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Leprosy surveillance and update. 

VIRUS REPORTING SCHEME - A total of 1585 reports were received 
this pe r io<l. 

Influenza infections - Influenza A virus (127) and influenza 
B virus (143) reports continued to predominate the 
respiratory infections. Of these reports, 13 strains of 
influenza A virus lH3~2 subtype) and one strain of 
influenza B virus were isolate<l by the State Health 
Laboratory, Brisbane, from a total of 31 swabs taken from 
pupi l s at a boy's boarding school; and six strains of 
influenza A virus were isolated by Fairfield Hospital, 
Melbourne, from children at a reception centre. Although 
many of the patients with influenza A virus infection 
admitted to Fairfield Hospital in July presented with 
severe, but uncomplicated disease, an increasing number of 
elderly patients had bacterial pneumonia d1.n· ing the second 
half of the month. 

Gastrointestinal infections Two outbreaks of gastro­
enteritis were reported by the Institute of Clinical 
Pathology and Medical Research, Sydney; rotaviruses (7), 
adenoviruses (2) and small virus-like particles (2) were 
identified in 11 of 13 faecal specimens referred from the 
Royal Prince Alfred Hospital after a ward outbreak of 
neonatal gastroenteritis, and small virus-like particles 
were identified in a single stool specimen that was 
submitted following an outbreak of gastroenteritis 1n a 
fitness camp in Lismore. 

Twenty echovirus type 11 cases were reported by the State 
Health Laboratory Services, Perth, of which 13 were in 
infants aged less than one year. Fever (45%) and aseptic 
meningitis (30%) were the commonest presentations. A 
similar increase of echovirus type 11 infections occurred in 
1979. The outbreak was recognized initially in Western 
Australia during March-May (70 reports), but spread rapidly 
to other States with reported peaks of infection in August 
in South Australia (38), November in Victoria (62) and 
December in New South Wales ( 59) and Queensland ( 49). Of 
the 670 total reports, 46% were in infants less than one 
year of age. An increase in echovirus type 11 infections is 
also being reported in the UK, with aseptic: meningitis a 
common presentation, and some infections occurring in 
neonates (CDR (1982) 82/32). 
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LEPROSY SURV EILLANCE AND UPDATE --------------------
A recent review esti)Tlated that there were 12-15 million cases 
of leprosy worldwidell). Leprosy has been included amo ng the 
six diseases selecte d for the United Nations Development 
Program/World Bank/World Health Organisation's special program 
for research and training in tropical diseases. 

In Australia leprosy may occur in immigrants from endemic 
areas, in Australians and Europeans who have spent varying time 
in endemic areas and Australian Aboriginals from endemic areas 
in northern Australia. A total of 2661 persons are registered 
as leprosy patients in Australia, with a distribution by State 
of:- Northern Territory (892 cases between 1951-1981); Western 
Australia (1,376); Queensland (211 with 107 in Aborigi nals); 
Victoria (102 since 1951); New South Wales l64); South 
Australia (14); Tasmania (2) and Australian Capital Territory 
(0). Historically these statistics have been cumulative annual 
totals, and a 1 though each State and Territory represen tative 
has endeavoured to cull the data for patients who have died, 
left the State or in whom the disease has been arrested, a 9 . 
significant proportion of the registered cases will be 
quiescent and of no immediate epidemiological or operational 
importance. Table 1 lists the numbers of new cases of leprosy 
since 19 70 . 

TABLE 1 Leprosy notifications in Australia (1970-1981) 

Year NSW ACT VIC SA TAS \\/A QLD NT Total ---

1970 2 0 0 0 0 28 2 13 45 
1971 6 0 3 1 0 13 7 12 42 
1972 4 0 6 1 0 10 1 17 39 
1973 4 0 7 1 1 4 3 13 35 
1974 4 0 3 0 0 17 5 16 45 
1975 4 0 6 2 1 13 4 6 35 
1976 2 0 10 2 0 21 3 6 40 
1977 6 0 5 0 0 16 6 16 49 
1978 6 0 3 3 0 15 8 16 51 
1979 8 0 7 5 0 12 10 18 60 
1980 10 0 8 1 0 9 5 7 40 
1981 12 0 4 2 0 9 7 17 51 

M leprae is an obligate intracellular organism with a special 
affinity for skin, nerve and muscle tissue. Its slow 
generation time of approximately 12 days resul ts in an 
incubatioa peri.od ranging from two to ten years or longer. 
The or ganism has not been grown successfully in vitro, although 
the dise ase has been transmitted to animals. Laboratory animal 
models include the cultivation of M. leprae in the foot -pad of 
mice to detect viable bacjlli in biopsy specimens of patients 
receiving chemotherapy,l 2J the use of neona tally 
thymectomized Lewis rats for detecting live organisms among 
large numbers of dead M. lepraeC 3 J and the inocul~ti on of 
thymic nud e mice for disseminated leprosy researchl4 J. In 
19 71 it was reported that a proportion of normal nine - banded 
armadillos ( Da sypus novemc inc t us) f ram southern USA dyvy 1 oped 
lepromatous leprosy on inoculation with M. leprael5 J. A 
~ep~osy-lik e disea~e was later _reco_g_niz ed amongst 15% of the 
indigenous armadillo populationC~J. Naturally acquired 
leprosy has alsp been reported in a chimpanzee and in · a 
mangahey mnnkP.vl7)_ The P.i£li t-h rinclPrl ::irrn :1cli_ll0~ (Dasvnus 
sabani cola) of South America and Korean chipmunks (Eu r aniias 
~ibricus asiaticus) have also been infect~d successful ly by 
intravenous or subcutaneous inoculationl7) . Since each 
4.5 Kg armadillo can produce approximately 2.5 x 1012 bacilli 

-
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in t he liver and spleen three years after infection, ample 
quantities of bacteria are now becoming available f9r)research, 
much of which is directed at production of a vaccinel8 . 
Leprosy 1s not highly communicable, with only about 5% of 
s pouses living with an untreated patient developing the 
disease. Although scientific proof for the main portal of 
entry fo r M. leprae is lacking, the accepted skin-to-skin 
contact t ransmission has been challenged in favour of the 
respirato r y route. The number of bacilli shed(from the intact 
skin of lepromatous patients is very small, 9 J whereas the 
nasal discharge from these P?ti~nts contains approximately 
1 x 108 acid-fast organisms/m1LlOJ. These may survive for 
sever) days or more in dried nasal secretions in the shade or 
da rklll). Breast milk has also been suggested as a means of 
transmiss i on, (12) and although viable bacilli have been 
recovered frQm arthropods 72 hours after feeding on lepromatous 
patients,Cl3J natural vector transmission has not been 
demonstrated. Ulcers secondary to sensory loss from peripheral 
neuropathy are not infectious. 
The classification of a case of leprosy is important since it 
assists in determining the pattern of clinical response, the 
duration of treatment and the likelihood of reactions such as 
erythem? nodosum. The five group system of Ridley and 
Joplingll4J is the widely accepted classification where the 
progression from the most limited form to generalized disease 
is as follows; - full tuberculoid (TT) - borderline tuberculoid 
(BT) - borderline (BB) - borderline lepromatous (BL) full 
lepromatous (LL). Borderline cases usually develop toward the 
tuberculoid or lepromatous poles. The final outcome depends 
almost entirely on the cell-mediated immune response of the 
host. Tuberculoid leprosy occurs when there is a 
we l l-expressed cellular immunity, and presents as well-defined, 
non-sweating, anaesthetic skin lesions with little involvement 
and damage of peripheral nerves. The lepromin skin test is 
positive. The condition is not contagious and carries a good 
prognosis if adequately treated. Lepromatous leprosy is a 
systemic disease with bacteraemia and multiple organ 
involvement, and occurs when the cellular immunity is poorly 
expressed or absent. Skin and peripheral nerve lesions are 
widespread and 1 es s we 11 - defined . The n as a 1 mucosa i s 
infiltrated and numerous bacilli are shed in nasal discharge. 
There is a strong humeral immunity, but the lepromin skin test 
is negative. Borderline leprosy, probably the commonest 
presentation, corresponds to differing grades of cellular 
immunity. Peri phera 1 neuropa thy is both widesprea d and 
severe. The lepromin test is usually negativ e . 
Circulating antibodies play no role in th e defence against 
infection, but antigen-antibody-complement re act i ons may occur 
with erythema nodosum leprosum, ir)idocycl i t is , orchit i s and 
art hritis complicating the diseasellS . 
At present there is no definitive diagnostic s e rological test 
for leprosy, although considerable progress has been made in 
the development of a specific soluble ski~ test fo r use in the 
recognition of subclinical infectionll6J. More complex 
lymphocyte transformation, leucoyte migration inhib i tion and 
se ro lo gfral te s ts hav e als o bee n devel oped. E~rly di a gnosis 
depends on general awar e nes s l17,18J. ln end emi c ar ea s m2 ny 
patients are aware of the diagnosis themselves before they see 
a docto r . A high index of suspicion must be c onsidered when 
dealing with patients who have resided in the tropics or 
subtropics presenting with chronic, painless skin lesions, 
evidence of peripheral nerve damage or rheumatic complaints. 
Diagnosis can be confirmed in lepromatous cases from 
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ex aminat i on of skin smears or nasal scrapings for~cid- fast 
bac illi. In tuberculoid leprosy bacilli are rarely found, and 
def initive diagnosis depends on a characteristic histol ogical 
pi cture . Lepromin skin tests are not diagnostic of leprosy. 
Dapsone (4,4'-diaminodiphenylsulphone) is the most widely used, 
cheapest and effective drug against leprosy. Acedapsone , a 
d i-acetyl derivative, has been the mainstay of contr ol in 
iso lated Aboriginal communities since it may be given 
intr amuscularly only once every 77 days. Of the alt ernative 
drugs , (rifampicin is more expensive and has import ant side 
effects l9J, and clofazimine is also expensive and causes 
skin pigmentation (although this has been no barrier to its use 

_ in Ab origines). About three to four months after dapsone 
trea tment is started, leprosy bacilli from nasal wash ings or 
from serial skin biopsy specimens of lepromatous patient s fail 
to multiply in normal mice, indicating 99.9% ki11l20 , 21). A 
simila r kill with clofazimine takes about four months, whereas 
rifampicin is(mo:re bactericidal, achieving 99.9% kill i n three 
to f our days 22 J, so that patients ·with lepromatous d isease 
may very rapidly be rendered no significant public heal t h risk. 
Alt hough resistance to dapsone was suspected in the 1950 's, the 
firs t clinical and expe:rim~ntal proof of such resistance was 
not reported until 1964l 24J. Low dosage dapsone ther apy and 
irregul a r t rea tmen t appear to predispose leprosy patients to 
subs equent development of dapsone resistance. In surveys 
cond uc ted prior to 1976, the prevalence of secondary dapsone 
res istance was estimated to be 2.5/100 patients - at r isk in 
Ma 1 a y s i a , 3 . 7 / 1 0 0 in Israel, 1 0 / 100 in Cost a Ric a and about 
19/1 00 in EthiopiaC25,26J. More recent surveys have 
estimated prevalences of 6.4/100 and 4.1/100 in two regi ons of 
Sout h India and 3.5-4.0/100 in the Shanghai Municipality, 
Ch ina. Reports of secondary dapsone resistance have als o been 
repo rted from Australia (about 3/100)(17). 
When LL and BL patients relapse with secondary da psone 
resist ance, they can infect their contacts with 
daps one- resistant M. leprae and those who subsequently develop 
clin i cal leprosy will suffer from primary . dapsone resi stance. 
Prima r y dapsone resistance has been identified in Cebu, 
Philippines (2/62 patients), Chingleput, South India (7/4 0) and 
Bamako , Mali (12/30). Cases have also been reported from 
Gudiyatham Taluk and Jakarta, Indonesia(25). Because of this 
preva lence of primary and secondary dapsone resistance , i t is 
now necessary to give combined therapy to all new l eprosy 
pati ents, both lepromatous and tubercu loid. 
Rifampicin-resistant leprosy has also been reported(27J. 
The use of BCG vaccine may hav~ mpdified epidemics but re sults 
of trials are conflictingl 23 J. In Australia it is 
recommended that all children in endemic areas should be given 
the vaccine as early as possible within the first eight months 
of life, as should any Mantoux-negat~ve child contacts of 
infec tious cases. 
The production of large amounts of purified M. leprae i n the 
armad ill os has paved the way for a leprosy vaccine. The 
organi sm can be purified almost free of host tissue wi thout 
damag in g bacillary antigens, and studies with a vaccine 
consis ting of irradiated, killed M. leprae in combinati on with 
live BCG have suggested a capacity to induce cell-mediated 
immunity in lepromin negative( co_ntacts and patients with very 
ea r l y , indeterminate leprosy 16J. Future trials wil l be 
conducted in healthy volunteers in Europe and Americ a C28J. 
Nevertheless, since the development of a vaccine will take 
10 - 15 years because of the implications of long incubation 
peri od s and immunodeficiency in lepromatous patients, emphasis 
on chemotherapy research remains. 1 

A list of references used for this article is available from the Edi t or. 
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AUSTRALIA - COMHUNICABLE DISEASES INTELLIGENCE 1 
REPORTING PERIOD - s Ii I I.J. - II /i/lJ. BULLETIN NUMBER iJ/17 VIRAL IDENTIFICATIONS FROM CONTRIBUTING LABORATORIES 

I I I I I I I 
IICPNR I I PHH/ IFAIR- I I STATE !STATE I 

VIRUS OR VIRAL ANTIGEN IINSWl/1 RAHC I POW I FIELD I RCH IHVS I LAB I LAB !Total 
I WVH 1rnsw1 IINSWI ((VICI ((VICI (SAi I IQLD I I (WAI I 
I ( ACT> I I I I I I I 

I I I I I I I I 
0100 ADENOVIRUS NOT TYPED ....... .... .... I 261 I I I 1 I 13 I 31 43 
0101 ADENOVIRUS TYPE 1 .................. I 11 I I I ! I I I 2 
0102 ADENOVIRUS TYPE 2 .................. I 31 I I I 41 I I 7 
0103 ADrnOVIRUS TYPE 3 .... ..... ......... I I I I ! I I 31 4 
0105 ADEMOVIRUS TYPE 5 .............. .... ! I I ! I I 4 I I 6 
0106 .A.D EtlOVIRUS TYPE 6 . ............. .... I I I I I 1 I I 2 
0112 ADENOVIRUS TYPE 12 ................ . I I I I 1 I I 1 - 0119 ADENOVIRUS TYPE 19 .......... .. ..... I I I 3 I I I 3 
0199 ADENOVIRUS TYPWG PENDING .......... I I 4 I 51 6 I I 16 
0201 HlFLUENZA A VIRUS .................. 91 21 2 10 I 4 I 21 29 
0202 INFLUEllZA A VIRUS SUBTYPE H3N2 ... . . 1 I 1 I 36 441 2 141 I 98 
0203 INFLUENZA B VIRUS .................. 351 8 35 131 14 301 71 143 
0301 PARAINFLUE NZA VIRUS TYPE !. ........ 1 I 1 1 I ~ I 1 I 6 '-
0302 PARAINFLUENZA VIRUS TYPE 2 ......... I I I 2 1 2 
0303 PARAWF LUEtlZA VIP.US TYPE 3 ......... 1 I 2 1 I 11 I 5 
0399 PARAINF LUE NZA VIRUS TYPING PENDING . I I 1 11 I 2 
0400 RESPIRATORY SYN'.:YTIAL VIRUS (RSI ... 201 19 2 42 44 16 21 12 I 157 
0500 RHINOVIRUS (All TYFESI ............. 41 4 2 1 81 51 24 
0600 NYCOPLASMA PNEUMONIAE .............. 631 2 2 1 8 61 ,, I 86 
0700 ORNITHOSIS- PSITTACOSIS ............. 21 I I 2 
0800 CO Y. SACKIEV I RUSES GROUP A - NOT I I 

TYPED . .. .. . . . .. . ...................... I ,, 2 1 4 ... 
0809 COXSACKIEVI RUS A9 .................. I I 1 
0816 COXSACKIEV I RUS Al6 .. ............... I I 1 
0901 COXSACKIEVI RUS Bl ................. . 11 I I 1 
0903 COXSACKIE VIRUS B3 .................. I I I 1 
0905 COXSACKIEVIRUS B5 .................. 1 I I 1 I 2 
1007 ECHOVIRUS TY PE 7 ................. .. I 1 I I 1 
1009 ECHOVIRUS TYPE 9 ........... ... ..... I I I 1 
1011 ECHOVIRUS TYPE 1 I. ................. I 16 I 16 
1013 ECHOVIRUS TYPE 13 . ................. 1 I I 2 
1021 ECHOVIRUS TYPE 21 .................. 1 I I ' - 1101 POLIOVIRUS TYPE 1 .. .. .............. I 1 I 2 
1102 POLIOVIRUS TYPE 2 .................. I 1 I 1 
1103 POLIOVIRUS TYPE 3 .................. I 2 I 2 
1104 POLIOVIRUS-VACCINAL STRAIN .. ....... 21 I 2 
1200 NUtf PS VIRUS ........................ 33( 1 4 el 47 
1300 HERPES VIRUS GROUP-NOT TYPED ... .... 381 2 11 1 52 
1301 HERPES SIMPLEX VIRUS NOT-TYPED ..... I 2 60 64 
1302 EPSTEIN-BARR VIRUS (EB VIRUS) ...... ) 5 I 2 8 
130 3 VARICELLA-ZOSTER VIRUS ............. I 1 I 1 2 5 
1306 HERPES SIMPLEX TYPE 1 .............. , 12 8 31 21 15 87 
130 7 HERP ES SIMPLEX TYPE 2 . ............. I 98 7 31 18 32 186 
1399 HERPES VIRUS TYPING PENDING ........ ! 4 3 2 10 
140 1 COXIELLA BURNE TI ................... I 33 3 9 45 
150 2 PICORNA VIRUS-NOT TYPED ............ ! 1 
1514 t10LLUSCUN CotHAGIOSUt1 .............. I 2 
152 1 MEASLES VIRUS ... . . . ................ ) 6 4 3 13 
1522 RUBELLA VIRUS .................... , . 5 1 6 
1532 HEPATITIS B ANTIGEN ............. .. . 13 5 27 12 5 9 71 
1535 HEPATITIS A AtHIBODY ........... . ... 7 7 2 6 22 
154 1 CHLAMYDIA A - C TRACHONATIS ........ 37 2 1 42 82 
1556 CNV - CYTONEGALOVIRUS .............. 21 1 22 7 8 41 3 66 
1562 REOVIRUS ( ALL TYPES I ............... 1 I I 1 
1564 ROTAVIRUS .......................... 18 11 13 9I 181 SI 6 80 
1599 ENTEROVIRUS TYPillG PEND ING . ........ 7 4( I I 12 
ROSS RIVER VIP.US ..... .. ....... 2 14 I I SI 22 
SHA LL VIRUS (LIKE) PARTICLE ............ 9 I 1 I I 10 
DENGUE ............ I I 17I 17 
Tot a l ......... .. ........ .... ...... , .. , .. 505 50 62 273 1331 179) 1821 201 1,585 
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AUSTRALIA - COMMUNICABLE DISEASES INTELLIGENCE J_ 
PERIOD : s /1/IJ.to II/ I /IJ. .... !J/17 
Viral Identifications by Clinical Information Table 1. 
Code 00,99 -No ill or data; 01,02,11,12 -Respiratory; E3 -Enceph-
alitis; N3 -Meningitis; 04 -Paralysis; 05,13 -CNS other unspec.; 
07,49 -GI; 17,47 -Hepatic; 19 -CVS; 89 -Urinary; 06 -Skin/mucous. 

I I I I I I I 
INo-illlRespirlEncephlNeninglPara- I CNS I Hepa Urin ISkin/ 

VIRUS OR VIRAL ANTIGEN I or latory lalitisl-itis llysis lother I GI -tic CVS -ary I mucs 
I data I I I I lunspecl I menb 

I I I 
0100 ADENOVIRUS NOT TYPED . ......... 11 I I 
0101 ADENOVIP.US TYPE l. ............ 11 I I 
0102 ADEMOVIRUS TYPE 2 ............. 31 41 I 
0103 ADENOVIRUS TYPE 3 ............. 1 21 I I 
0105 ADENOVIRUS TYPE 5 ............. 31 3 I 
0106 ADENOVIRUS TYPE 6 ............. 21 I 
0112 ADENOVIRUS TYPE 12 ............ 11 I -0199 ADENOVIP.US TYPING PENDWG ..... 11 I 
0201 INFLUENZA A VIRUS ............. 16 I I 
0202 INFLUENZA A VIRUS SUBTYPE H3N2 931 2 1 I 2 
0203 INFLUENZA B VIRUS ............. 1191 2 2 2 I 3 
030 l PARAINFLUENZA VIRUS TYPE 1 .... 41 1 I 
0302 PARAINFLUENZA VIRUS TYPE 2 .... 21 I 
0303 PARAINFLUENZA VIRUS TYPE 3 .... 61 I 
0400 RESPIPATORY SYNCYTIAL VIRUS I I 

!RS) ............................. 4 144 11 
0500 RHINOVIRUS (All TYPES) ........ 21 20 I I 
0600 NYCOPLASMA PNEUHONIAE ......... 251 52 1 1 I 
0700 ORtHTHOSIS-PSITTACOSIS ........ I l I 
0809 COXSACKIEVIRUS A9 ............. I 1 I 
0816 COXSACKIEVIRUS Al6 ............ I I 
0901 COXSACKIEVIRUS Bl ............. I I 
0905 COXSACKIEVIRUS B5 ... . ......... I 1 1 I I 
1007 ECHOVIRUS TYPE 7 .............. I I I 
1009 ECHOVIRUS TYPE 9 .............. 1 1 I I 
1011 ECHOVIRUS TYPE 11. ............ I I 4 6 1 1 
1013 ECHOVIRUS TYPE 13 ........ • ..... I I 
I 021 ECHOVIRUS TYPE 21 ............ . , I l 
1101 POLIOVIRUS TYPE l. ... . ........ I 11 11 I 
11 02 POLIOVIRUS TYPE 2 ............. I I 1 I I I 
1103 POLIOVIRUS TYPE 3 ............. I I I I 21 I 
1104 POLIOVIRUS-VACCitlAL STRAIN .... I l I I I I -1200 HUt1PS VIRUS ... . . . ... . ......... I 10 I I 2 101 I 
1301 HERPES SIMPLEX VIRUS NOT-TYPED I 31 I I 39 
1302 EPSTEIN- BARR VIRUS (EB VIRUS l. 11 11 I I 
1303 VARICELLA-ZOSTER VIPUS ........ 1 I I I I 4 
1306 HERPES SIMPLEX TYPE 1. ........ l I 12 I l I I 35 
1307 HERPES SIMPLEX TYPE 2 ......... I 11 I I 12 
1401 COXIELLA BUPNETI. ............. 161 21 I I 
1502 PICOPNA VIRUS-NOT TYPED ....... I I 11 I 
1514 MOLLUSCUH CONTAGIOSUM ......... I I I I 2 
1521 MEASLES VIRUS ...... . .......... 21 11 11 I a 
1522 RUBELLA VIRUS ... . ............. 21 I I I 
1532 HEPATITIS B ANTIGEN ........... 331 I I 37 I 
1535 HEPATITIS A ANTIBODY .......... 21 I I 18 I 
1556 CMV - CYTOHEGALOVIRUS ......... 181 161 I 31 1 71 3 
1562 REOVIRUS ( ALL TYPES l .. . ....... I I I I 1 I I 
1564 ROTAVIRUS ............. . ....... I I l I I I 82 I I 
ROSS RIVER VIRUS .... I 31 I I I I I 15 
SHALL VIRUS (LIKE) PARTICLE .... I I I I I 9 I I 
DENGUE .... I 31 I I I I I I I 9 
Total .................. . ........... I 131 I 5171 61 241 51 1061 601 5 71 135 
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AUSTRALU - COl1MUNICA8LE DISEASES INTELLIGEIICE ? 
v 

PERIOD : r 1!1/J.. to If I I I I.J JJ. /17 Virai Identifications by Clinical Information T.ible 2. 
Code lp -Eye; 59 -GenitaJ; 39 - Endo/sa l gland; 
38 -RES; 29 -Muscle/joint; 69 -Congeni~ol; P8 -PUO; 
G8 rfever/malaise; 09 -OthP.r; Al -SIDS 

I I I 
Gen- !Endo/ lt1Lis clel Con- I !Fever I 

VIRUS OR VIRAL ,6JHIGEH Eye ital I sal RE~ l/jointlgenit-1 PlJO ) / ,,, _, 1- IOth~r SIDS 
lgl,md I I al I I alse I 

I I I I I I I I 
0103 AOEHOVIRUS TYPE 3 . . .... ...... • I II I I I I 1 I I 
0119 AOHIOVIRUS TYPE 19 ....... ... . , I 3 I I I I I I I 
0201 IMF LUENZA A VIRUS .. ...... . ... . I 11 I I I I 11 8 1 
0202 INFLUEtllA A VIRUS SUBTYPE H3N21 I I I 11 I 31 7 I 1 
0203 INFLUENZA 8 VIRUS .. . . , . ...... , I I I 41 I 4 1 2'11 2 l 
0302 PAP. AINFLUENZA VIP.US TYPE 2 . . . . 1 I I I I I I l I - 0400 RES PIRATORY SYNCYTIAL VIRUS I I I I I I I I 

(RSl ......... . .. .... . ... , ........ I I I I I 51 
0500 RHINOVIRUS CALL TYPESl, . ... . . , I I I I I 1 1 I 
0600 MYCO PLASt1A PNE Ut1CtlIAE .. . ... ... I I I 1 I I 2 3 I 
0700 ORNITHOSIS-PSITTACOSIS .... , ... I I I I I l I 
0903 COXSACK IEVIP.US B3 . . . . . .. ...... 1 I I I I I 
1011 ECHOVIRUS TYPE 11. ............ I I I I I 10 I 
1013 ECHOVIRUS TYPE 13 ... .. .... .. . . I I I I I ! I 
1104 POL I OVIRUS-VACCINAL STRAIN .... ! ' I I I I 
1200 HUMPS VIRUS . ....... ... ..... ... ! I I 241 I 4 1 
1301 HERPES SIMPLEX VIRUS NOT-TYPED I ~61 I I I 
1302 EPSTEIN- BARR VIP. US CEB VIP.US). ' 271 

JI I I 2 
1306 HERPES SIMPLEX TYP~ l., . ...... 6I I I 3 
1307 HER PES SIMPLEX TYPE j? •••I••••• 1 1741 I I 
f401 COXIELLA BUP.NETI .............. I I I I 91 19 2 
1521 MEASLES VI RUS ................ , I I l I I I 
152 2 RUBELLA VI P.US ................. I I I 31 I 
1535 HEPATITIS A ANT I BODY . . ........ I I I I I 2 
1541 CHL~,MYOH A - C TRACHOt1ATIS ... 31 771 I I I 
1556 CMV - CYTOt1EGALOVIRUS . ........ I 41 I 61 31 2 4 

ROSS RIVER VIRUS I I I 41 I I 1 
SHALL VIRUS !LIKEJ PARTICLE I I I I I I 
DENGUE I I I 41 I I 7 
Tot.il .. . ............. . .......... . .. 141 3081 291 141 91 251 106 15 6 

I' -




