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SUMMARY
Two related outbreaks (in 2009 and 2012) of cryptosporidiosis in Norwegian schoolchildren
during a stay at a remote holiday farm provided us with a natural experiment to investigate
possible secondary transmission of Cryptosporidium parvum IIa A19G1R1. After the children had
returned home, clinical data and stool samples were obtained from their household contacts.
Samples were investigated for the presence of Cryptosporidium oocysts by immunoﬂuorescence
antibody test. We found both asymptomatic and symptomatic infections, which are likely to have
been secondary transmission. Laboratory-conﬁrmed transmission rate was 17% [4/23, 95%
conﬁdence interval (CI) 7·0–37·1] in the 2009 outbreak, and 0% (95% CI 0–16·8) in the 2012
outbreak. Using a clinical deﬁnition, the probable secondary transmission rate in the 2012
outbreak was 8% (7/83, 95% CI 4·1–16·4). These ﬁndings highlight the importance of hygienic
and public health measures during outbreaks or individual cases of cryptosporidiosis. We discuss
our ﬁndings in light of previous studies reporting varying secondary transmission rates of
Cryptosporidium spp.
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I N T RO D U C T I O N
The protozoan parasite Cryptosporidium is, after rotavirus, the second most important cause of
moderate-to-severe childhood diarrhoea in Africa
south of Sahara and in South Asia [1]. In high-income
countries it is an under-recognized pathogen in
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sporadic gastroenteritis [2–5], a leading cause of
drinking-water outbreaks of gastroenteritis, and has
caused several zoonotic, foodborne, and swimming
pool-related outbreaks [6].
There is little published data on the secondary
transmission rate of Cryptosporidium spp. after incidental infection or after its introduction during an epidemic. Among the published reports, very few provide
species or subtype information. This is a major shortcoming, given the growing evidence for differences in
ecology, pathogenicity and epidemiology of the two
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main human pathogenic species, Cryptosporidium
hominis and C. parvum, and between different
Cryptosporidium subtypes [7]
Secondary transmission data mainly stem from
outbreak reports where case deﬁnitions are based on
self-reported gastrointestinal illness and very rarely include laboratory conﬁrmation of secondary cases.
Baseline demographic data for the exposed group
are often lacking and few studies have assessed the
rate of asymptomatic secondary infections. A prospective cohort study in an urban slum community
in Brazil, considered an endemic setting for
Cryptosporidium, found household transmission rates
of 19% [8]. The median age of the index cases was
11 months. Molecular investigations were not performed, but later studies found C. hominis to be the
dominant species in the area [9]. Similar studies of secondary Cryptosporidium infection in a non-endemic,
developed world setting with low HIV-prevalence
have, to our knowledge, not been conducted. This
could be partly due to difﬁculties in distinguishing between primary and secondary infections during epidemic outbreaks [10], as close contacts and index
cases often have similar exposures.
Two outbreaks of cryptosporidiosis at the same recreational holiday farm, 3 years apart [11, 12] with the
same subtype of C. parvum (GP60 allele type IIa
A19G1R1) in children from the same school provided
situations where this problem did not occur, as we
were able to assess the rate of secondary spread to
close household contacts when the children returned
home, and away from the source of the initial infection. Both outbreaks occurred during organized
school trips to the farm in early spring. The farm is
located in a remote mountain area about 200 km
from the school. There were no reported gastroenteritis cases in non-visiting students and school staff.
See Table 1 for a comparison of the key characteristics of each of the two outbreaks.
Prior to these outbreaks there had been only two
documented outbreaks of cryptosporidiosis in
Norway (both C. parvum); a small outbreak associated with calves in 2005 [13], and a hotel outbreak
with 25 diarrhoeal cases in 2007 [14]. During a large
waterborne giardiasis outbreak in Bergen, Norway
in 2004, 115 infections with Cryptosporidium were
identiﬁed (13 samples genotyped, all C. parvum), of
which 22 were considered to be symptomatic [15]. In
neither of these previous outbreaks nor in this other
cluster of cases was any effort made to identify or
investigate secondary transmission.
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M AT E R IA L S AN D M E T H O D S
Participants
Pupils from four different schools in eastern Norway
had been at the holiday farm during week 10 (2012)
or week 11 (2009 and 2012, respectively) and the
study was undertaken in one of these schools. On request from the municipal public health ofﬁcer the school
compiled lists of all children reporting nausea, stomach
pain or cramps, vomiting, fever, or other signs of acute
illness. The primary caregiver in each affected household was contacted and asked to participate in a telephone interview and to submit stool samples from
household members for parasite analysis. None of the
household contacts had visited the holiday farm.
In the part of the study associated with the 2009
outbreak we interviewed the caregivers of all index
case schoolchildren (n = 8) who had been on a trip
to the holiday farm in week 11 (March 2009), and
for whom laboratory-conﬁrmed Cryptosporidium infection was subsequently detected. In the study part
associated with the 2012 outbreak, we contacted the
households of all schoolchildren meeting the clinical
case deﬁnition (n = 25) who had been to the holiday
farm in weeks 10 or 11 (March 2012). In 2009, all
interviews were conducted on 8 April; in 2012 the
interviews were conducted between 30 March and 11
April. All household members and any index children
who had not already submitted a stool sample, were
asked to submit one sample.
From each household member we recorded information on symptoms (presence and duration of
diarrhoea, abdominal pain, vomiting, nausea, fever,
other symptoms), any major chronic illnesses or compromised immunity, and relationship to the index
child. Household contacts were not asked about exposures other than contact with index cases.

Case deﬁnitions
For the purposes of this study we applied the clinical
case deﬁnition used in the 2009 and 2012 outbreak
investigations. A primary case (hereafter referred to
as the index case) was deﬁned as a child who had
been to the holiday farm during the relevant period
(see Table 1) and had experienced diarrhoea, or at
least two of the following symptoms, during or within
2 weeks of returning home: vomiting, nausea, abdominal pain, fever, with a duration of symptoms >24 h. A
secondary clinical case was deﬁned as a household
member of an index case, with either diarrhoea or at
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Table 1. Key characteristics of the two outbreaks
2009 outbreak [12]

2012 outbreak [11]

24 March
20 March

25 March
24 March

2 April

26 March

9 March–29 March
168
141
84%
1:1
10–14 years (73%)
55
Lack of hand washing

5 March–23 March
290
209
72%
1:1
10–14 years (89%)
40
Physical contact with farm animals

39%
11

19%
15

Cryptosporidium parvum
(11/11)
10/11

Cryptosporidium parvum (15/15)

Cryptosporidium species in animal samples

IIa A19G1R1
No Cryptosporidium oocysts
detected
4 sheep tested: 4
Giardia-positive, 1
Cryptosporidium-positive
(low oocyst numbers)
PCR failed to amplify

GP60 allele type

PCR failed to amplify

IIa A19G1R1
No Cryptosporidium oocysts
detected
26 animals tested (goat kids,
calves, horses, lambs): 4
Cryptosporidium-positive kids; 2
Cryptosporidium-positive lambs
Cryptosporidium parvum and
C. xiaoi
IIa A19G1R1

Date of notiﬁcation of outbreak
Date ﬁrst human stool sample received at
laboratory
Date of ﬁrst laboratory-conﬁrmed
Cryptosporidium case
Time period cases visited the holiday farm
No. of visitors during period of visit
No. of questionnaire respondents
Questionnaire response rate
Male:female ratio of respondents
Age of respondents
No. of cases (clinical deﬁnition)
Risk factors found in the retrospective
cohort investigations
Attack rate
No. of laboratory-conﬁrmed
Cryptosporidium cases
Cryptosporidium species in human samples
Number of human samples subtyped at the
GP60 locus
GP60 allele type
Water sample analysis results
Animal samples; species tested and results

4/15

PCR, Polymerase chain reaction.

least two of the above symptoms, with a duration of
symptoms >24 h, starting >24 h after contact with
the index case, and >24 h after symptoms started in
the index case. A secondary laboratory-conﬁrmed
case was deﬁned as a household member of an index
case, with detection of Cryptosporidium in a stool sample taken >24 h after contact with the index case, and
>24 h after symptoms started in the index case.

Stool analyses
Stool samples were submitted to the Department of
Microbiology at Vestfold Hospital Trust, Tønsberg,
concentrated and ﬁxed in 4% formalin (see [11] for
details) on the day of reception or the following day,
before microscopy for Cryptosporidium oocysts by immunoﬂuorescence antibody test (IFAT, Meriﬂuor,
Meridian Biosciences, USA). In the 2009 outbreak, all

samples were anonymized (assigned a number code)
and transported to the Norwegian School of
Veterinary Science for parallel-blinded investigation
by IFAT, for quality control purposes. Some samples
were also analysed by Cryptosporidium polymerase
chain reaction (PCR) for conﬁrmation, genotyping
and subtyping. For details of the PCR method, see
[11]. Examination of stool for other pathogens was
not part of the Cryptosporidium secondary transmission
study, but was part of the initial outbreak investigation
in 2009 and 2012 (for details see [11] and [12]).

Statistical analyses
We calculated secondary transmission rates using
both the clinical (2012 outbreak) and laboratoryconﬁrmed (2009 and 2012 outbreaks) case deﬁnitions.
Asymptomatic secondary infection rate was

Secondary transmission of Cryptosporidium parvum
calculated. All rates were calculated by dividing the
number of secondary household cases (clinical,
laboratory-conﬁrmed, asymptomatic) by the total
number of exposed household contacts. We calculated
95% conﬁdence intervals (CIs) with the statistical software program Conﬁdence Interval Analysis (CIA)
v. 2·2·0 (T. Bryant, University of Southampton,
UK), using Wilson’s method for single proportions
[16] and Newcombe’s method for comparing unpaired
proportions [17]. We used two-sided Fisher’s exact test
for comparing unpaired proportions using Predictive
Analytics Software (PASW) Statistics v. 18·0 (IBM
Corporation, USA).

Ethical considerations
Investigation of outbreaks and implementation of
control measures do not require approval from an
ethical review board in Norway. This is in agreement with the International Guidelines for Ethical
Review of Epidemiological Studies by the Council
for International Organisations of Medical Sciences
(CIOMS) (1991).

R E SU LTS
See Table 2 for a summary of the main ﬁndings.
Households and index cases in the 2009 outbreak
Responses were obtained from 7/8 households with
laboratory-conﬁrmed Cryptosporidium-positive index
case children (two girls, ﬁve boys) aged 12–13 years.
All eight index case specimens were genotyped as C.
parvum, subtyping was successful for 7/8 samples, all
belonged to subtype IIaA19G1R1 [11]. Median size
of households was ﬁve (range 2–6). All index cases
had diarrhoea; additional reported symptoms in
index cases were abdominal pain (4/7), fever (2/7),
and vomiting (2/7). Median duration of diarrhoea in
index cases was 7 days (mean 11, range 3–28 days),
with samples obtained a median of 11 days after
onset of diarrhoea (mean 15, range 8–39 days), and
a median of 4 days (mean 4, range −20 to 32 days)
after diarrhoea resolution.

Household contacts in the 2009 outbreak
Out of a total of 25 household contacts, 23 (12 female,
11 male) submitted stool samples, with samples
obtained a median of 29 days (mean 29, range 8–39
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Table 2. Secondary transmission in the 2009 and 2012
outbreaks

Included primary cases; clinical
case deﬁnition, n
Included primary cases;
laboratory-conﬁrmed, n
Primary cases conﬁrmed by
IFAT/PCR, n/n
Primary cases subtyped as
IIaA19G1R1, n
Household contacts examined*, n
Clinically deﬁned secondary
cases, n (%)
Secondary cases conﬁrmed by
IFAT (%)/PCR, n/n
Secondary cases subtyped as
IIaA19G1R1, n

2009
outbreak
[12]

2012
outbreak
[11]

Not
included
8

24

8/8

9/6

7

4

23
2 (9%)

83
7 (8%)

4 (17%)/1

0 (0%)/0

1

0

9

IFAT, Immunoﬂuorescence antibody test; PCR, polymerase
chain reaction.
* All household contacts in 2012; only household contacts of
laboratory-conﬁrmed primary cases in 2009.

days) after onset of diarrhoea in the index case, and a
median of 20 days (mean 17, range 1–27 days) after diarrhoea resolution in the index case. Median age of
household contacts was 38 years (mean 28, range 6–
57 years).
Secondary transmission in the 2009 outbreak, by
laboratory-conﬁrmed case deﬁnition
Cryptosporidium oocysts were detected by IFAT in
samples from 4/25 contacts (all female) in three different households. In the ﬁrst household Cryptosporidium
was detected in a younger sister (age 7 years) with no
symptoms, and in a mother (age 47 years) who reported
diarrhoea (duration 7 days) which began 25 days after
index onset of diarrhoea. In the second household, a
mother (age 38 years) had Cryptosporidium infection
but reported no symptoms. In the third household
Cryptosporidium was detected from a mother (age 42
years) who reported diarrhoea (duration 7 days) commencing 7 days after index onset of diarrhoea. All
three caregivers had close contact with the index
child. The remaining household contacts did not report
any symptoms. Genotyping of the sample from the
adult case in the ﬁrst household gave C. parvum subtype IIaA19G1R1. Genotyping from the index case
in the same family demonstrated C. parvum infection
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but the GP60 subtype could not be determined due to
poor sequence quality.
Excluding the two contacts with missing samples, a
secondary transmission rate of 17% (4/23) (95% CI
7·0–37·1) was determined.
Households and index cases in 2012 outbreak
Twenty-ﬁve households with clinical case deﬁnition
index cases (13 girls and 11 boys, 12–13 years old)
were contacted. One household chose not to participate in the study. Median size of the 24 included
households was 4·5 persons (range 2–6).
Eighty-eight percent (21/24) of the index cases
reported diarrhoea, with median duration of 5 days
(mean 5·2, range 1–10 days). Additional reported
symptoms were abdominal pain (88%, 21/23), fever
(58%, 14/24), and vomiting (75%, 18/24). A small
number of children reported headache (n = 2), dizziness (n = 1) and fatigue (n = 1).
Stool samples were obtained for investigation by
IFAT from 18/24 index children at a median of 5
days (mean 9, range −3 to 26 days) after onset of diarrhoea and a median of 2 days (mean 4, range −8 to
25 days) after resolution of diarrhoea. Fifty percent (9/
18) were positive for Cryptosporidium oocysts, and all
the positive samples were obtained from children with
diarrhoea. The IFAT-negative samples (9/18) were
analysed by Cryptosporidium spp. PCR, also with
negative results. Six of nine IFAT-positive samples
were analysed by species-speciﬁc PCR and found positive for C. parvum. Four of these were successfully
subtyped to GP60 allele type IIaA19G1R1 (see [11]).

the clinical case deﬁnition (three female and four
male; median age 43, range 16–47 years). They belonged to four different households, but only one of
the four index cases (one associated household case)
had laboratory-conﬁrmed cryptosporidiosis. One
index case and two associated household cases failed
to submit stool samples. Of the remaining two index
cases, with three and one associated household case,
respectively, the ﬁrst was negative by supplementary
Cryptosporidium PCR; the second index case was
not tested by PCR due to insufﬁcient sample volume.
Samples from these four household contacts were
obtained a median of 22 days (range 21–22 days)
after their own diarrhoea onset, and a median 19
days (range 19–20 days) after diarrhoea resolution.
Secondary transmission rate using the clinical case
deﬁnition was therefore 8·4% (7/83, 95% CI 4·1–16·4).

Secondary transmission in the 2012 outbreak, by
laboratory-conﬁrmed case deﬁnition
Cryptosporidium oocysts were not detected in any of
the 48 samples received from household contacts.
Nine households had a laboratory-conﬁrmed index
case, with a total of 35 contacts. We received stool
samples from 19 of these, with samples obtained a median of 11 days (mean 13·4, range 3–24 days) after
onset of diarrhoea in the index case. As Cryptosporidium oocysts were not detected in any of these
samples, using the stricter laboratory-based case definition we found a secondary transmission rate of
0% (95% CI 0–16·8).

Household contacts in the 2012 outbreak

D I S C U S S IO N

Out of a total of 83 household contacts, 48 (24 female,
24 male) submitted stool samples, with samples
obtained a median of 23·5 days (mean 21, range 12–
29 days) after the return of the index case to the household. Samples were obtained a median of 19 days
(mean 16, range 3–27 days) after onset of diarrhoea
in the index case, and a median of 11 days (mean
12, range 1–26 days) after diarrhoea resolution in
the index case. Median age of household contacts
was 38·5 years (mean 30, range 2–51 years).

In the 2009 outbreak, four (17%) household contacts
had laboratory-conﬁrmed Cryptosporidium infection.
No conﬁrmed household infections occurred in the
2012 outbreak, although seven (8%) household contacts satisﬁed the clinical case deﬁnition.
Reports from other outbreaks have shown varying
secondary transmission rates and suggest that host
factors such as age and comorbidity may impact
transmission rates. Differences in secondary transmission rates between different species have not been
studied systematically. During the 1993 Milwaukee
waterborne outbreak of cryptosporidiosis, probably
caused by C. hominis, the secondary transmission
rate was 5% in household members of visitors to the
Milwaukee area. The index cases were adults with
laboratory-conﬁrmed or clinical cryptosporidiosis

Secondary transmission in the 2012 outbreak, by
clinical case deﬁnition
Out of 83 contacts in 24 households (47% female, 53%
male; median age 38·5, range 2–51 years), seven met

Secondary transmission of Cryptosporidium parvum
[10]. Outbreak investigations in day-care centres have
found considerably higher transmission rates [18–
20] – reaching as high as 23% in one study [18] – indicating that the age of the index case may have a considerable inﬂuence on the risk of transmission.
Secondary transmission rates of 50% have been
reported in group residential homes for HIV-infected
patients in the USA [21]. Our secondary transmission
rate ﬁndings are similar to those reported (8–10%) in
the households of children aged 9–12 years after a
swimming pool outbreak with C. parvum in Sweden
[22]. However, stool samples from secondary cases
were not investigated in that study, and thus secondary transmission is based entirely on case deﬁnition
from clinical symptoms. This means that not only
may symptoms have had different aetiologies than
Cryptosporidium, but also that asymptomatic secondary cases would not be identiﬁed.
Although our study provides interesting information, there are some limitations. First, there was
no control group and household contacts were not
asked about other exposures than contact with
index cases. Little is known of the baseline incidence
of Cryptosporidium infections in Norway and cryptosporidiosis has only been notiﬁable since 2012. C. parvum subtype IIaA19G1R1 has been occasionally
reported in studies from other countries (see [23] for
a recent summary) but typing is not routinely conducted in Norway. Therefore there is a small possibility
that some of the four laboratory-conﬁrmed household
cases in the 2009 outbreak could have acquired
Cryptosporidium from a different source, although
this would seem unlikely. Second, data collection
was conducted retrospectively and by telephone,
with risk of recall bias. In addition, intermittent shedding of oocysts can occur [24], and we might have
missed some cases as we only collected one stool sample from each participant. For the same reason we
would not have uncovered any tertiary household
infections or recurrences. Third, we could have
missed some asymptomatic secondary infections in
the 2012 outbreak, since 16 contacts of laboratoryconﬁrmed index cases failed to submit samples.
Assuming a similar asymptomatic secondary transmission rate as in the 2009 outbreak (9%, 95% CI
2·4–26·8) this would mean that we missed 0–4 asymptomatic infections; the best estimate is one missed
asymptomatic infection.
Furthermore, due to the ad hoc nature of the 2009
study we only included families of laboratoryconﬁrmed index cases. This could have introduced
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bias due to case ascertainment, potentially favouring
inclusion of more symptomatic children. This bias
was probably limited as the municipal health authority, on notiﬁcation of the outbreak, recommended
that all pupils with any gastrointestinal symptoms
submit stool samples. In the 2012 outbreak we included and asked for stool samples from all children
that met the clinical case deﬁnition in order to minimize case ascertainment bias.
We were also unable to compare secondary attack
rates by the clinical case deﬁnition between the two
outbreaks. However, since none of the 8% secondary
cases (7/83) in the 2012 study were positive for
Cryptosporidium by IFAT, we suspect that calculations of secondary attack rates based on self-reported
diarrhoeal illness will give unreliable results.
Despite these limitations, we found that both
asymptomatic and symptomatic secondary infections
do occur with C. parvum subtype IIa A19G1R1 in developed, non-endemic settings. Laboratory-conﬁrmed
secondary transmission rate was 17% in the 2009 outbreak, and 0% in the 2012 outbreak. Although there
was an absolute difference in the laboratoryconﬁrmed secondary transmission rate of 17% compared to the 2009 outbreak, the difference was not
statistically signiﬁcant (95% CI −2·4 to 37·1). Using
the clinical case deﬁnition, the secondary transmission
rate in the 2012 outbreak was 8%. All index cases were
aged 12–13 years; higher transmission rates would be
expected from younger children [25]. These ﬁndings
highlight the importance of hygienic and public health
measures after outbreaks or individual cases of cryptosporidiosis. Three of four conﬁrmed secondary
cases were primary caregivers, demonstrating not
only that close contact is important for transmission,
but also that adults should not consider themselves
immune to such infections. Hand washing with soap
should be the key message to all members of an affected household, especially for caregivers coming in direct contact with stools, soiled linen, bathwater or
vomit from an infected person.
This is one of few studies to attempt to collect stool
specimens from all household contacts after a cryptosporidiosis outbreak. Adding this to future studies
will allow comparison of secondary transmission
rates between different species and subtypes of
Cryptosporidium. As C. hominis might be considered
to be better adapted to the human ecosystem [26],
it might have stronger potential for direct human-tohuman transmission than C. parvum. It is possible
that human asymptomatic secondary infections are
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more frequent and play a more important role in the
epidemiology of C. hominis and in the proposed
‘anthroponotic’ IIc subtype of C. parvum [7] than
in the epidemiology of the zoonotic IIa and IId
C. parvum subtypes. Testing this hypothesis would require further studies of secondary household transmission from index cases of varying ages, combined
with determination of species and subtypes.

AC KN OWL ED GE MEN T S
The staff at the Parasitology Laboratory at NVH and
the Microbiology Department at Vestfold Hospital
Trust are gratefully acknowledged for their technical
support.
Laboratory equipment costs was partly supported
by a grant from Vestfold Hospital Trust Research
Committee (Ø.H.J., grant no. 9701/755300).

D E C L A R ATI O N O F I N T E R E S T
None.

R E F E RE NC E S
1. Kotloff KL, et al. Burden and aetiology of diarrhoeal
disease in infants and young children in developing
countries (the Global Enteric Multicenter Study,
GEMS): a prospective, case-control study. Lancet
2013; 382: 209–222.
2. Tam CC, et al. Changes in causes of acute gastroenteritis in the United Kingdom over 15 years: microbiologic
ﬁndings from 2 prospective, population-based studies of
infectious intestinal disease. Clinical Infectious Diseases
2012; 54: 1275–1286.
3. Hilmarsdóttir I, et al. Enteropathogens in acute diarrhea: a general practice-based study in a Nordic country. European Journal of Clinical Microbiology &
Infectious Diseases 2012; 31: 1501–1509.
4. Olesen B, et al. Etiology of diarrhea in young children in
Denmark: a case-control study. Journal of Clinical
Microbiology 2005; 43: 3636–3641.
5. Koopmans MP, et al. Etiology of gastroenteritis in
sentinel general practices in the Netherlands. Clinical
Infectious Diseases 2001; 33: 280–288.
6. Putignani L, Menichella D. Global distribution, public
health and clinical impact of the protozoan pathogen
Cryptosporidium. Interdisciplinary Perspectives on Infectious Diseases 2010; vol. 2010, 39 pp. doi:10.1155/
2010/753512.
7. Xiao L. Molecular epidemiology of cryptosporidiosis:
an update. Experimental Parasitology 2010; 124:
80–89.

8. Newman RD, et al. Household epidemiology of Cryptosporidium parvum infection in an urban community in
northeast Brazil. Annals of Internal Medicine 1994; 120:
500–505.
9. Bushen OY, et al. Heavy cryptosporidial infections in
children in northeast Brazil: comparison of Cryptosporidium hominis and Cryptosporidium parvum. Transactions of the Royal Society of Tropical Medicine and
Hygiene 2007; 101: 378–384.
10. MacKenzie WR, et al. Massive outbreak of waterborne cryptosporidium infection in Milwaukee,
Wisconsin: recurrence of illness and risk of secondary
transmission. Clinical Infectious Diseases 1995; 21:
57–62.
11. Lange H, et al. Second outbreak of infection with a rare
Cryptosporidium parvum genotype in schoolchildren
associated with contact with lambs/goat kids at a holiday farm in Norway. Epidemiology and Infection:
Published online: 5 December 2013. doi:2010.1017/
S0950268813003002.
12. Rimšeliene G, et al. An outbreak of gastroenteritis
among schoolchildren staying in a wildlife reserve:
Thorough investigation reveals Norway’s largest cryptosporidiosis outbreak. Scandinavian Journal of Public
Health 2011; 39: 287–295.
13. Robertson L, et al. A small outbreak of human cryptosporidiosis associated with calves at a dairy farm in
Norway. Scandinavian Journal of Infectious Diseases
2006; 38: 810–813.
14. Hajdu A, et al. Investigation of Swedish cases reveals an
outbreak of cryptosporidiosis at a Norwegian hotel with
possible links to in-house water systems. BMC
Infectious Diseases 2008; 8: 152.
15. Robertson LJ, et al. Cryptosporidium parvum infections
in Bergen, Norway, during an extensive outbreak of
waterborne giardiasis in autumn and winter 2004.
Applied and Environmental Microbiology 2006; 72:
2218–2220.
16. Wilson EB. Probable inference, the law of succession,
and statistical inference. Journal of the American
Statistical Association 1927; 22: 209–212.
17. Newcombe RG. Interval estimation for the difference
between independent proportions: comparison of eleven
methods. Statistics in Medicine 1998; 17: 873–890.
18. Heijbel H, et al. Outbreak of diarrhea in a day care
center with spread to household members: the role of
Cryptosporidium. Pediatric Infectious Disease Journal
1987; 6: 532–535.
19. Combee CL, Collinge ML, Britt EM. Cryptosporidiosis
in a hospital-associated day care center. Pediatric
Infectious Disease 1986; 5: 528–532.
20. Stehr-Green JK, et al. Shedding of oocysts in immunocompetent individuals infected with Cryptosporidium.
American Journal of Tropical Medicine and Hygiene
1987; 36: 338–342.
21. Heald AE, Bartlett JA. Cryptosporidium spread in a
group residential home. Annals of Internal Medicine
1994; 121: 467–468.
22. Insulander M, et al. An outbreak of cryptosporidiosis
associated with exposure to swimming pool water.

Secondary transmission of Cryptosporidium parvum
Scandinavian Journal of Infectious Diseases 2005; 37:
354–360.
23. Del Coco VF, et al. Cryptosporidium parvum GP60
subtypes in dairy cattle from Buenos Aires, Argentina. Research in Veterinary Science 2014; 96: 311–
314.
24. Chappell CL, et al. Cryptosporidium parvum: intensity
of infection and oocyst excretion patterns in healthy

1709

volunteers. Journal of Infectious Diseases 1996; 173:
232–236.
25. Hunter PR, et al. Sporadic cryptosporidiosis casecontrol study with genotyping. Emerging Infectious
Diseases 2004; 10: 1241–1249.
26. Morgan-Ryan UM, et al. Cryptosporidium hominis n.sp.
(Apicomplexa: Cryptosporidiidae) from Homo sapiens.
Journal of Eukaryotic Microbiology 2002; 49: 433–440.

