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This is the final issue of CDI for 1981, and includes the 
subject index for the year. The next issue will be published 
on 15 January 1982. The editorial staff takes this opportunity 
to extend seasonal greetings to all readers, with best wishes 
for the New Year. 
VIRUS REPORTING SCHEME 
this period, although 
delayed in the mail. 

- A total of 517 reports were received 
figures from four laboratories were 

Arbovirus infections The State Health Laboratory, 
Brisbane, confirmed the fourth indigenous dengue case from 
Thursday Island. The serum specimen was taken from the 
46 year old pearl sheller on 29 October 1981. The 
laboratory also reported the presence of specific IgM 
against Sindbis virus in a 35 year old male from Griffith. 
Epidemic polyarthritis was diagnosed by the Institute of 
Medical and Veterinary Science in a 39 year old female from 
Waikerie, about 150 km north-east of Adelaide. The disease 
was last reported in the Riverland area in the late summer 
of 1980. 

A CF titre of 1/8 against measles virus was detected by the 
State Health Laboratory, Brisbane, in the CSF of a four year 
old girl with status epilepticus, akinetic and grand mal 
seizures. 

Less common reports received included echovirus type 27 from 
a seven month old child with pertussis, adenovirus type 8 
from a seven month old boy with croup and adenovirus type 22 
from a one month old boy with gastro-enteritis. The 
previous adenovirus type 22 isolation was by Fairfield 
Hospital in October 1978 (see CDI 78/21). 
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GONOCOCCAL SURVEILLANCE - AUSTRALIA (JULY - SEPTEMBER 1981) 

(Contributed by the Australian Gonococcal Surveillance Program: 
Co-ordinator - J.W. Tapsall, Department of Microbiology, The 
Prince of Wales Hospital, Sydney). 

A standard method for the determination of the minimal 
inhibitory concentration (MIC) of penicillin for strains of N. 
gonotrhoeae was recommended by the members of the Aust ra 1 i an 
Gonococcal Surveillance Program in CDI 81/4. The use of this 
standardised technique, together --with other checks on 
interlaboratory variation, has now allowed the collection of 
data on gonococcal sensitivities on a national basis, and has 
permitted a valid assessment of the regional variation for the 
first time in Australia. It is hoped that the data will be 
collated on a quarterly basis. Table 1 gives the results 
obtained from the participating laboratories of MIC 
determinations on 1304 isolates. 

TABLE 1 Gonococcal Surveillance Program (July-September 1981). 
Penicillin MIC values of 1304 isolates 

Source 
SensitiveCl) 

Percentage of isolafe~ 
Decreasect sensitivity-z- PPNG 

Adelaide 40% 43.9% 0.8% 
Melbourne 45.3% 45% 1.1% 
Sydney 18.7% 66.3% 1. 6% 
Perth 50.1% 33.1% 4.2% 
Brisbane 52% 42% 1. 7% 

Australia 
(1304 isolates) 40.5% 45.3% 2.01% 

1. MIC= 0.008 pg/ml 
2. MIC= 0.12 pg/ml 

The values fell into a typical bimodal distribution, with 
approximately 90% of the isolates having MIC values centred on 
0. 008µg/ml and 0 .12pg/ml. The former group was regarded as 
penicillin sensitive, and the latter group as showing decreased 
sensitivity. On a national basis, 40.5% of strains were 
sensitive and 45.3% exhibited decreased sensitivity. 
Pronounced differences in the penicillin sensitivities were 
noted for different regions. Decreased sensitivities to 
penicillin ranged from 33% in Perth, approximately 45% in 
Brisbane, Adelaide and Melbourne, to 65% in Sydney. The 
increasing trend of isolates having a decreased sensitivity to 
penicillin in Sydney has been noted over the past 12 month 
period. 

Twenty-five strains (2.01%) of penicillinase-producing 
N.gonorrhoeae (PPNG) were also isolated. 
Editorial Comment 

Increasing penicillin resistance in non-PPNG strains has 
reported in several countries. In one survey in the 
during 1979-80, 88 (39%) of 225 selected isolates 
penicillin MIC values } l.Oµg/m1ll). A similar trend 
been reported in Canada, and in the first ten months of 
the Ontario Central Public Health Laborato~y isolated 
gonococcal strains with MIC's) 1.0 I.U./m1.lZ) In the 
period, three strains were isolated that had MIC's 
penicillin of SO I.U./ml and 25-50 pg/ml for ampicillin. 
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This emergence of penicillin resistance together with PPNG 
strains places further demands on future gonorrhoea control. 
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BACILLUS CEREUS FOOD POISONING - ADELAIDE 

(Contributed by C. Murray, Food Hygiene Laboratory, Institute 
of Medical and Veterinary Science, Adelaide). 

On 8 November 1981, an unknown number of people purchased fried 
rice from a take-away Chinese restaurant in a southern Adelaide 
suburb. Later in the day the restaurant owner received 
complaints from people who became ill with nausea and vomiting 
two to six hours after consuming the meal. That evening the 
owner ate some of the rice to test their complaints and 
suffered severe vomiting several hours later. He reported the 
complaints to the local health surveyor the following morning, 
and asked for assistance to prevent any recurrence. Classical 
"C hinese restaurant" B. cereus food poisoning was suspected, 
and samples of the rice which had been boiled awaiting frying 
and the final fried rice we~e collected. B. cereus counts were 
100,000 organisms per gm. in the cooled boiled rice and 4,500 
organisms per gm. in the fried rice. 

In common with most Chinese restaurants, the practice of 
bo i ling rice one day, allowing it to cool, and frying it the 
next day for sale was used. In this restaurant, the boiled 
rice was placed in large deep containers and placed in a cool 
room. The restaurant owner had used this procedure for several 
years without incident. However following instructions, the 
cooked rice was subsequently spread on shallow trays to allow 
more rapid cooling. 

As a preventive measure, the findings were distributed to the 
local health surveyors to alert them of this potential problem 
when conducting restaurant checks. 

Editorial Comment 

From the co-ordinated food poisoning reporting system 
introduced by the Commun i cable Disease Surve i 11 anc e Cent re in 
the UK, a total of 10,856 cases of bacterial fqod poisoning and 
salmonella infections were reported in 198o(lJ. Of these, 64 
were attributed to B. cereus, all involving fried rice consumed 
at receptions and restaurants (11 incidents) or in the home 
(one incident) 
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POST-TRANSFUSION HEPATITIS - SYDNEY 

(Contributed by Y.E. Cossart, Department of Bacteriology, 
University of Sydney; S. Kirsch and S.L. Ismay, NSW Blood 
Transfusion Service, Sydney). 

The routine screening 
surface antigen (HBsAg) 

of blood donations for hepatitis B 
was instituted in Australia in 1970. 
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In 1976 countercurrent electrophoresis and passive 
haemagglutination were supplanted by radioimmunoassay, with the 
result that 0.06% of blood donations are now rejected because 
of a positive result. Although this rejection of HBsAg 
positive blood has prevented many cases of hepatitis BllJ, 
hepatitis B transmission by blood which was HBsAg negative but 
contained antibQdy to hepatitis B core antigen (anti-HBc) has 
been reported l 2 J. In addition, the present lack of ~pee if ic 
infection markers for non-A/non-B hepatitis (NANBH)(3J makes 
its transmission impossible to prevent. Although the 
epidemiology of NANBH is thought to resemble that of 
hepatitis B, it is not known whether Australia with a very low 
hepatitis B carrier rate also has a low prevalence of NANBH. 

Between January 1979 and December 1980, 842 selected patients 
admitted to the cardiac surgery units of the Royal Prince 
Alfred Hospital and St Vincent Hospital, Sydney, were studied 
for post-transfusion hepatitis. The study involved collation 
of the patient "hepatitis" histories, the serology performed on 
pre-operative blood samples, the remnants of transfused 
material and post-operative samples collected at 2,4,8,12,16 
and 24 weeks, and any biochemical or clinical evidence of 
icteric infection. All the first blood samples were tested for 
hepatitis A antibody (anti-HAV) and cytomegalovirus antibody 
(anti-CMV). The first and last samples were tested for HBsAg, 
anti-HBs and anti-HBc. The serum transaminase levels were 
regarded as the best indication of liver damage. If either 
transaminase result was raised above twice the upper limit of 
the normal range (i.e. AST > 120U/L; ALT ')' 70 U/L), a second 
blood sample was tested one week later. If still raised, the 
patient was assessed clinically, and further blood samples 
taken periodically until the levels normalised. Patients with 
two successive enzyme elevations were classified as cases of 
post-transfusion hepatitis if there was no obvious alternative 
clinical diagnosis. 

The majority of patients were middle-aged males of Anglo-Saxon 
descent requiring coronary artery grafts (77%) and valve repair 
or replacement (18%). All operations required cardiac bypass 
and transfusion, with an average of 5. 7 uni ts used for each 
patient. The patient hepatitis B carrier rate was 0.05%, 
similar to that of Sydney blood donors, but 88% of patients had 
hepatitis A antibody. This was a reflection on war service in 
the_Middl~ East or Pacific campaigns for over a quarter of the 
pat1ents.l4J 

In the study, 265 patients exhibited raised transaminase events 
of which 39 had repeat levels. Most of the single event 
abnormalities were in samples taken two weeks after operation, 
and presumably reflected surgical traumaCSJ. Nineteen 
patients were regarded as having non-infective causes such as 
alcohol abuse for their raised enzyme levels, but 18 cases were 
attributed to probable post-transfusion hepatitis. This gave a 
rate of 2% of patients or approximately four cases per 1000 
units of transfused blood. Of these cases, three were due to 
hepatitis B virus, one to cytomegalovi rus and 14 were 
classified as NANBH. There were no hepatitis A or Epstein -
Barr virus icteric infections. The clinical features of the 
cases are given in Table 1. 
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Table 1 

CDI 81/25 

Clinical features of post-transfusion hepatitis cases 

Category No. Incubation 
(wks) 

Hepatitis B 3 

CMV 1 

NANBH 14 

Av. (range) 

14 (12-18) 

8 

7.7(4-12) 

No. with 

Jaund- Mal-
ice 

3 

0 

2 

a1se 

3 

0 

3 

"Comp­
Elex 

disease 

2 

0 

0 

Duration and 
outcome 

1. Died week 30 
2. Recovered 

after 24 weeks. 
3. LFT still 

abnormal after 
20 weeks. 

Recovered after 
10 weeks. 
11 recovered, LFT 
normal after 4-44 
weeks (average= 
19 weeks). 
3 still active 
after 44, 28 and 
14 weeks. 

The hepatitis B infections had longer incubation periods and 
produced more severe illness than the other viruses, although 
three of the 14 patients assigned to the NANBH group still had 
abnormal liver function tests (LFT) at the end of the follow - up. 

The transfused material was examined for a source of 
infection. Each of the three hepatitis B patients received 
HBsAg negative blood, although one patient received a donation 
containing anti-HBc with no other markers and was administered 
along with six other units. On rec al 1, the suspect donor gave 
a history of an attack of "hepatitis" of uncertain type three 
years previous, and it was considered highly probably that his 
blood was still infectious although it contained anti-HBc. It 
was more difficult to attribute transfusion as the source of 
the hepatitis in the other two cases. Although both patients 
received a donation containing anti-HBc, anti-HBs was also 
present. Since surgery on these two patients was performed 
within two days of each other, the possibility of nosocomial 
transmission was investigated. There were no hepatitis B 
carriers among the patients in the unit during this period, but 
the two surgical teams involved were not tested. However, 
there was no evidence of post-transfusion hepatitis in the five 
other patients operated that same week. The NANBH cases showed 
some temporal clustering, but no suspicious hospital contacts 
could be found, nor was there any obvious relationship of the 
cluster of cases to periods of increased notification of 
hepatitis in New South Wales as a whole (Figure 1). The blood 
given to the NANBH patients received a higher proportion of 
anti-HBc positive units, and of greater significance anti-HBs 
and anti-HBc units, than that given to patients whose 
transaminase levels remained normal. The presence of ant i-HBc 
could indicate an exposive to a relatively recent infection, 
since the antibody is detected for a shorter period than 
anti-HBs after acute hepatitis B. Despite the statistical 
significance of these results, all the patients received 
multiple unit transfusions so it was difficult to identify the 
ic terogenic units. A similar difficulty was encountered when 
analysing the consequence of tra~sfusing blood units with 
raised alanine transferase levels.l6J 
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Figure 1 - Seasonal incidence of post-transfusion hepatitis 
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The figure in each block represents the incubation period .in weeks 
for that case. 

The results of the study suggest that anti-HBc screening would 
produce a reduction of about half the number of cases of 
post- t ransf1,1s j.on NANBH. Ant i-HBc screening has been proposed 
previously,l7J since the antibody is present in high titre in 
both acute hepatitis patients and in carriers. It also remains 
detectable in convalescence when HBsAg may disappear weeks or 
months before anti-HBs is formed. In addition to the 
infectivity of anti-HBc positive bloodl2), reactivation of 
infection has also been reported when patients are 
immunosuppressed during the "window" phase. Nevertheless, 
although the production of anti-HBs occurs at a variable time 
after the disappearance of HBsAg, its presence in the patient 
correlates well with immunity to re-infection,C8J and the 
transfusion of anti-HBs positive blood is unlikely to transmit 
hepatitis B.(9) Further studies are needed to differentiate 
between infection and units containing both anti-HBs and 
anti-HBc and those containing anti-HBc alone. In addition, the 
measurement of the class of anti-HBc appears important, since 
the persistence of anti-HBc specific IgM appegrs to indicate 
continuing activity of hepatitis B infectionllO). Although 
anti-HBc . screening would produce a cost saving to the 
transfusion service, the major uncertainty in implementing this 
policy change is the lack of long-term studies on the outcome 
of NANBH infections. The progression from mild acute disease 
to chronic active hepatitis and the long persistence of 
abnormal seru~ transaminase results have both been 
documented(llJ,ll2), but there are as yet no reports of ten 
or even five year follow-up studies on patients who acquire 
asymptomatic NANBH after transfusion. 
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AUSTRALIA - COMMUHICA BLE DI SEASES IllTELLIGEHCE j 

PERIOD : Jb//// II to , / /J./ II ...• 11/Js 
Yira1 Identifications by Clinical Information Table 1. 

010 1 
010 2 
0103 
0105 
0100 
0107 
0108 
01 2:.i:! 
02 01 
0 203 
0301 
030 2 
030 3 
0400 

Code 00,99 -Ho ill or data; 01,02,11,12 - Respiratory; El -Enceph­
alitis; 83 -fteningitis; 04 -Paralysis; 05,13 -CHS other unspec.; 
07,49 -GI; 17,47 -Hepatic; 19 -CVS; 89 -Urinary; 06 -Skin/aucoas. 

I I I I • l 
1No-illjHesp i rt~nc epn 1M n.u1g I Pa r a- I CN S I Hepa 

VIHUS OH ·iIRAl.. ANTIG.l:: I I o r: t a t o r y j alitis t-.1.ti.:::; I l y sis !O ther: Gl l -t ic 
I aa ta l I I I Iunsp ec t I 

I I I I I I I 
Al>~ NOV HWS 'r YPt.: 1 ••••••••••••• I I 31 I I I I 2 1 
ADJ:: OVIR U.S 'l'Yl'E 2 ••••.••.••.•• I L I 31 I I I I 4( 
ADENOVIRUS 'f YPE 3 .• •...•.....• l I 2 1 l l l l t 
A DhNOV I RUS TYP.t. 5 .••••.••....•. 1 1 I I I I I I 3 1 
AD.i::NOVIRUS TY.l:>E 6 ••••••••••••• 1 1 I I I I l I I 
A lJENO Vlh:US 'i' YP.!!: 7 .••.•.•..•••• I l 1 I I I I I I 
ADE OVIR US TYPE 8 .............. I I 11 I I I I I 
ADElW VTiWS 'f 'iPE 22 .•.•.••••... 1 I I I I I I 11 
l NPLUE.NZA A VI RUS ............. j I b I I l I I I 
'1 NP i.lJENZA B VItl US ••••••••••••• f I 2 I I I I I 11 
P ARAltH'LUENZ A VI RJS T YP ~ 1 ••• - l I 2 I I I I I I 
P ARAlNFL llENZA VI RUS TYPE L. •• •• I. l 1 I I I I 11 I 
.PAHA.IN.FL EZA l/I RUS 1'YPE: 3 •••• I L ( ·12 L l I l 1 l l 
RE SPTRATORY S YNC¥ 'r IA L Vl«OS I I I I I I I I 

(RS) ..........•................... 1 21 o I I 11 I I I 
osoo tHilNOV urns (A LL TtPES) •••••••• l I S t l I l l I 
0600 MYCOPLAStU PNEDaOjI AE ••••••••• 1 I 10 I I l r I I 
0700 OR TrtlOS lS - PSITTA COSlS ........ I I 31 I I I l l 
0809 CO XSAC KIE VIIWS A9 ••••••••••••• 1. I I l 1 I I l l 
0904 COXSA CKIE VIR US dLl ••••••••. • - .... I I 3 I I I I I I 
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1017 ECHOV1 ;1US 'l'YPE 17 .. ........... • .. 1 I I I 1 I l I 1 I 
1027 i::cn on au s TYPh 27 •...•..••...• , I 11 I I I I I 
1030 £ CHOVI ftUS 'rYPE 30 •....•••.•••• l 2 1 l I 1 I I I I 
1099 J::.CHOV IaU5 '.t Y PI G .P .... t DlNG •••••• I I 1 I I I I I I 
1101 POLIOVl RU S 'rYPE -1 .•............ 1 I l I I . I I 2 l 
1103 POLlOVlRUS 'l'Yi'E 3 ••••••••••••• 1 I 1 I I I I I I 
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AUSTRALIA - COM~UHICABLE DISEASES INTELLIGENCE 

PERIOD : Jb / JJ / I/ to ~ / /J./ I/ • •· • • 
Viral Identifications by Clinica1 Inforaation Tab1e 1. 

~ 
t;j.is-

Code 00,99 -Ho ill or data; 01,02,11,12 -Respiratory; E3 -Enceph­
alitis; K3 -seningitis; 04 -Paralysis; 05,13 -CMS other unspec.; 

07,49 -GI; 17,47 -Hepatic; 19 -CYS; 89 -Urinary; 06 -Skin/aucous.-COBTIBUHD 

l I I I I l I I I 
I No- ill f Respirl .L.ll Cep11f Menin g f .l?a.ca - I CNS I I tlepa l 

YIKUS Oh YitlAL ANTIGEd I or f ator y fali t i s j-itis j lysis tother I GI I -tic I CV S 

I da ta I I I I I unspec ( I I 

I I I I • I I . I I 
12 00 ct a~~s viaus ................... I l I I I 1 I ' I 11 
13 0 1 ,iERP.t. S SL'1Pi..EX VIRUS NO'l' - 'f H •EJJ I 4 1 I I I l I I I I 
130 3 ~AHIC~LLA- ZOSTER VI BUS ........ f l I I 1 I I I I I 
130b HEHP~S ~ l tlPLEl Tl~E l ......... f I 11 I I I I ' I 
1307 HBB~ES SIMPLE~ TYPE 2 ......... ( 2 1 I I I I I I I 
14 0 1 C0XiLLLA dUHN~TI .............. f I I I 1 I I I I I 
1~14 ctOLLU SCUH CDNTAGIOSU ft ......... f I l I I I I I l 
15 21 MEAS LES VlJOS ......•.......... 1 21 I I I I 1 I I I 
1522 RUBLLi A VIRUS ................. l L I I r ' I I l I -
153~ u1PATI~lS ii ANfIGEN ........... j 9 1 I I I I I I 1 8 I 
153:> j~.r' A.fi l ' l:5 A AVf.lBUu x •••••••••• 1 11 l I I I I ' 61 
l !:>56 Ci'J.'v - CY'l' Od.E.:i ... LOVlR US •••••••• ■ I 1( :;q I I l I l 31 
1564 ~orAv r au~ ---················••I t l I I I . l '13 1 l 
SIND.tHS V Iii US ..•• I 1 I I I I I I I I 
ROS$ rdV Zn VIRDS • • .•• I 1 I 1 l I I I I l l 
DENGU.;:; •••• l I I I I I I ., I 
P ARAtli ;CO .••• l I o l I l I I I I 
TOtd l ......... ~ .................... 1 3 5 1 73 1 I 7 I 2 1 5 I 2~ , 2 t, I 
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I --a.ry l IIUC S 
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AUSTRALIA - COMMUNICABLE DISEASES IIITELLIGEHCE 

PERIOD : JJ, / )// I{ to C} / /J./ f J . • • 
Viral Identifications by Cl.inical Inforaation Table 2. 
Code 10 -Eye_; _59 -Genital; 39 -Endo/sal. gl.and; 
38 -RES; 29 -M.uscle/joint; 69 -Congenital.; P8 -PUO; 
G8 -.Fever/aalaise; 09 -Other; Al -SIDS ... 

I 
Jen - I Encto/ I i'luscle I Con -

I 
I 

VIdUS OR VlHA1 ANflG BN Ey c' i tc1l I !:idl hB!i I / joint I gen i t -1 
l glanJ. I l al I 

I 
I I I I I I 

A.u.C:tlO V L.tU S 'f 'ii! l,, L. ..••••••••••. t I I 'II I I l 
AuE :WV iHUS 'I ' y f' .E 4 ••••••••••••• I 1 I I I I I I 
ADLtWV I.uUS 'f Yl:'E ·7 .•••.••.••... I 1 I l l I l I 
ADEN OV HWS 'i'YPL 1 ~ ............ l I <+ I I I l l 
Al>ENO V nrns TYPE. 35 •••••••••••• I I I I 1 I I 1 
.i.NP LU ENlA A Vl hUS ......... .... 1 1 I I I I I 1 I 
PA.d,UNFLU.C:S:Z. A VlHUS 'l'YPE 3 •.. •. I l I I t l I 
t1 iCOPL A.S,U. PaEUdOfi lA E .....•... 1 I I I I 2 1 I 
0 NITHOSIS - PSITT ACUSlS ........ 1 11 l I I l l 
COXSACKIE VIRUS B 4 ••••••••••••• f I I I I I I 
..:;CHOVlBUS ·f YPE 11 ............. 1 I I I I I l 
MUi'1PS VlnU5 ................... 1 I I 4 I I I I 
rlERPES Sl:1..i:>LEX VI RUS N01'-Ti'.P r.:D t 1 I 23 1 I I I l 
Ef'S 'l'E IN-B, Hii vnrns (.EB VIlW S).j I I . t: I I I I 
VAR I CELLA-ZOST tlli Vl f<US •••••••• j I I I L I I I 
HERPES .SI MPLEX 'rYP E 1 . ••••.• • • t 11 0 1 I I I I 
li.EHPES SI MP L E X TYPh 2 ......••. I I 35 1 l I I I 
COX l BLLA 3UHNE/rI •••••••••••••• f I I I l I I 
1'1.EASL E S VlhUS ................. j I I I 11 21 l 
RUB.tLLA wruus ................. , I I I I 101 I 
il.cf>Al'I 'flS d ANTIGEN ........ ~••I I ' 1 I I I 
CHL ~ YlJlA A - c. TRACHOdAT J S ••• l I i1 1 I I I I 
CMV - CYTO~EGALOVIRUS~ ........ 1 l b I l L I l 21 
R.1.V Eh VItli..JS ..•. I I I I I 31 I 

Tota~ .............................. 1 6 I 131 l 71 6 I 171 3( 
I l I l 
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I i'ever I 
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I aise I 
I 
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