICABLE DISEASES INTELLIGENCE

PERIOD : A /3/8d to |1/ 3/ PR <... e o"a?/ 6
Viral Identifications by Clinical Information Table 1.

. Code 00,99 -No ill or data; 01,02,11,12 -Respiratory; E3 —Enceph—
alitis; M3 -Heningitis; 04 —Paralysis; 05,13 —CES other unspec.;

07,49 -6I; 17,47 -Hepatic; 19 -C¥Vs; 89 -UOrinary; 06 -Skin/mucous.-CONTINUED

b SRR, SR R L 4 B | iy | o DR SRR k.
|yo-ill |kespirjmncepu|dening|rara—- | CNS | | Hepa | | Urin |Sxan/
_ VIRUS OR VIRAL ANTIGEN | __or Jatocy Jalitis|-1itis |iysis Jother | GI | -tac | CVS | —ary | mucs
| data | { | | funspec| | | | | memb
1 1 1 1 1 1 | 1 1 i 1
| l | | | | | | i | i
1200 HMUMPS VIKUSeeseescoccoscscceaal 1 1] | 31 | | | | | |
1301 HERPES SIHPLEZL V1RUS NOT-TYPED| 11 11 11 | ] 4| | | [} | 43
_ 1302 wESToIN-BARR VIRUS (EB VIRUS) . . ¥} L _ | 1 L G 1 i O LY O i i M
1303 VARICELLA-ZOSTER VIBRUSececeeeal 1) 11 1" | I 1 | | i 1 d
1306 HERPES SIAPLEX TYPE Teeeeeceaece] 4| 51 11 | | 11 { I 14 34 42
1307 HeRPLS SIMPLEX TYPL 2esiessssesl 1] | | | | | | | | 1y 1
1“01 CDXLLLLA DUHNETI...-.-........I dl l | l ‘ l l l l_ ‘l 8
1514 AOLLUSCUM CUNTAGIUSUM.cececcoeeal | | | | | | | | | | 1
1521 BAEASLES ViBUDeececcoccccncccee] pe LV Mt ie o | i | 1 1. e L2 3 1. 1 - X
1522 RUBELLA VIRUSaececesacccscacncsacel | | | | | | | | | I <3
153« AEPATITIS b ANTIGEN.:csecececeael A | | | ] | I 31 i o] s
1535 HEPATITIS X ANPlBODYecccoacssasi 1 | i [ | | | 15} i I
1543 CdLAAYDIA A — LGV TYPEeeeoeoeol 1 _ 1 I l | | 1 I | | 1
1550 CAV — CYTOMoGALOVIRUS.eecaaceel 31 ol | | I <) | 31 i 71 Z
1562 BREOVIRUS (ALL TYPES) ececeeeeeel . L 1 ik : | ko 7 e B " |
156“ RofAvuas.-.....o-...--.oo-o.-‘ 1' ' ' l I l 13' | I I
AR30. GROUP A.(UaSFoClFInD)eecececeeel 1L | i | | 1 | I. I i 7
ROSS RIVER VIRUS ccsal 23} | | | | | | i [} | 7
ASTROVIRUS wuss 20 Giraal I | | | | 1] t | |
SHALL VIuUS (L1Kk) PaalTICLE cecsl 11 | | I I | 1) | i |
DENGUE A e e e Ly Y e B | | A 1 | | | R | L
PARAMYXOVIndS caceel | 31 | | | I | ] 1 I
roml..‘..............‘...’.....I..l_ ]Ool 12" jl .4' l 9' 35. 52' 2. lb. 1.%
1 i | 1 1 1 1 1 | 1 | |

& ®
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. AUSTRALIA — COMMUNICABLE DISEASES INTELLIGENCE

PERIOD :

br3780 to 117 374

Viral Identifications by Clinical Information Table 2.

Code 10 -Eye; 59 -Genital; 39 -Endo/sal gland; .
38 -RBRS; 29 —#luscle/joint; 69 —Congenital; P8 -PUO;

G8 -Pever/malaise; 09 -Other; A1 -SIDS

5

| £2/6

I | | N | | | | s o A ..
| | Gen— Jcendo/ | jMuscle| Con- | {Pever | |
Vi80S U« VIRAL ANTIGLM | Eye | 1tal | sai | Res  |/joaintjgenait-} KOO |/mal- |Otner | 51iD3
| I lglana | | I al | | aise | |
| . | 1 1 1 1 1 1 1 1
| | | | | | [ | | |
0100 AUENOVInUS NOL TYPiDeeeeaceacasl | | 1) I 1 i | 1) |
0101 ADB:‘OVL“UJ I‘Yfﬁ 1.....----..--' l l ‘ 1' l l l . "Ll l
0103 AVENOVIRUS TYPE 3eececcccccccel 1L SN | 1 | 1 | 1 3 B TR
0105 ADENUVIaUS TYPL Deeececccccsccel 14 | | | | | | 14 ]
0107 AVEBNOVIRUS TYIPL 7Teeeececcsoccecceal 1t | | | | 1 | | |
0108 AUVENOVIHUS TYPE Beeeocecaccacesl 1) | | | | | | I |
0119 AUENOVIRUS TYF:i 1Y9cccecceaccecal 2| | | I I { | { 1
0201 L4FLUNZA A VIRKUSecceeoccececaeaasl 11 I | i 11 ] 1 I 1
0202 INPLUENLA A VIKJS SUBTYPE d3NZ] 1 | | | 1 | N N LY -
0203 INFLOBNZE 3 VIHUS.cesssansesas] l | | | | I | | 1
0301 PAHAINPLULNZA VIRUS LYPE lee.al] \ | 1 | l I 1 11 1
630, PARAINFLUENGLA VIROS PYPE Zeoeoeol | | | | | | | 1) )
0303 PARAINPLUoNZA VIRUS TYPE 3eecee] . L | | 1 1 | 1 11 L
0000 MYCOPLAOHA PNsUNONIAE.cececeaal | | | ] 11 | z| 1 1}
0700 UNITHOSIS—PSIITACOSIS.cecacecal A A | L .l . | U IR IR ) SR
0905 COASACAILVIRUS dBcsocsssnvenus] | | | ) | | 1 2| |
1200 MUMFS VIdUSeeceeccooscsscccsce] L | 91 | I 1 1 1] 3L
1301 diRPuS SiAarsLeEx VIRUS NOT-TYPED| 4| 23 | | | | | ] |
1302 pSTalAa-BansR VIRUS (EB VIKUS) of | [ 31 31 1 | I 21 21
1303 VaniCELLA—4OSTEK VIEUS.ceeeeenl | | | 1] i | 1 | 11
1300 dLR¥ES SIMPLEA TYPE leeceeeeeol . .20 21] 1 I 1 I . 3 b
1307 dottPES SidrLiEA LYPE 2cccececceesl] | 119 | I | I | | i
1801 COATBLLE SORBEBTL casnssssesaswsl 1 l | | | | 3] 1 |
1514 dunbLuSCud CONTAGIOSUNeeeccceael] [} 21 ] i | | i | i
1544 tJoELLA VinUSeececccecancacccaa] L | i | 1 u [ | 41
1532 HEPATITIS 5 ANTIGENaceoceosooael] | | | | 1 | | I <|
153> hoPATITIS & ABTIBODYeeeeceaee.] . | L L _— | L 1 11
1541 CcalkanYpiAa A - C TRACHOMAZL{Sees| 44 72| | | | | | | i
1 j | 1 1 | 1 L 1 1 1
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AUSTRALIA — COMMUNICABLE DISEASES INTELLIGENCEK

7 3762

PERIOD : K/ 37432

Yiral Identifications by Clinical Information Table 2.
Code 10 -Eye; 59 -Genital; 39 -Endo/sal gland;
38 -BRES; 29 -#uscle/joint; 69 —Congenital; P8 -PUO;

to

6

J'&/e

G8 —-Pever/malaise; 09 -Other; A1 -SIDS ... —CONTIRUED
| | | | | | | 1 | i
| | Gen- [Ekndo/ | |Muscle| Con—- | | Fever | |
VikUs UH V1IBRAL ANT1IGEN } wye }] ital | sail [ 8.S I/jointjgenit—| PUD |/mal— |0tuer | 5105
[ | lglana | 1 . Al 1§ | aise | |
| 1 1 1 1 1 L i 1 1
{ | | | | I i | I |
1543 CSLANIDIA A — LGV TYPEeeeceaoaa] 1 1] | | 1 . | i i
1550 CA¥ = CHTONEBGALOVIKRDS o c'e o eeel I 3| I 1 1} bi 1 31\ =¥}
ARBU. oaUUP Ae (UNSPECIPIED) ceceseeel { | 1 | o| l | 1} {
B0SS LaVer ¥ixuS N anl | | | [ 271 i | 11 1}
DENGJE ceeal | | | | 3 i | < i
KUNJIN Vigls asseaeel i | | ] <} | i { |
By L e e ier atais Sa e e hare o ta 4 a ehate ek sxa ool | 1o 41 131 o| 42| Y 10} 24§ <3|
1 1 i) 1 1 1 a t i 4




NOT [F IABLE D ISEASES REPORTED [N AUSTRALIA

1a+h and I3 4 Weokly Period for.. LIEL, gl
(I.II.8I ‘o 3I.1a. 81 inclusivt) Bulletin ..08¢/. = %
i sl vic law | sac ] wa | ms. | WL | AT, | Total gg'}‘gt‘%vgm
FOR YEAR
Amoebiasis N.N. 5 b /1 ‘I)‘
' i N.N.
Ankylostoniasis I’y l b 137
Anthrax — —
Arbovirus infection | ! <0
Brucellosis s} 3 3 9 36
Campylobacter infections N.N. ] IN.N.| 85 1+ N.N N.N 60 339
Chancroid | [N.N, N.N. [N.N., ! 20
Cholera by <
Congenital rubella syndrome N.N. |N.N.|N.N N.N. N.N, |[N.N.|N.N -
Diphtheria
P : | ¢ ~ [ [+le |6 + 2 CArriers
novanosis N.N.| 77, [N.N. 3 [N.N, < [ 70
Giardiasis N.N, |[N.N,N.,N,] 76 [N.N. N.N, [N.N, N.N, né bb I
Genital herpes N.N, |N.N,N.N, 77 N.N. [N.N. [N.N, [N.N. 17 » 35&
Gonococcal ophthalmia neonatorum N.N. {N.N,N.N, IN.N, IN.N, IN.N !
Gonorrhoea 852 | 311 | lbs| 2lo] asu| 26 | 3| 17 |1978 1, 261
Hepatitis A (infectious) o 39| 57 19 20 < 3 236 * !, Soo
. . )
Hepatitis B (serum) 17 39| 13| 13 ly s { loa, & Sob
Hepatitis = unspecified N.N N.N & &£ |N.N o |
. . . . ® ® l IS- I 08
Hydatid disease | | / §. 5 QU
Lassa Fever N.N. N.N. N.N., [N.N, [N.N, -— —
Legionnaires disease N.N. N.N,| | IN.N. IN.N, |N N.N / 17
Leprosy ! 4 | 3 q “_]
W —"
,\’) ospirosis | 39 } LA | La loy
ymphogranuloma venereum N.NN.N]|N.NJN.N, [N.N, I | |
Malaria 13 b | ay| 5 'S 3 56 (K
Marburg Disease N.N. N.N. N.N. [N.N. I[N.N
Meningococcal infections N.N. | 7 N.N. 2
Non-specific urethritis N.N. [ N.NJANN. -184 N.N. |W.5. IN.N.IN.N o 6:
Ornithosis [ ! £ 1237
Pertussis (whooping cough) N.N 2y NN | g NN = L
N . . . . . N-V. o4V o
Plague Sl e 43 =
Poliomyelitis o _—
G. fever — —
[b 27| le [N-N. N.N
Rabies : € = 23 _—
N.N. | N.N|N.N, N.N. [N.N. [N.N, — s




CUMULATIVE
D I'SEASE NS0 (vic ja [S.A. |W.A. [TAS. N.T. ACLT. [Total TOTAL T0 DATE

FOR YEAR

¥*
Kalmonella infections 451 | 29| 65| 137 |b & 58 3 4és .Z,A S5
Shigella infections N.N, 'y g ] 16 | |18 ub Laa
Smallpox L AR
Biphilis a3 | 19 (12| 8| i 97 s * 2459
Tetanus A '____
Trachoma N.N., M, N.N. |[N.N, - 3
Tuberculosis (all forms) 81 %] 36| 18| 28 2 2 |200™ bk
Typhoid fever 2 Y 6 Pglu e
Typhus (all forms) A (R,
Vibrio parahaemolyticus infectiongN N, |N.N.N.N. N.N, IN.N, [N.N.|[N.N. A B
Yellow Fevetr i L
Yersinia enterocolitica infectiondgN N, |N.N.N.N. N.N. N.N. [N.N.[N.N. o e 2

|\

(l\bte: Data collected under the Notifiable Diseases Returns may bear little or no correlation to that '

collected under the CDI laboratory scheme. Whilst the latter is a sampling program, the Notifiable Diseases

data is dependent upon voluntary reporting by medical practitioners etc, )

N.N, Not Notifiable

*¥ Corrections made to the Cumulative Total since last report.

Ankylostomiasis +37 cases for N.T.

Anthrax -1 cases for N.S.VW.

Genital herpes -1 cases for N.S.VW.

Gonorrhoea +15" cagses for W.a.

Hepatitis A -9 cases for N.S.W,. ,
Hepatitis B -10 cases for W.A. |
Salmonella infections -4 cases for S.A.

Syphilis +24 cases for N.S.W. and -8 cases for W.A.
Tuberculosis -3 cases for W.A.

Typhoid fever +10 cases for N.S.VW,




