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Frequently, doctorsand medical officersof hedltharerequired
to decide whether or not it is necessary to administer post-
exposure rabies prophylaxis (PEP). Thisisavery important
decisioninpatient care. If apatient isexposed toarabid animal
and isnot given the proper medical treatment, they will die.
However, PEP iscostly to administer (over $1000/person)
so administering it without sufficient cause can beaburden to
the healthcare system.

Several factorsare used to determine whether or not PEPis
necessary. |stheanimal availablefor rabiestesting?Wasthere
sufficient contact with the animal to constitute an actual
exposureto theanimal ? 1f the animal escaped, wasit likely to
have had rabies? If it was adomestic animal, did it havea
current rabies vaccination? |Isthe patient able to tell you
whether there was an exposure?



Figurel

Number of post-exposure prophylaxis (PEP) in Ontario compared to the number s of rabies cases
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Figure 1 showsthe number of peoplewho havereceived
PEP compared to the numbersof rabiescasesin Ontario
since 1958. Although the number of rabies cases per
year hassignificantly decreased sincetheimplementation
of aerial baiting, the number of people receiving PEP
has not decreased correspondingly. Some important
factors contributing to thisare media, public education,
and animalsthat are not availablefor testing.

Beforeagria baiting, rabieswasvery common throughout
Ontario and received minimal mediacoverage. Asthe
incidence of rabies has decreased, the amount of media
coveragefor each new casehasincreased. A singlerabid
bat can now be responsible for headline news!

In conjunction with the aerial baiting program, there has
been increased efforts to educate the public to seek
medical attention when exposed to wild animals or
animalswhich are behaving abnormally (which can be
indicative of rabies). Even though rabieslevelsare now
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very low, if aperson isexposed to an animal that flees
after the exposure, doctors frequently haveto assume
that the animal could have been rabid. Bats, stray
animals, and wild animal s frequently escape without
being captured.

Thechart onthefollowing page providesaguidelineon
when PEP should or should not be administered. There
are several factors that must be considered when
deciding whether or not to administer PEP.

In many cases, domestic animalsand livestock can be
quarantined for 10 days. If theanimal doesnot develop
symptoms of rabies during this time, PEP is not
necessary. (Therabiesviruscan only betransmitted for
avery short period of time before the animal develops
symptomsof rabies.) In some cases, the owner may be
willing to sacrificetheanimal to haveit tested for rabies.
If thefluorescent antibody test (FAT) result isnegative,
PEPisnot necessary.
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Thetype of contact with apotentially rabid animal is
alsoimportant. The salivaof arabid animal must come
into contact with you through lesions (such as bites or
scratches) or mucous membranes. Exposure to the
blood, urine or feces or a rabid animal does not
condtitute exposureto theanimal. Petting an animal also
doesnot constitute exposure unlessthefur haswet saliva
onit and you have an open wound on your hand. The
rabiesvirusisquickly killed when salivahasdried or a
carcass has become dehydrated. However, if handling
adehydrated carcass, you should still wear gloves, asit
may be possibleto acquire other diseases or parasites
fromit.
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With continued public education and rabies control
programs, the need for PEPwill hopefully decline.

SOURCE AND CONTACTS

Beverly Stevenson
Ministry of Natural Resources
Peterborough ON

Dr. Chuck LeBer
Food Safety/Zoonotic Diseases Unit
Disease Control Service

Dean Middleton, BSc, DVM, MSc
Veterinary Consultant
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Disease Control Service
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Ovarian cancer survival improving but still low

Surveillance Unit, Division of Preventive Oncology, Cancer Care Ontario

Proportion of Ontario women alive 5 years
after ovarian cancer diagnosis

Women with ovarian cancer today have abetter

chance of surviving five years after diagnosis 1007
than they had in the 1980s. At that timewomen X0
with cancer of the ovary were 34% aslikely to | % 01
be divein five years as other women thesame | S 70
ageinthegeneral population. Now that number |2 91
IS close to 40%. % 50 1
;ﬂ: 40 A
This increase in survival may be because |% 30
treatment for ovarian cancer became much |& 20-
better during the 1990s. It may also betheresult 10 |
of someovarian cancersbeing diagnosed earlier, 0 ,
when treatment has a better chance. 1986-1990  1991-1995  1995-2000

Period of follow-up

SUfVIVaI IS mUCh |OW€T fOf waomen Wlth * Relative survival compares how long people live after

advanced d|sease and better for women Whose their diagnosis to how long people of the same age in the
! general population are expected to live, 1t is estimated

cancer is still at an ear|y Stage Most ovarian here for peaple followed up in these specified periods.

cancers are d|agnosed at an advanced Stage Source: Cancer Care Ontario (Ontario Cancer Registry, 2003)

It is hard to detect cancer of the ovary early, because the symptoms are similar to symptoms
caused by more common conditions. Survival from ovarian cancer is still low compared to
many other types of cancer.

Researchers are working to improve tests for finding cancer of the ovary early.

For more information, talk to your health care provider or call Cancer Information Service
(1888 939-3333).
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CELLULAR TELEPHONE USE WHILE
DRIVING: CURRENT ISSUES & REC-
OMMENDATIONS

Introduction

Cellular telephones have becomeincreasingly popular
over thelast decade and thereisno signthat thistrend is
likely to abate. Talkingonacellular phonewhiledriving
has become commonplace sincewerely on our cellular
phoneto keepintouch with theoffice, family, and friends.
Thishasled to adebate on whether or not driversusing
cellular phones have become such hazards on the road
that the use of cellular phones should be banned in all
but emergency situations. Itisimportant for drivers of
all agesto be cognizant of therisksinherent in engaging
inaconversation on acellular phonewhilethey aredriv-
ing. Thisarticle presentsan overview of the research,
legislation, and recommendations on the use of acellu-
lar phonewhiledriving.

Research Findings

Theresearch evidence on cellular phonesand driving
consists of epidemiological research, studiesof driver
behaviour in simulated driving environments, and stud-
iesof drivers’ performance on the road. Epidemiol ogi-
cal research tracksthe exposure of the public to certain
events deemed to berisks, and then devel ops model s of
how that exposure translates into increased incidence
and preval ence of negative outcomes. Inthe case of
distracted driving, therisk isthe presence of the dis-
tracters and the negative outcomes are collisions and
ensuing injuriesor deaths.

According to a 2001 study conducted by the AAA
Foundationfor Traffic Safety, distractionsareinvolved
in about eight per cent of all collisions. Thetop three
distractions discovered in this study were: someone or
something outside the car (30 per cent of cases), ad-
justing theradio or CD player (12 per cent of cases),
and being distracted by another occupant of the car (11
per cent of cases). Cellular phone useranked eighth on
thislist of driver distractions, accounting for two per cent
of collisionsattributableto distraction, or 0.16 per cent
of al collisions. !

Similar results have been found in the United Kingdom.
It has been estimated that distraction dueto sourcesin-
side the vehicle contribute to about two per cent of col-
lisions- themost frequent distractions being passengers,
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followed by entertainment systems, and then eating and
drinking.?

Intermsof estimating relativerisk, afamous 1997 Ca
nadian study by Redelmeier & Tibshirani compared
mobile phone recordswith police collision reportsfor
property damage only, in non-injury collisions. They
found afour-foldincreased collisionrisk associated with
cellular phone use above and beyond other distractions.®

A morerecent study in2001 by L aberge-Nadeau et al,
whichincluded collisionsresultingininjury,yieldeda
somewhat moreconservativeestimateof approximately
1.4 times the relative collision risk among average
cellular phone users. Thisestimateincreased to 2.3
timestherisk for frequent usersand decreased to non-
significancewhenother factorssuchaskilometersdriven
and driving habits were incorporated in the model.
Thosewho mademinimal useof acellular phonehad
similar collisionratesasnon-users.* Itisimportant to
notethat neither of theaforementioned studiesfounda
significant advantagefor hands-free cellular phones
over hand held models.

Studiesof driversinsimul atorshavedemonstrated that
reactiontimesfor braking and generally responding to
eventson theroad, areincreased for people who are
simultaneously engagedinaconversationusingacel lular
phone.® Thedominant theory explainingtheseresultsis
that cellular phones can divert cognitive attentional
resources from the task of driving. The key to the
distraction seems to be the active participation in
conversation, sincepassivelistening to music or news
doesnot havean effect.®

Studiesof driversinrea carshaveyieldedsimilarthough
oftenlesssignificant results.” Thissuggeststhat drivers
maly approachtherisksof drivinginareal-world context
differently fromthatinasimulator. Nonetheless, while
being distracted by acellular phoneconversation, drivers
demonstrate del ayed adaptation to speed changesina
car they arefollowing?, increased mental work |oad, °*°
harder braking'!, and morecentral visual fixationwith
loss of attention to objects in the periphery and to
mirrors and instruments.!! Typically, the amount of
impairment increasesasthe demandsof thesecondary
task, suchasacellular phoneconversation, increases.*°

It isimportant to note that it is the distraction of the
conversation, not thephysical operation of thecellular
phone, that seems to be the cause of the decreased
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driving performance.” Infact, therearestudiesthat have
found similar resultsfor conversationswith passengers
as on acellular phone. 1 Some studies have even
simul ated cellular phoneconversationsby usingin-car
guestioners.?

Thereissomeevidencethat driversin areal-world con-
text use strategiesto cope with the extra attentional de-
mandsof talking onacellular phonewhiledriving. These
include slowing down while engaged with the distract-
ing task,® reduced swerving, and learning to better man-
agetwo tasksat once over time.2 However, whilethere
isevidencethat under familiar circumstancesdriversmay
be able to manage sharing their attentional resources
between the road and acellular phone conversation, in
anovel situation such as a sudden obstacle or pedes-
trianintheroad, driving performanceisdefinitely im-
paired.t

In general, there appearsto be little doubt that one’s
ability to optimally operate a motor vehicle decreases
whiletalking onacdllular phone. Theliterature strongly
suggeststhat thisimpairment is not afunction of manu-
aly operating ahand-held cellular phone, but the result
of the cognitive demands of carrying on aconversation
with someoneoutsidethe car. Whilethereisagrowing
body of evidenceto suggest that cellular phonesarean
added distraction for drivers, thereis much less evi-
dencepointingto areal-lifeincreasein seriousinjuries
or fatalitiesresulting from cellular phoneuse by drivers.

That being said, there have been afew documented and
well-publicized examples of fatalitieslinked to the use
of acellular phonewhiledriving. Atleast onehighly
publicized fatal collisionin Ontario hasbeen directly
linked to cellular phone use. In May 2001, aman was
driving with hisyoung daughter in Pickering, Ontario
whilethe two shared a cellular phoneto talk with the
girl’smother. The man failed to notice atrain bearing
downonhistruck at alevel crossing - until it wastoo
late. Both he and hisdaughter werekilled instantly.
Theinquest jury suggested that the province consider a
ban on cellular phone usewhiledriving.

Legislation

At least 14 countries have banned driversfrom using
cellular phones. These countriesinclude Australia,
Austria, Belgium, Brazil, Britain, Chile, Finland, Isradl,
Italy, Japan, Portugal, Singapore, South Africa and
Spain. However, a number of them have exempted
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hands-free unitsfrom their bans. New York state be-
camethefirst statein the U.S. to ban the use of hand-
held cellular phonesby drivers, effective November 1,
2001.** On April 1, 2003, Newfoundland and L abra-
dor becamethefirst jurisdiction in Canadato ban the
use of hand-held cellular phoneswhiledriving, except
in the case of an emergency. A number of other prov-
incesare considering following suit, including Ontario,
whereaprivate-member’shill isworkingitsway through
the Legislature. No evidenceisavailableyet of are-
duced number of collisions, injuriesor fatalities, from
jurisdictionsthat have banned the use of cellular phones
whiledriving. Canadians—many of who admit tousing
cellular phoneswhiledriving - believedriversusing cel-
lular phones pose a seriousthresat to road safety. Nearly
half of those surveyed would support legislated regula-
tionson the use of cellular phoneswhiledriving.®

Recommendations

Both the Ontario Ministry of Transportation and Trans-
port Canadacurrently recommend that driverswho wish
to usetheir cellular phones should safely pull over to
thesideof theroad first. Additional recommendations
on the use of cellular phoneswhiledriving arelisted
below:

Ask apassenger inthe car to takethe call.

Let acellular call go to voice mail when you are
driving.

“Be alert to situations on the road where a cell
phone’'s radio frequency and electronics may be
potentially harmful such as: construction zoneswhere
blasting isoccurring, or at gas stations/fuelling ar-
eas.” 16

If you need to make or take callson your cellular
phoneinthecar let someoneelsedrive.

If it isabsolutely essential that you must make or
takeacdllular call whiledriving, only usethe cellu-
lar phoneif it is safe to do so, use speed dial op-
tions, alert the caller that you aredriving, and keep
your callsshort and factual.

The Ontario Ministry of Transportation also noteson
its Web site that the law permits policeto charge driv-
erswith carelessdriving if they do not pay full attention
tothedriving task. A driver convicted of carelessdriv-
ing will receive six demerit points, fines of up to $1,000
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and/or ajail term of six months. In some casesthedriv-
er’slicense may be suspended for up to two years.*

Conclusion

Theevidence strongly suggeststhat talking on acellular
phonewhiledriving increasesyour risk of acollision. It
isnot yet clear to what extent therisk of injury isin-
creased and whether it warrants alegislated ban.

Some argue that the benefits of using cellular phones
must also be taken into account when weighing legisla-
tive action. For example, the Harvard Center for Risk
Analysis acceptsthat cellular phone usewhiledriving
“poses arisk to the driver, to other motorists, and to
pedestrians.”1” However, they suggest that research to
dateindicatesthat therisksappear to be small when set
against the potential benefits (peace of mind, contacting
emergency services, expanding productivetime) and do
not warrant alegislative ban. The Center also notesthat
while cellular phone use grew 17- fold between 1990
and 1998, U.S. traffic fatalities continued to decline
steadily.'’

Driversneed to be awarethat their ability to givefull
attention to theroad is decreased when using acellular
phone. Idedlly, driversshould avoid engaging in cellular
phone conversationswhiledriving. Driverswho choose
to usetheir cellular phoneswhile on the road should:
ensuretraffic conditionspermit it; driveinthedow lane;
and limit their conversationsto short onesthat are not
cognitively or emotionally challenging.

It isalso important to remember that the use of acellu-
lar phoneisone of amyriad of factorsthat can increase
adriver’srisk of acollision. The use of alcohol and/or
drugs, eating or drinking, driving whilefatigued, driver
inexperience, or driving during inclement weather, can
all increasetherisk of being involvedinacollision.
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MEASURING CHILDHOOD OBESITY:
A PUBLIC HEALTH PERSPECTIVE

Childhood obesity hasbecomeapublic hedth chalengein
Canada(1). Obesity in childrenincreasesrisksof Type2
diabetes, hyperlipidemia, and hypertension (2-4). Another
major concernisthat obese children tend to become obese
adults(5). Giventherisk for the development of severe
health consequence and the heavy health care burden,
primary prevention targeting childreniskey to combat this
health problem(6). Measuring childhood obesity is a
necessity for the planning and evaluation of obesity
intervention/prevention programs. Thispaper providesa
public health perspective and describes the current
definitionsof obesity in children, measuring methodsand
criteria, aswell asvenuesto collect obesity prevalence
data

DEFINITIONS

Theterm‘overweight’ refersto excessweightinrelation
to height, while* obesity’ refersto an excessiveamount of
body fat or adiposetissueinrelation to lean body mass.
Measuring body fat accurately is difficult. The ideal
definition of obesity, based on percent body fat, is
impracticablefor epidemiological and clinical use (7).
Although the word over weight may connote a milder
degree of excessfat than doesobesity, no defined criteria
exist tomakethisdigtinction. Thetermsaregenerdly used
interchangeably intheliterature (8). Defining overweight
or obesity in children and adolescentsis complicated by
thenormal growth processes, pubertal devel opment and
body composition changes. No standard definition exists
for child or adolescent obesity.
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Methods and criteria

Methodsto classify obesity include skinfold thickness
measures, weight-for-height percentiles, and Body Mass
Index (BMI). BMI iscurrently the most acceptable and
practical measure.

Skinfold thickness

Skinfold thicknessisameasure of the subcutaneousfat at
specificbody sites. TheWorld Health Organi zation (WHO)
recommends associating measurements of skinfold
thicknesswith BMI (9). Thereferencesfor two skinfold
Sites, i.e. subscapular and triceps, in conjunction with the
BMI referenceis suggested in defining overweight and
obesity for youth aged 11 to 21 years(9).

Accurate measurementsof skinfold thicknessdepend on
the skill of the examiner and may vary widely when
measured by different examiners (10). The low
measurement reiability limitsthetechniquefor fiedld surveys
(11). These WHO recommendations are not widely used
inlarge-scaeepidemiology sudies.
Weight-for-height percentiles

Weight-for-height charts are another measure used to
determineif achildisoverweight. Thesecharts, which have
been used for decades, usually give arange of acceptable
weightsfor achild of agiven height. Currently, WHO till
recommendswel ght-for-height percentilesfor classification
of overweight in children aged O to 10 years (9).
Overwelght isdefined ashaving aweight-for-height above
the 95" percentileonthe WHO/National Centrefor Hedlth
Statistics(NCHS) reference curves(9).

The weight-for-height index, however, only takesinto
account therel ationship of body weight for agiven height
and disregardsage. Aschildren’sbody composition and
body build change substantialy with age, theuseof asingle
weight-for-height index isan inaccurate measure of body
fat inchildhood.

Body Mass Index (BMI)

Body MassIndex (BMI) has been adopted asameasure
of childhood obesity sincethe 1990s. Several countries,
i.e. theUnited States, the United Kingdom, Germany, Italy,
Audrdia, and New Zed and have deve oped gender specific
BMI-for-age standardsfor children (12-18). Canadahas
not yet established itsown standardsfor children (19). The
Canadian Pediatric and Family Physcian Society, however,
endorsesthe use of the recently released BMI reference
by the Centersfor Disease Control and Prevention (CDC)
inthe United States (12;20).
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Why BM1? Overdl, BMI isaconvenient way of measuring
overweight and obesity in generd practice. Sinceobesity
isan excessof body fat, theideal indicator in populations
should bereliableand valid inreflecting body fat content
(11-12). Using BMI as a measure of overweight and
obesity in childrenisbased ontwofactors. Firgt, thehigh
reliability of measurementsof height and weight makesthe
calculation of BMI applicablein clinical practicesand
population surveys(11-12). Secondly, BMI isavaidindex
of fatness. BMI issignificantly correlated with fatnessin
children and adolescence as determined by laboratory
measures (21-23).

Compared to the weight-for-height index, the advantage
of BMI-for-agereferencesasameasure of overweightin
childrenisthat ageistakeninto account. Thisisvery crucid
sinceachild sbody build and body composition change
withage(9).

BMI cutoff values. When defining overweight and obesity,
the cut-off pointsfor BMI-for-agearearbitrary in children.
For adults, BMI criteriahave been based on mortality or
mortality outcomeresearch, however norisk-based criteria
has been established for youth, asitisdifficult tolink youth
weight statusto chronic disease outcomes (9;12). Adult
BMI criteriautilizeasingle cutoff valuefor both sexesand
al ages, whichisingppropriatefor children and adolescents
who are experiencing rapid growth and body composition
changes. Inchildhood, BMI changessubstantialy with age,
falling during the preschool years and rising again into
adulthood (11-12). For this reason, BMI needs to be
assessed using age-specific reference curves. Gender-
specific valuesare d so needed for adol escents because of
differencesin body composition during puberty. During
puberty, malesexperience anincreasein lean body mass
(muscleand bone mass) and adecreasein the amount of
body fat, whereasfemales devel op greater fat stores (11-
12).

The United Kingdom, Australia, and the United Statesuse
the 85th and 95th percentilesto mark thetransition from
“normal weight” to“overweight” and then“obesity” (12-
18), while the French use the 97" percentile to classify
childrenas’obese’. Thelnternationa Obesity Task Force
(IOTF), however, incorporated anovel gpproachto setting
the childhood percentilefor overweight and obesity based
on adult morbidity cut-off points. Percentilesat 18 years
of year were chosen to match theadult BMI cutoffsof 25
and 30 (24).
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Which BMI-for-age reference should be used?

Currently, three setsof BM| reference might be useful for
childrenin North America(9; 12; 24-25):

1. The WHO recommended BMI reference: The
earliest BMI standardswere established for children
aged 6 to 19 yearsin early 1990s. Must et a (25)
developed a set of BMI references based on
anthropometric data from the United States' first
National Health and Nutrition Examination Survey
(NHANESI, 1971-1974). Intheabsenceof widely
accepted internationa anthropometric referencesfor
adolescents, these BMI referenceswererecommended
by aWHO Expert Committeein 1995 (9).

2. ThelOTF recommended BMI reference: On
behdf of thelnternationa Obesity Task Force (I0TF),
Coleet d (24) amagamated BMI-for-age datafrom
severd naionaly representativestudiesincluding those
fromthe United States, Brazil, Great Britain, Hong
Kong, the Netherlands, and Singapore. This set of
BMI referencescoverstheagerangeof 2to 18 years.
Children’'sBMI curveswereartificially extrapolated
to match the adult cut-off valuesfor overweight and
obesity. Children are defined asoverweight witha
BMI percentile corresponding to 25 and obesewitha
BMI percentile corresponding to 30 at the age of 18
years. Itispromoted that thisset of BMI standardsbe
gpplicablefor internationa use.

3. TheCentersfor Disease Control and Prevention
(CDC)-US BMI reference: CDC released BMI-
for-agereferencesfor childrenaged 2 - 20 yearsin
2000 (12). The gender-and age-specific BMI
percentiles were developed based on data from
National Health Examination Survey (NHES) and
National Health and Nutrition Examination Study
(NHANES) beforethe 1980s, prior to obesity being
recognized asan epidemic. Thedatafrom thesenationa
surveysclosdy reflectstheracid/ethnic diversity inthe
United States. CDC definesoverweight inchildren as
a BMI greater than the 95th percentile for age.
Children between the 85th and 95th percentile are
consdered being at risk of becoming overweight. For
practical use, CDC has developed a computer
software*Epi Info’ (version 3), whichalowsfor easy
calculation of BMI percentilesagainst the standards.
From a statistical standpoint, this allows easy
descriptionsof the popul ation mean and distribution
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patternsof BMI percentile, aswell as estimation of
overweight prevalence of atarget sample(26). The
software is free for downloading from the CDC
website: http://www.cdc.gov/epiinfol.

Which reference is practical to be used in
Canada?

Although recommended by WHO, the Must et al BMI
referencesaretheleast used oneamongst thethreeexisting
BMI references(9;25). Boththe Cole'sand CDC'sBMI
referencesarebeing usedin Canadaby different researchers
(1;27-28). Onemay wonder what arethesimilaritiesand
differencesbetween the Coleand CDC BMI references.
Intermsof amilarity, both referencesarebased on Satiticdl
criteria and incorporate arbitrary assumptions. The
differencesincludetheterminol ogy being used, agerange
covered and adight differencein BMI cut-off vaues(Table
1). Fegal et a (29) compared the difference of the BMI
cut-off values and their impact on estimating obesity
prevadenceratesusing datafrom nationa surveysinUS. In
thisstudy, Coleet al BMI cutoffsequivalenttoaBMI of
25 were compared with the 85th percentilefrom the CDC
reference; the values equivalent to a BMI of 30 were
compared with the 95th percentile. The two methods
generated similar but not identical results. Thereference
valuesof Coleet a generatelower estimatesthan did the
CDC BMI reference for young children, but higher
estimatesfor older children. Fegal et d (29) suggested that
thedifferencesbetween methodswerere ated to differences
in data sets, smoothing methods, and theoretical
approaches.

classification of childhood obesity in primary health care
settings (20). Fromapractica standpoint, the CDC BMI
standard iseasier to use becausethe availability of thefree
software Epi Info Version 3 for the calculation of BMI
percentilesagainst the standard. Overall, we should bear
in mind that both references are developed based on
statistical criteriaand incorporate arbitrary assumptions.
With awarenessof thepossiblelimitations, ether reference
should be used with caution (29).

HOW TO MEASURE BMI- SOME PRACTI-
CAL CONSIDERATIONS

Taking body weight and height measurementsseemssmple.
Infact, some practical considerationsmust betakeninto
account when measuring children’s body weights and
heights. To ensure accuracy, heightsand weights must be
measured by trained personnel with appropriate equipment.
M easurement should be repeated and the average of two
readings used. Because of the sensitivity of body image,
protective measures must bein placeto avoid any harm
that may be caused by taking BMI measurements. Toavoid
harming children’s self-esteem, measurements must take
placein aprivateroom to respect the privacy of thechild
being measured. Themeasurer should not tell thechild his/
her weight or what he/she should weigh. If children keep
asking, the measurers could state that peoplearebornin
different shapesand emphasi zetheimportance of healthy
eating and activeliving. Researchersat the University of
California have developed a guide for anthropometric
measurement based on these principles. The* Guidelines

ageof 18

Tablel
Comparison of the Coleand CDC BMI references
Coleet al BMI References CDC BMI References
Agerange 2-18 yrs 2-20yrs
Terminology | Overweight: BMI equivalent to 25 At risk of overweight: BM| 85™ -
at age of 18 95" centile

Obesity: BMI equivalent to 30 at

Overweight: >=95" centile

Currently, Health Canadadoes not endorse either of these
BMI references. The College of Family Physicians of
Canadaand The Canadian Paediatric Society, however,
have endorsed the use of the CDC BMI references or
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for Collecting Heights and Weights on Children and
Adolescentsin School Settings' isfreefor downloading
from http://www.cnr.berkeley.edu/cwh/PDFs/
bw_weighing.pdf.
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POSSIBLE VENUES FOR COLLECTING BMI
DATA

Despitetheincreasing national and local concern over the
rising prevaence of childhood obesity, thereisalack of
messured BMI datafor Canadian childrensincethe 1970's
(30). Recent nationd surveysobtained children’'sBMI data
based on parents’ or children’sreported body weightsand
heights(1;27;31), which may not beasaccurateasactualy
taking measurements. Sensitivitieswith respect to body
image have beenamgjor barrier to ng weight status.

From a public health standpoint, population-based
measured BMI dataare essential to accurately report and
monitor obesity prevalencetrendsin children. Possible
venuesto collect such measured BMI dataincludeschoals,
community events, immunization clinicsandfamily doctor’s
officesetc.

Collecting new BMI data in school settings

School isagood venueto obtain BMI datafrom school-
agechildren. InCanada, amgority of children attend school
except thosewho study in home-based programs. Inorder
to obtain arepresentative sample of school-age children,
surveysshould target childreninfour school boards;; i.e.,
Public, Public French, Cathalic, and Catholic French. From
an ethics perspective, akey stepto collecting BMI datais
to obtain parental consent. He (28) found that when an
active consent method (i.e., consent signed by parents)
was used, approximately 50-60% of parents gave
permission for measuring their children’sbody weightsand
heights.

Collecting new BM|I data in pre-school vaccination
clinic settings

Preschool vaccination clinics seem apromising routeto
collect measured BM | datafrom preschoolers(32). Flynn
et d (32) havetested thefeasibility of collecting BMI data
insuch settings. Public health nursesweretrained totake
body weight and height measures as part of preschool
vaccinations and assessmentsin clinics. BMI datawere
entered into adatabase and centrally analyzed. Flynneta
concludedthat ‘ thisgpproachtoidentify overweight children
appeared satisfactory to parentsin an environment with
limited resourcesfor treatment of childhood overweight’
(32).

Collecting new BMI data in community settings:

Researchersin Cagary, Albertahave pil oted acommunity-
based data collection model with little success (33).
Childrenaged 7to 13 yearsin summer campsweretargeted.
Thestudy showed that only 15% of parentsgavepermisson
for their childrento participate. Themain reasonsfor not
alowing children’sparticipationwerelack of timeand parents
concern about anegativeimpact on body image (33).

Collecting existing BMI data in primary
healthcare settings

Routinegrowth monitoring deta, collectedin primary hedth
care settings, havethe potential to beavalid datasource
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for tracking obesity prevalence. Primary hedth carepro-
vidersin Canadahave amandateto routinely assessand
monitor thegrowth of every child frombirthto six yearsof
age. Anthropometrica measurements, e.g., body weights
and heights, areperiodically chartedinfamily physicians

offices(34). Periodic extraction of routine growth moni-
toring dataenablesthetracking of the prevalenceof child-
hood obesity at theregiona, provincia or nationa level.
He& Sutton (34) recently completed aretrospective study
totest thefeas bility of using routinegrowth datafrom phy-
sician’sofficesintracking obesity prevalencein children
aged 2 to 6.years. Over 1300 growth chartsin physi-
cians officeswerereviewed. It was shown that datafrom
routinegrowth monitoringin primary care settingshasgreat
potentia to be used as apopulation-based datasourceto
track the preva ence of obesity inyoung children.

SUMMARY

Overweight and obesity in Canadian children areescdating
public health concerns. Thereisalack of clear definitions,
consistent measures and criteriafor the classification of
overweight and obesity for Canadian children. BMI is
currently the most acceptable and practical means for
measuring childhood overweight and obesity. Although
three BMI referencesare available, only the Cole’'sand
CDC’'s BMI references are being used by different
researchersin Canada. Inaddition, thereisasoalack of
measured datathat accuratdly reflect the current prevaence
ratesof overwe ght and obesity in Canadian children. Public
hedlth profess onal sshould make effortsto obtain accurate
BMI datato monitor the trends of childhood obesity at
local, provincial and federal levels. Possible venuesto
obtain such datainclude schools, preschool vaccination
clinics, physicians officesand community events.
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Summary of Reportable Diseases in Ontario - July, 2003

Health Units by Region

Population
2001

AIDS Campylo. | Chicken- | Chlamydia Enceph / GAS Gonorrhea
pox Meningitis
18 2 1 2

Algoma 117,200
North Bay 92,950 3 61 14
Northwestern 75,085 2 4 29 1 2
Porcupine 84,755 12 20
Sudbury 188,365 34 26 2 1 2
Thunder Bay 152,800 2 22 1 1
Timiskaming 35,335 1 9
T L L B0 [ S EOE e e e T D
Eastern Ontario 185,975 10 1 13 2
Hastings & Prince Edward 150,805 6 20 1
Kingston, Frontenac & Lenno 178,065 19 2 1
Leeds, Grenville & Lanark 159,100 2
Ottawa 774,070 35 68 79 2 22
Renfrew 96,465 3 5 3
T
Durham 506,900 1 24 34 63 4 2 10
Haliburton-Kawartha 161,770 9 8 2
M uskoka-Parry Sound 80,500 2
Peel 988,950 53 114 144 30
Peterborough 125,860 7 14 1
Simcoe 377,030 5 5
Toronto - total 2,481,495 2 163 93 550 11 7 212
North 32 11 122 2 1 45
South 2 65 26 210 5 3 115
East 38 48 146 1 2 25
West 28 8 72 3 1 27
York 728,980 62 19 42 2 2 5
Grey Bruce 152,380 8 1 16 2 3
Elgin-St. Thomas 81,560 4 1 8
Huron 59,695 6 4 1
Chatham-Kent 107,705 1 17 9
Lambton 124,295 2
M iddlesex-London 403,180 14 45 12
Oxford 99,265 9 6
Perth 73,680 10 11
W indsor-Essex 374,985 26 35 4 1 2
. s
Brant 118,085 3 17 16 2
Haldimand-Norfolk 104,580 9 2 5 3
Halton 375,230 20 19 1
Hamilton 490,270 1 15 4 76 13
Niagara 410,570 26 40 6
W aterloo 438,515 27 47 5
W ellington-Dufferin-Guelph 238,315

*Total YID 2002

The Toronto City regions above are now defined as: North

East

- former Scarborough and East Y ork

2,533 11,525 10,457 - 1,698

- former North York; South

- former City of Toronto; W est

** |Infectious Syphilis cases include 'Primary, Secondary and Early Latent' staging effective January 1, 2003

* Adjusted for deletions and late reports.
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- former Etobicoke and City of York;
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Summary of Reportable Diseases in Ontario - July, 2003

Population {l Hepatitis | Hepatitis | Hepatitis Hib Influenza [Measles| Meningo
Health Units by Region 2001 A B C coccal

Algoma 117,200 3

North Bay 92,950 1

Northwestern 75,085 1

Porcupine 84,755 3

Sudbury 188,365 4

Thunder Bay 152,800 1 7

Timiskaming 35,335

e

Eastern Ontario 185,975 5 1

Hastings & Prince Edward 150,805

Kingston, Frontenac & Lennox 178,065

Leeds, Grenville & Lanark 159,100

Ottawa 774,070 28

Renfrew 96,465

B s e

Durham 506,900

Haliburton-Kawartha 161,770 11

M uskoka-Parry Sound 80,500

Peel 988,950 1 1 12

Peterborough 125,860 1 6

Simcoe 377,030 6

Toronto - total 2,481,495 1 2 114 2 1
North 1 25 1 1
South 48
East 1 1 25
West 16

728,980

Grey Bruce 152,380 3

Elgin-St. Thomas 81,560 4
Huron 59,695
Chatham-Kent 107,705 5
Lambton 124,295
Middlesex-London 403,180 10
Oxford 99,265
Perth 73,680
W indsor-Essex 374,985 4 5
fow Seohwese - ey P
Brant 118,085 1 5
Haldimand-Norfolk 104,580
Halton 375,230
Hamilton 490,270 4 19
Niagara 410,570 9
W aterloo 438,515 8
W ellington-Dufferin-Guelph 238,315 1 2

Total - Central W est 2,175 565
July 2003 11,394 765

The Toronto City regions above are now defined as: North - former North York; South - former City of Toronto; West - former Etobicoke and City of York;
East - former Scarborough and East Y ork

** Infectious Syphilis cases include 'Primary, Secondary and Early Latent' staging effective January 1, 2003
* Adjusted for deletions and late reports.
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Summary of Reportable Diseases in Ontario - July, 2003

Population | Mumps | Pertussis Rubella Salmon. Shigellosis Syphilis VIEC
Health Units by Region 2001 Iinfectious* *

Total - Northern 746,490

Algoma 117,200

North Bay 92,950

Northwestern 75,085

Porcupine 84,755

Sudbury 188,365 3

Thunder Bay 152,800 1
Timiskaming 35,335

= I

Eastern Ontario 185,975 1
Hastings & Prince Edward 150,805
Kingston, Frontenac & Lennox 178,065 1
Leeds, Grenville & Lanark 159,100
Ottawa 774,070 6 13 1 1 4 8
Renfrew 96,465 3 1
TR e I T R T e ————ry
Durham 506,900 4 13
Haliburton-Kawartha 161,770 4 1
M uskoka-Parry Sound 80,500
Peel 988,950 1 13 1 1 4 3
Peterborough 125,860
Simcoe 377,030 3
Toronto - total 2,481,495 1 1 1 61 10 30 17 10
North 24 1 3
South 1 1 19 28 6
East 1 9 2
1 6
728,980 2 23 2 2 10
Grey Bruce 152,380 3 2
Elgin-St. Thomas 81,560 1
Huron 59,695 1 1
Chatham-Kent 107,705 1
Lambton 124,295 1
Middlesex-London 403,180 2 5 1 1
Oxford 99,265 2
Perth 73,680 1 1 3
Windsor-Essex 374,985 1 10 1
TR FRT T R R S R e e e
Brant 118,085 2
Haldimand-Norfolk 104,580 2 1 1
Halton 375,230 2 2 14
Hamilton 490,270 7 1 2
Niagara 410,570 11 1 1
W aterloo 438,515 5 2 1 1
W ellington-Dufferin-Guelph 238,315 2 1

The Toronto City regions above are now defined as: North - former North York; South - former City of Toronto; West -

East - former Scarborough and East Y ork

** |nfectious Syphilis casesinclude 'Primary, Secondary and Early Latent' staging effective January 1, 2003

* Adjusted for deletions and late reports.
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former Etobicoke and City of York;
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Summary of Reportable Diseases
2"9Quarter, 2003

Ministry of Health and Long-Term Care
Ontario
160
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Summary of Reportable Diseases in Ontario - 2" Quarter 2003

Population AIDS Campylo. | Chicken- | Chlamydia Enceph / GAS Gonorthea
Health Units by Region 2001 pox Meningitis
5 43 2 4

Algoma 117,200 2

North Bay 92,950 1 289 35

Northwestern 75,085 2 54 53 5 4

Porcupine 84,755 5 97 36 1

Sudbury 188,365 4 291 77 5

Thunder Bay 152,800 6 19 82 6

Timiskaming 35,335 2 8 13

Eastern Ontario 185,975 8 24 35 2 2

Hastings & Prince Edward 150,805 1 5 12 48

Kingston, Frontenac & Lennox 178,065 3 3 62 2 2

Leeds, Grenville & Lanark 159,100 3 4 1 3

Ottawa 774,070 1 43 657 279 5 12 29

Renfrew 96,465 4 5 19 2

Durham 506,900 2 26 1,257 163 4 9 19

Haliburton-Kawartha 161,770 17 29 3 2

M uskoka-Parry Sound 80,500 2 2 17 18 1

Peel 988,950 3 68 1,349 436 15 6 87

Peterborough 125,860 10 102 41

Simcoe 377,030 1 8 65 110 2 3 4

Toronto - total 2,481,495 30 226 2,097 1,472 24 28 417
North 2 52 428 305 8 50
South 24 88 377 528 9 206
East 2 44 896 402 7 81
West 2 42 396 237 4 80

York 728,980 62 401 154 12 1 9

| sesigcas]  sal 430

Grey Bruce 152,380 6 70 37 2 1

Elgin-St. Thomas 81,560 1 102 25 1

Huron 59,695 7 22 9 1 2

Chatham-K ent 107,705 6 136 25 3

Lambton 124,295 4 1

M iddlesex-London 403,180 2 19 130 4 4 24

Oxford 99,265 6 18 2 3

Perth 73,680 9 70 14 2

W indsor-Essex 374,985 30 549 124 3 3 9

Brant 118,085 1 3 421 35 1 2 3

Haldimand-Norfolk 104,580 5 56 24 1 1

Halton 375,230 35 33 62 3 3 10

Hamilton 490,270 3 21 346 231 1 7 29

Niagara 410,570 1 35 700 119 1 6 27

W aterloo 438,515 2 39 36 143 2 6 19

W ellington-Dufferin-Guelph 238,315 1 1 4

23 130 60
Total - Central W est 2.175 565 iree] enal o] 26| @ es
2nd Quarter 2003 e o ] ]

The Toronto City regions above are now defined as: North - former North York; South - former City of Toronto; West - former Etobicoke and City of York;
East - former Scarborough and East Y ork

** |Infectious Syphilis casesinclude 'Primary, Secondary and Early Latent' staging effective January 1, 2003
* Adjusted for deletions and late reports.
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Summary of Reportable Diseases in Ontario - 2" Quarter 2003

Population Hepatltls Hepantls Hepantls influenza |Measles| Meningo-
Health Units by Region 2001 coccal

Algoma 117, 200

North Bay 92,950 1

Northwestern 75,085 6

Porcupine 84,755 6

Sudbury 188,365 4 35 1

Thunder Bay 152,800 3 30 8

Timiskaming 35,335 | 1 1

Eastern Ontario 185,975 11 4

Hastings & Prince Edward 150,805 1

Kingston, Frontenac & Lennox 178,065 1 5

Leeds, Grenville & Lanark 159,100 1 21

Ottawa 774,070 3 1 84 8 1

Renfrew 96,465 ‘ 4

Durham 506,900 2

Haliburton-Kawartha 161,770 38

M uskoka-Parry Sound 80,500

Peel 988,950 3 110 9

Peterborough 125,860 1 25

Simcoe 377,030 35

Toronto - total 2,481,495 7 16 304 2 41 4
North 2 1 71 1 9
South 1 9 118 14 4 1
East 2 4 72 14
West 2 2 43 1 4

York 728,980 ‘ 3 50 7

ot -CentralEast |

Grey Bruce 152,380 2 14

Elgin-St. Thomas 81,560 1 7 1 1

Huron 59,695

Chatham-Kent 107,705 9 1

Lambton 124,295

Middlesex-London 403,180 1 49 1

Oxford 99,265

Perth 73,680 2

W indsor-Essex 374,985 ‘ 3 37 1

Brant 118,085 11 1

Haldimand-Norfolk 104,580 4

Halton 375,230 2 20 1 3

Hamilton 490,270 4 1 84 3

Niagara 410,570 69 2 1

W aterloo 438,515 40 2

W ellington-Dufferin-Guelph 238,315 1 1 5 2

Total - Central West 2175565 |
Dhd Quarter 2003 11394 765

* Total YID 2003
* Total YID 2002

The Toronto City regions above are now defined as: North - former North York; South - former City of Toronto; West - former Etobicoke and City of York;
East - former Scarborough and East Y ork

** Infectious Syphilis cases include 'Primary, Secondary and Early Latent' staging effective January 1, 2003
* Adjusted for deletions and late reports.
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Summary of Reportable Diseases in Ontario - 2" Quarter 2003

Population )| Mumps | Pertussis | Rubella Salmon. |Shigellosisi Syphilis B VIEC
Health Units by Region 2001 Infectious* *

Algoma 117,200 5
North Bay 92,950 2
Northwestern 75,085 1 3 2 2
Porcupine 84,755 2 4
Sudbury 188,365 1 1 1
Thunder Bay 152,800 5 1 1
Timiskaming 35,335 1
e e e
Eastern Ontario 185,975 5 4 1 2
Hastings & Prince Edward 150,805
Kingston, Frontenac & Lennox 178,065 1
Leeds, Grenville & Lanark 159,100 3 2
Ottawa 774,070 15 1 31 5 11 12
Renfrew 96,465 3 1 1
TR [ O e e B e B B
Durham 506,900 5 14 1 1 1 1
Haliburton-Kawartha 161,770
M uskoka-Parry Sound 80,500
Peel 988,950 1 41 16 5 51 6
Peterborough 125,860 15 3
Simcoe 377,030 4 5 1 3
Toronto - total 2,481,495 4 122 18 131 178 20
North 1 28 3 5 42 6
South 40 6 111 56 1
East 3 24 5 6 51 9
West 30 4 29 4
York 728,980 5 33 3 3 17 5
 sasigss]
Grey Bruce 152,380 4 1
Elgin-St. Thomas 81,560 2 2 1
Huron 59,695 2 2
Chatham-Kent 107,705 1 1
Lambton 124,295 3
Middlesex-London 403,180 5 19 1
Oxford 99,265 2 1
Perth 73,680 4 1
Windsor-Essex 374,985 2 10 1 1 1
IETEC BV RN P R R e R e
Brant 118,085
Haldimand-Norfolk 104,580 4 7
Halton 375,230 1 1 12 1 1 2 71
Hamilton 490,270 16 1 1 10
Niagara 410,570 3 34 1 4
W aterloo 438,515 13 3 4
W ellington-Dufferin-Guelph 238,315 1 9 2

Total - Central West 2175565
2nd Quarter 2003 11,394 765

The Toronto City regions above are now defined as: North - former North York; South - former City of Toronto; West - former Etobicoke and City of York;
East - former Scarborough and East York

** Infectious Syphilis casesinclude 'Primary, Secondary and Early Latent' staging effective January 1, 2003
* Adjusted for deletions and late reports.

10/31/03 163 PHERO



Vaccine Preventable and Other Diseases

Measles by Month

Ontario
January-June, 2002 and 2003

Number of Cases

Jan Feb Mar Apr May Jun Jul Aug Sep Oct Nov Dec
Month
12002 E2003

Total for 2002 includes "confirmed" and "probable" cases

Measles by Age

Ontario
January-June, 2002 and 2003
4 Number of Cases Rate per 100,000

2 2
1 1
0 0

<1 1-4 5-9 10-14 15-19 20-24 25-29 30-39 40+
Age

Total for 2002 includes "confirmed" and "probable" cases
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Vaccine Preventable and Other Diseases

Meningococcal Disease by Month
Ontario
January-June, 2002 and 2003
Number of Cases
15 |-
10
5 ,,,,,,,,,,
o I ,,
Jan Feb Mar Apr May Jun Jul Aug Sep Oct Nov Dec
Month
~12002 EN2003
Meningococcal Disease by Age
Ontario
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Vaccine Preventable and Other Diseases

Pertussis by Month
Ontario
January-June, 2002 and 2003

Number of Cases

Jan Feb Mar Apr May Jun Jul Aug Sep Oct Nov Dec
Month
712002 EE2003

Pertussis by Age

Ontario
January-June, 2002 and 2003

0 Number of Cases Rate per 100,000

<1 14 5-9 10-14 15-19 20-24 25-29 30-39 40+
Age
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Enteric Diseases

Campylobacter by Month
Ontario
2002 to 2003

Number of Cases

600
500
400
300
200
100

Jan Feb Mar Apr May Jun Jul Aug Sep Oct Nov Dec
Month

2002 E2003

Salmonellosis by Month
Ontario
2002 to 2003
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Enteric Diseases

Shigellosis by Month
Ontario
2002 to 2003
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Verotoxin-Producing E. coli Infections
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Sexually Transmitted Diseases

AIDS in Ontario

Incidence by Year of Diagnosis

Number of Cases Incidence Rate per 100,000

5000
4500
4000 8
3500
3000 6
2500
2000 4
1500
1000 2

e 11—
0 — 0

81-93[1994 | 1995 | 1996 | 1997 | 1998 | 1999 | 2000 | 2001 | 2002 | 2003

Incidence Rate | N/A| 64 | 62 | 42 | 26 | 21 | 1.8 14 | 1.3 1 | N/A |[Total
Alive/Status Unk | 432 | 116 | 169 | 154 | 127 | 129 97 80 | 101 90 43 |[ 1538
Known Deaths | 4246 | 505 | 437 | 252 | 129 79 81 54 50 27 6 || 5866
Number of Cases | 4678 | 621 | 606 | 406 | 256 | 208 | 178 | 134 | 151 | 117 49 || 7404

Year of Diagnosis
|-Known Deaths EZAlive/Status Unk £ lIncidence Rate |

Ministry of Health and Long-Term Care
Public Health Branch
Cumulative cases diagnosed to June 30, 2003

AIDS in Ontario

Cases by Age and Sex

Number of Cases

3600
3300 EMaleCases | - - -~ - - - - - - - - - - - oo oo oo
3000 ElFemale Cases | - - - - - - - - -
2700 |
2400 | - -
200 |
1800 [ - -~
1500 [~
1200
900
600
300
0

: T ]

0<1 1-14 15-19 | 20-29 | 30-39 | 40-49 | 50-59 60+ Total
Male Cases 19 20 16 1109 3033 1811 635 226 6869

Female Cases 24 11 5 129 210 90 34 32 535
Total Cases 43 31 21 1238 3243 1901 669 258 7404

Age Group

Ministry of Health and Long-Term Care
Public Health Branch
Cumulative cases diagnosed to June 30, 2003
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Sexually Transmitted Diseases

AIDS in Ontario

Primary Disease for Males

Other Malignancies (299)
4.4%

HIV Wasting Syndrome (593)
8.6%

HIV Encephalopathy (329)
4.8%

PCP (2492)
36.3%

S5
<3

S5

e

SIS

X
&

R

&

Kaposi's sarcoma (1090)
15.9%

5
&

-

Under Investigation (68)
1.0%
Pulmonary TB (88)
1.3%

Other Infections (1910)
27.8%

n= 6869

Ministry of Health and Long-Term Care

Public Health Branch

Cumulative cases diagnosed to June 30, 2003

AIDS in Ontario

Primary Disease for Females

PCP (145)
27.1%

Other Malignancies (23)
Pulmonary TB (18) 4.3%

3.4%

HIV Wasting Syndrome (44)
8.2%

Kaposi's sarcoma (13)
2.4%

HIV Encephalopathy (30)
0,

5.6%

Other Infections (160)

PHERO

Under Investivation (13)
29.9% 2 4%
Candidiasis (85)
Cancer Cervix (4) 15.9%
n=535 0.7%
Ministry of Health and Long-Term Care
Public Health Branch
Cumulative cases diagnosed to June 30, 2003
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Sexually Transmitted Diseases

Ontario

IN
Risk Exposure Categor

AIDS

for Males

I1es

Heterosexual Partner (49) 0.7%

Blood Transfusion (103) 1.5%
Under Invest. (207) 3%

X
©
IS

Homosexual/Biisexual (5219

Child-Bld Trans/Clot Fact. (10) 0.1%
Homo/Bisexual/IDU (300) 4.4%
Child-HIV + Mother (20) 0.3%

No Identifiable Risk (48) 0.7%

Clot Fact. Recip. (84) 1.2%
IDU (249) 3.6%

Endemic Area (241) 3.5%
Non-med/non occup (3) <1%

Hetero-NIR (335) 4.9%

Occupational (1) <1%

6869
Ministry of Health and Long-Term Care

Public Health Branch

n=

Cumulative cases diagnosed to June 30, 2003

AIDS in Ontario

Risk Exposure Categor

for Females

1es

No Identifiable risk (4) 0.7%

Endemi Area (131) 24.5%

Blood Transfusion (63) 11.8%

Clot Fact. Recip. (9) 1.7%

)

5

s
SRS
SIS

C

s

:

R
s

5

%
i)
N
—
-
O
©
o]
a

Child-Bld Trans/Clot Fact. (3) 0.6%

Homo/Bisexual/IDU (8) 1.5%

Heterosexual Partner (105) 19.6%

Occupational (1) 0.2%

Child-HIV + Mother (25) 4.7%

Hetero-NIR (89) 16.6%

Homosexual/Bisexual (9) 1.7%

Under Invest. (21) 3.9%

535
Ministry of Health and Long-Term Care

Public Health Branch

n=

Cumulative cases diagnosed to June 30, 2003
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AIDS in Ontario

AIDS in Ontario

Nunber of Cases per Health Unit Area
of Residence at time of Onset/Di agnosis

Responsi bl e Health Unit Nunber Per cent

2%
4%
4%
5%
4%
2%
3%
2%
2%
8%
7%
1%
3%
0%
4%
4%
2%
3%
9%
4%
1%
4%
3%
7%
2%
5%
1%
2%
1%
9%
5%
1%
9%
8%
6%
4%
2%
2%
7%
7%
8%

Al goma 12
Brant County 33
Bruce- Grey- Onen Sound 27
Dur ham Regi on 112
Eastern Ontario 32
El gi n-St. Thomas 13
Hal di mand- Nor f ol k 21
Hal i burton, Kawartha 18
Hal t on Regi on 91
Ham | t on- Went wort h 210
Hastings & Prince Edward 51
Hur on County 11
Kent - Chat ham 25
Ki ngst on, Frontenac 73
Lanbt on 28
Leeds, Genville & Lanark 28
M ddl esex- London 237
Muskoka- Parry Sound 19
Ni agara Regi on 138
North Bay & District 31
Nor t hwest ern 9
O tawa- Carl et on Regi on 621
Oxford County 22
Peel Region 277
Perth District 18
Pet er bor ough 35
Por cupi ne 11
Renfrew County & District 18
Si ntoe 82
Sudbury and District 68
Thunder Bay District 39
Ti m skam ng 9
Toronto City - total 4508

Nor t h 279

Sout h 3521

East 397

West 311
Wat er|l oo Regi on 88
Vel | i ngt on- Duf f eri n- Guel ph 54
W ndsor - Essex County 202
Yor k Regi on 133

PNOPRPUINWOOOOROO00OWONOOROWOOROOONROOOOR 000

Total s 7,404 100. 0%

M nistry of Health and Long-Term Care
Public Health Branch
Cunmul ati ve cases di agnosed to June 30, 2003
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for |\ -
thought!

Along with eating right, daily physical
activity is one of the best ways of reducing

the risk of cardiovascular disease.
, @
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