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Abstract
Influenza has long been an important source of mortality worldwide. However, the historical patterns of death
due to this disease are still poorly understood. We present the first analysis of the long-term patterns of annual
influenza mortality in Canada, covering nearly the entire period since the Spanish flu pandemic of 1918. The
death rate due to influenza showed a clear exponential decay from 1922 (the earliest year accurate statistics are
available) until 2003. In addition, a log transformation of the influenza specific death rate data revealed a rise in
influenza mortality above the long-term trend during 1998-2000. There was no strong evidence of periodicity in
influenza mortality, with the time series showing only weak positive autocorrelation. We compare the decline in
influenza mortality to historical patterns in death due to pneumonia and other infectious respiratory diseases. The
observed decay in influenza deaths could have been due, in part, to improvements in population health, public
health practice, and the treatment of infectious diseases. However, we also argue that such a decline may have
been due to improved, long-lasting, individual- and population-level immunity to influenza.
Keywords: Influenza, Mortality, Policy, Vaccination
1. Introduction
1.1 Long term trends in influenza--significance
During the 1918 ‘Spanish flu’, more than 20 million people died worldwide and countless others were
hospitalized. In Canada alone, up to 50 000 deaths occurred due to this pandemic (Tam 1999). The 1918 flu has
become an iconic event in Canadian history, lore and policymaking. Given the history of influenza (four or five
pandemics in the 19th century, three in the 20th century, and one in the first decade of the 21st century), and the
mutation rate of the virus, pandemics are now considered inevitable. Yet, even without considering pandemics,
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influenza currently causes 250 000 to 500 000 deaths annually throughout the world (WHO 2005). Annual
influenza results in great costs, in terms of death and morbidity, loss of productivity, visits to health care facilities,
and hospital admissions (Szucs 1999). Influenza is therefore a matter of keen interest to policy makers in Canada
and elsewhere, who must manage yearly vaccination programs, access and procedures as well as striving to use
health care resources in the best ways possible. For that reason, long term trends in influenza mortality are of
great interest.
The principal measure for preventing influenza and reducing the impact of epidemics is vaccination. Influenza
vaccines of varying types have been available and used since after the Second World War (White & Fenner
1994). According to the World Health Organization (WHO), vaccination is thought to reduce influenza-related
hospitalizations by 25–39% and influenza-related mortality by 39-75% among the elderly (WHO 2005). Among
healthy adults, the vaccine is very effective (70-90% reduction in morbidity) and yields substantial health benefit
(WHO 2005). Yet, influenza vaccines are typically administered to prevent severe complications due to the
disease, not necessarily to control the spread of an epidemic (Fukuda & Kieny 2006). Further, the effectiveness
of the vaccine depends on variety of factors, including how well its composition of viral strains matches those
circulating in the population (Claas & Osterhaus 1998). Ultimately, vaccination strategies aimed at reducing the
burden of influenza would benefit from a better understanding than we currently have of the long-term dynamics
of influenza.
The influenza virus is a single-stranded RNA genome enclosed within an outer lipoprotein envelope. Protruding
from this envelope are two proteins, the neuraminidase (NA) and the haemagglutinin (HA). The latter is
responsible for interactions with host cells during attachment and uptake of virions. Currently, there are three
genera of influenza viruses responsible for infection in humans: types A and B, which appear ubiquitously every
year and are responsible for epidemics and increased rates of hospitalization, and type C, which shares no
antigens with A or B, and which infects children frequently without causing significant disease (White & Fenner
1994). Types B and C undergo relatively slow changes in HA over time and are only known to affect humans. In
contrast, type A undergoes frequent minor, and sometimes major, changes in HA and NA and affects humans and
certain non-human animals (e.g., aquatic birds, pigs, horses) (Cox & Subbarao 2000).
1.2 Virus and transmission
Influenza epidemiologic dynamics remain seasonal and complex, characterized by animal reservoirs impacting
and cross infecting human populations. Pandemics and epidemics often occur when influenza viruses with novel
HA or NA proteins appear in the human population (Potter 2001). Novel strains may be introduced if influenza is
passed directly to humans from another animal without re-assortment. Alternatively, novel strains can arise
through re-assortment of the viral genome within host cells that are co-infected by two or more strains of
influenza. Both processes are referred to as ‘antigenic shift’ (Cox & Subbarao 2000). Evidence suggests that
most influenza A pandemics in the 20th century emerged from China, where close mingling of ducks, pigs, and
humans allowed viral re-assortment (Claas & Osterhaus 1998) and transmission across the species barrier to
humans. In addition, the appearance of minor mutations of HA or NA (‘antigenic drift’) through, for example,
selective antibody pressure in infected humans, can result in localized outbreaks of influenza (Lofgren et al,
2007). Both antigenic shift and drift are thought to produce influenza subtypes that are not recognized by the
human immune system, thus rendering previous immunity less effective (Claas & Osterhaus 1998).
Since the Spanish flu, numerous smaller epidemics have been documented in North America, including the
outbreaks of 1929 (Collins 1930), 1937 (the ‘San Francisco Outbreak’) (Greiger & Gray 1937), and 1976
(‘Swine Flu’) (Gaydos et al, 2006). The within-year seasonality of influenza is well known in temperate regions
(Grassly & Fraser 2006), with peak prevalence and associated peak hospitalization occurring during the winter
months. Previous studies have also examined the dynamics of this disease for uninterrupted periods of up to 30
years (Crighton et al, 2004; Groll et al, 2006; Monto et al., 1985; Viboud et al, 2006; Schanzer et al, 2007). Few
studies consider long-term patterns of influenza mortality, however, and those that do often report incomplete
time series (Simonsen et al, 1998). Only a single study has considered the complete time series of influenza
mortality in the United States since the Spanish flu (Doshi 2008); currently, there is no equivalent study on
Canadian data. Accordingly, our objectives are threefold: (1) to report annual influenza mortality in Canada from
1922-2003 and compare the fit of various regression models to formally assess whether or not Canadian
influenza mortality declined lawfully throughout the 82-year period; (2) compare rates of Canadian mortality
ascribed to influenza and, separately, to pneumonia and all causes combined; and (3) correlate the relative
abundance of any influence viral subtype and the observed mortality rate.

30

ISSN 1916-9736

E-ISSN 1916-9744

www.ccsenet.org/gjhs

Global Journal of Health Science

Vol. 3, No. 2; October 2011

1.3 The Canadian data
Canada began the 20th century as a sparsely populated nation of rural, urban and remote communities; she
became more urbanized over the period as population growth largely affected the cities. At the end of the
Century, she was relatively urban, though still somewhat sparsely populated by many other nations’ standards.
Data from Canada may be seen as representative of other urbanized, disparate, prosperous, uncrowded, and
temperate to polar nations and her information may apply in other comparable jurisdictions, particularly insofar
as they have a similar history of influenza experience.
2. Materials and methods
2.1 Mortality data
We obtained rates of Canadian mortality ascribed to influenza (1922-2003) and, separately, to pneumonia
(1923-1978) and all causes combined (1923-1974), from the archives of Statistics Canada and the Canadian
Institute of Health Information. Data on the circulating strains of influenza in Canada (1984-2003) were acquired
from the archives of the Public Health Agency of Canada (PHAC 2007). We report on influenza deaths
specifically, i.e., all deaths for which influenza was the primary cause named, regardless of other complications,
using the pneumonia and all-cause time series for comparison. Although the formal delineation of influenza
mortality, as given in the International Classification of Diseases (ICD), has changed several times since 1922,
the available comparability statistics (the number of influenza deaths according to the previous classification
versus the number according to the new classification, expressed as a ratio) indicate good agreement between
successive changes in classification. Although it has been argued that the number of reported influenza deaths
may underestimate the true mortality due to this disease (Schanzer 2007), there is no consensus on the best
methods for estimating the true number of influenza deaths. For clarity, we therefore used the influenza specific
mortality rate (per 100 000 population) without adjustment or standardization.
2.2 Statistical analyses
We fit a variety of linear and non-linear functions to the influenza time series for the period 1922-2003 (SAS
2006). However, a simple exponential decay provided the best fit, i.e., it minimized the unexplained (error)
variance of the regression model. We extracted the residuals from a linear regression of mortality rate (in
transformed) against time for all further analyses.
We examined the (residual) time series for non-randomness in two ways: first, we asked if the overall time series
differed statistically from white noise, i.e., if observations in the series were independent of one another, using
Bartlett's Kolmogorov-Smirnov statistic (Bartlett’s K-S) (SAS 2006) second, we tested for first- and higher-order
autocorrelation in the residual time series using generalized Durbin-Watson statistics (SAS 2006).
We compared the fit of various regression models to formally assess whether or not Canadian influenza mortality
declined smoothly, i.e., at a constant rate, throughout the period 1922-2003. We used the Joinpoint Regression
Program (2010), which identifies changes in trend data using a grid-search method to fit regression functions
with unknown change-points. Technical details of this approach are described elsewhere (Kim et al, 2000). The
software uses either permutation tests or the Bayesian Information Criterion (BIC) to determine the best-fit
model. We present BIC results for zero (constant rate of decline) to seven change-points, but note that
permutation tests found the same best-fit model for our data.
3. Results
3.1 Influenza
In Canada, the annual mortality rate due to influenza declined exponentially during 1922-2003 (Fig. 1A).
Whereas influenza caused, on average, 44 deaths per 100 000 during the 1920s (between ~ 1300-7200 total
deaths per year), this number dropped to only 1 per 100 000 by the 1990s (~ 120-760 total deaths per year). This
decline corresponded to an annual percent change in influenza mortality of -5.6% (95% CI: -6.0, -5.1) and a
linear decline in the log-transformed mortality rate (slope = -0.057; S.E. = 0.002; Figure 1B). Despite this steady
decline, several periods of high or low influenza mortality are apparent in our time series (Figure 1C). The years
1929, 1937, 1951, and 1976, for example, are notable for their high incidences of influenza (between 1.5-1.8
standard deviations above the long-term trend), and correspond with well documented ‘outbreak years’ in other
parts of the world.
The interval 1998 to 2000 is notable in our time series; during these years, influenza mortality (in transformed)
was 2.5-3.0 standard deviations above the decline that characterized the preceding 75 years (Figure 1). 1998
mortality was 3.0 standard deviations above the mean. While it is plausible that one result that unusual may
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show up in 82 data points, the next two years’ rates repeat the anomaly.
Figure 2 shows that three primary subtypes of influenza circulated among Canadians during the ten-year period
(1984-2003) surrounding this peak: types A/H1N1 and A/H3N2, and type B. Subtype A/H3N2 was clearly the
most common during these ten years, and slight peaks in the relative abundance of type B bookended the
mortality of 1998-2000. However, there was no clear correlation between the relative abundance of any subtype
and the observed mortality due to influenza during this time (correlation coefficients, A/H1N1: -0.17, P = 0.48;
A/H3N2: 0.07, P = 0.82; Type B: 0.08, P = 0.75). Hence, it does not appear that the peak in influenza mortality
during 1998-2000 was simply the result of fluctuations in the circulating subtypes or the emergence of a new
subtype. Time-series analyses did not show strong recurrent patterns in influenza mortality.
We analyzed the influenza series formally for any discontinuity or discontinuities to be found in the series and
found only a suggestion of an uptick in 1997-98 and of a down-tick at 2000-01, This variant allows for a steeper
and less noisy slope 1923 to 2007 and accounts for marginally more of the variance.
In the series, 1922-2003, mortality was similar in adjacent years (first-order autocorrelation, DW = 1.47, P =
0.006). However, after truncating the time series to exclude the peak during 1998-2000, influenza mortality no
longer showed first-order (year-by-year) autocorrelation (DW = 2.02, P = 0.49), and the residuals did not differ
significantly from random fluctuations (Bartlett’s K-S = 0.12, P = 0.65). There was a tendency for influenza
mortality to be similar every other year, i.e., alternate year-by-year, slightly high then slightly low, in the
truncated time series (second-order autocorrelation, DW = 1.56, P = 0.03). No autocorrelations beyond second
order (lag 2) approached significance.
In order to determine if significant change-points exist in the log-transformed influenza mortality data, we
compared the fit of various piecewise linear regression models. Table 1 shows that the best fit model for the
period 1922-2003 has two significant change-points, at 1995 and 1998, corresponding to the peak in influenza
mortality during 1998-2000. This model suggests that the rate of decline was essentially constant throughout
1922-1995. Models that are more complex suggest change-points at well-known outbreak years (e.g., 1937, 1976)
and during periods with unusually low rates of influenza mortality (e.g., 1965, 1979); however, these models fit
less well than the simpler models.
3.2 Pneumonia
Pneumonia series can be described by a single decay (-2.8% [-3.0, -2.6]) but there seemed to be a discontinuity
after WWII, deeper analysis suggests that and accounts again for marginally more of the variance in the
residuals.
3.3 All-cause
Figure 3 compares Canadian mortality due to influenza, pneumonia, and all causes combined during 1923-1978.
The log-transformed mortality rates declined linearly for influenza - annual percent change -6.1% [95% CI: -6.8,
-5.4]) and all causes combined -0.9% [-0.9, 1.0]), indicating that each of these sources of mortality decayed
exponentially during the 56 year period. Influenza mortality declined significantly more quickly during this
period than mortality from all causes (slope = -0.063; S.E. = 0.004 vs. slope = -0.009; S.E. = 0.0003; F3,104 =
199.12, P < 0.001) or from pneumonia alone (slope =-0.063; S.E. 0.004 vs. slope = -0.028; S.E. = 0.0009; F3,107
= 88.49, P < 0.001).
4. Discussion
4.1 The decay
The most easily visible aspect of influenza mortality in Canada is that, since just after the 1918 ‘Spanish flu’
pandemic, the death rate due to this disease declined exponentially. This pattern is consistent with the decline in
influenza mortality reported in the United States during the 20th century (Doshi 2008). An exponential decay is
the most parsimonious statistical model of influenza mortality in Canada since the Spanish flu. Although other
models could be used to describe these data [“fit the curve”], an exponential decay requires the fewest
parameters and makes the fewest assumptions in order to fit the data.
While a decay function captures the mortality rate over a lengthy period (1922–2003); there was a deviation
above the predicted trend line in influenza mortality during 1998-2000. Canadian influenza mortality during
1998-2000 was clearly above the trend line that characterized the preceding 75 years. After 2001, mortality
returned to near the earlier trend until 2003 where our series ends, see Fig. 1. In Canada, the 1998-2000 peak was
not remarked at the time and was scarcely visible in the untransformed data; nevertheless, we show that the
transformed death rate was 3.0 standard deviations above the trend line, and this was followed by two years of
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death rates > 2.5 standard deviations above the trend line. Our preliminary examination of the strain data from
that period does not suggest that this peak was the result of the appearance of a novel subtype (e.g., A/H5N1) or
the result of fluctuations in the typical circulating subtypes. Although subtype A/H3N2 dominated during the
entire period 1984-2003 (Fig. 2), other data shows that one particular strain, A/Sydney/05/97-like (H3N2),
dominated during the peak of 1998-2000 (PHAC 2002). This strain has been implicated in other outbreaks
(Uyeki et al, 2003; de Jong et al, 2000; CDC 1997) and may well be worthy of further study. It is also
noteworthy that the 1997/98 influenza vaccine, which was developed based on the data available in February
1997, did not protect against A/Sydney/05/97, which emerged in Australia and New Zealand during June of 1997
(de Jong et al, 2000).
4.2 Comparable diseases
How do historical rates of mortality due to influenza compare with those due to other infectious respiratory
diseases? Previous work shows that the mortality rate due to pulmonary tuberculosis (TB) in England and Wales
during the 19th and 20th centuries followed an exponential decline (Wilson 1990; Blower et al, 1995). We show
here that Canadian mortality due to pneumonia during the 20th century can also be well described by an
exponential decay, accounting for a little more of the variance with a stepwise discontinuity inset after WWII, as
penicillin and other antibiotics came into general medical use in Canada. In North America, other infectious
respiratory diseases, including diphtheria (Armstrong et al, 1999) and rheumatic fever (Shulman et al, 2006),
also declined rapidly, if not exponentially, during the 1900s. Thus, it appears that the decline we observed in
influenza mortality was not necessarily unique among infectious respiratory diseases during the 20th century.
What might account for such declines in mortality due to infectious respiratory diseases, and can the historical
declines of TB and pneumonia in Canada shed light on the exponential decay in influenza mortality?
With respect to tuberculosis in England and Wales, historical analysis suggests that improvements in public
health practice, particularly the increasingly stringent isolation of infectious individuals, contributed to the
gradual decline of this disease during the late 1800s and early 1900s, whereas the use of antibiotics after WWII
was the primary driver of the stark exponential drop in TB observed during the latter half of the 20th century
(Wilson 1990). Similarly, in Canada, the incidence of TB declined gradually from the mid-1920s until the late
1940s, after which the decrease became a steep exponential decline (PHAC 1998). The underlying causes of TB
decline in Canada were probably very similar to those in England and Wales, with the early gradual drop
resulting from general improvements in living conditions, nutrition, and a growing awareness of good public
health practice, and the later exponential drop resulting from an increasing availability of antibiotics (e.g.
penicillin) for the treatment of infectious respiratory diseases. However, with respect to influenza, we show that
the mortality rate has been dropping at the same exponential rate since the early 1920s, without any period of
gradual decline, or any evidence of acceleration during the ‘antibiotic era’ post-WWII. Wisconsin data from
1967 to 2004 show a linear decline in flu season duration among children and infants, and season intensities over
the period appear to have declined exponentially (Lofgren et al, 2010).
Although improved public health practice and changes in antibiotic availability may have contributed to a
general decrease in infectious respiratory diseases in North America (Armstrong et al, 1999), particularly with
regard to heaths from pneumonia and TB, these factors by themselves do not adequately explain the lawful
exponential decay of influenza deaths in Canada.
Pneumonia is a common complication arising during influenza infection. Historically, many believe that many
deaths that began as influenza illness may have been ascribed to pneumonia. Indeed, due to this ambiguity, some
researchers have simply grouped influenza and pneumonia deaths together (‘P&I’) when analyzing historical
patterns (Viboud et al, 2006; Simonsen et al, 1998). Could such a classification artefact account for the apparent
decline in influenza deaths? This seems unlikely, given that influenza and pneumonia death rates have both
declined exponentially in Canada since the early 1900s (see Fig. 3). There has been a slower but steady decay in
all-cause mortality over the same time.
Plotting mortality ascribed to all infectious respiratory diseases, other than TB, in Ontario from 1880 to1930 on
semi-log paper, Ross (1935) showed a decreasing pattern before 1918, a spike in 1918 [the Spanish flu] and
decreasing after that peak. The decreasing periods both fit an exponential law. This has two impacts on
interpreting the present dataset work—it shows that deaths from all respiratory diseases combined (including flu)
seemed to decline in the period after 1922, though it declined more slowly than influenza. It raises the question,
was 1918 a singular event from which the death rate regressed back to the baseline trend?
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4.3 Data quality
Data validation: Canadian influenza death rate data are official, collected by a national professional statistical
agency, making every effort to assure that methodologies are comparable, so far as is possible, year over year
and decade over decade. As these are historic records, no further validation seems feasible.
Notwithstanding any of the foregoing, data quality remains an important issue in influenza research. Some
studies estimate that, due to the absence of routine diagnosis, the actual number of influenza-attributable deaths
may be ten times higher than reported (Schanzer et al, 2007). Although it must be true that there are more
influenza deaths than are reported, this cannot be responsible for the historical decline in influenza-related
mortality unless reporting practices have become progressively worse since the Spanish flu. Note that there may
have been systematic tendency not to record deaths due to influenza that should have been so classified, for
example, cases that ended with pneumonia as the proximate cause of death may have began as ‘flu; ‘flu can also
be a significant event in the causal chain leading to death from heart disease. Indeed we expect there has been a
great deal of flu death applied to other causes. But such systematic variation in naming deaths as due to other
causes would be expected to this would show up as steps or bends in the re-expressed data series at the points of
changed terminology. As steps or bends were not seen in the broad sweep of the ‘flu data, at least until 1998, we
had no reason to assume that the broad proportions of labeling/mislabeling had varied over the study period; it
was most parsimonious to make no such assumption and we did not make any. This has the effect of assuming
constant mislabeling proportions over the period but that is the most parsimonious alternative available. As the
spread of the data points around the trend line is also normalized by the log transform, we see no reason to make
any more complex hypothesis.
The coding of influenza-related deaths according to the International Classification of Diseases (ICD)
[http://www.wolfbane.com/icd/] has changed on several occasions during our time series (i.e., during 1930, 1939,
1949, 1958, 1968, 1979, and 1999). If influenza became a less frequent cause of attributed death due to changes
in the ICD naming conventions, sudden decreases (‘steps’) should appear in the influenza time series during
those years. However, we see no evidence of this in our data. Influenza was not mentioned as a cause of death in
conjunction with any other disease until ICD-5 was introduced in 1938, wherein influenza was noted as a cause
of disease and as a contributing factor to deaths by pneumonia and asthma. ICD-6, in 1948, distinguished
‘influenza’, ‘influenza with pneumonia’, ‘influenza unqualified or with other respiratory complications’,
‘influenza with digestive complications’, and ‘influenza with nervous system involvement’. This situation
remained unchanged in ICD-7 and virtually unchanged in ICD-8, except that influenza was expressly separated
from acute respiratory infections other than pneumonia. ICD-9 in 1975 expressly separated all forms of
pneumonia from influenza, and ICD-10 in 1990 separated influenza, pneumonia with influenza virus, and other
pneumonias. These changes did not impact the level or rate of the observed decay in influenza mortality. Indeed,
there was no apparent change in the observed trend from any change in medical practice or diagnosis. If
improvements in medicine or diagnosis were responsible for the long-term decline, such improvements would
need to have been progressive and multiplicative year-over-year to account for the data, which seems unlikely.
4.4 Immunization Programs
Could the decline of influenza also be due to immunization programs? Despite the fact that influenza vaccines
have been available since the 1940s, widespread use of the ‘flu shot’ did not occur in Canada until the 1990s
(Fedson 1995; Kwong et al, 2008). Hence, it is unlikely that vaccination programs were responsible for the large
declines observed in Canadian influenza mortality during the early and mid-20th century. Nevertheless, later
analysis in Ontario indicates that vaccination programs have been effective in recent years.
Exposure during seasonal influenza outbreaks, or through vaccination, may provide individuals with substantial
cross-protection among influenza subtypes (Gioia et al, 2008; Kreijtz et al, 2008; Rimmelzwaan et al, 2007;
Kreijtz et al, 2007), so-called ‘memory immunity’ (Ahmed et al, 2007). In addition, recent work shows that
individuals can harbour highly specific immunity to an influenza strain, even 90 years after exposure (Yu et al,
2008). These mechanisms might gradually enhance a population’s immunity to common influenza viruses.
Indeed, other authors have remarked that the commonly circulating subtypes of influenza appear to be gradually
losing their ability to cause serious disease in the humans (Webby & Webster 2003). Further, it has been
suggested that declines in influenza mortality in the United States during the 20th century may be due to
immunity acquired through exposure to circulating strains (Doshi 2008). Such enhancement of natural immunity
may inform strategies that relate to vaccines and vaccination programs. For example, if exposure to (inactivated)
influenza through vaccination facilitates the development of cross-protection against novel strains or subtypes,
vaccinating a population with any flu vaccine likely is better than no vaccination at all.
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Future ‘flu mortality: How might the observed decay in influenza mortality affect future death rates as the
Canadian population ages? Unpublished analyses on age-specific death rates (Lubarsky 2004, personal
communication) suggest that normal-year [non-pandemic] flu will continue to take a disproportionate toll among
the elderly [70 and over], as more and more Canadians now survive to 80 years and over. An interesting point for
further study is whether or not surviving any form of influenza, pandemic or not, in early life confers added
immunity in later life, and whether such immunity continues to protect even beyond age 70.
5. Conclusion
Analysis of Canadian influenza mortality data, since just after the 1918 ‘Spanish flu’ pandemic, indicates that the
death rate due to this disease has declined exponentially, but that the decline we observed in influenza mortality
is not necessarily unique among infectious respiratory diseases during the 20th century. Improvements in public
health practices, vaccination programs and increased antibiotic availability alone do not adequately explain the
lawful exponential decay of influenza deaths in Canada. Our results suggest that surviving any form of influenza
confers added immunity in later life; by extension, we infer that vaccinating a population with any flu vaccine
likely is better than no vaccination at all. Whether such immunity continues to protect individuals beyond age 70
is not clear; however, further comparative studies in other countries would prove useful in validating the
conclusions put forth in this investigation.
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Position of change-points

parameters

df

BIC

0

-

2

80

-1.30

1

1989

4

78

-1.42

2

1995, 1998

6

76

-1.46

3

1995, 1998, 2001

8

74

-1.39

4

1939, 1947, 1995, 1998

10

72

-1.35

5

1939, 1947, 1995, 1998, 2001

12

70

-1.28

6

1937, 1965, 1976, 1979, 1995, 1998

14

68

-1.23

7

1937, 1965, 1976, 1979, 1995, 1998, 2001

16

66

-1.16

Published by Canadian Center of Science and Education

37

www.ccsenet.org/gjhs

Global Journal of Health Science

Vol. 3, No. 2; October 2011

Figure 1. Annual Canadian mortality rate due to influenza during 1922-2003
Panel A shows the influenza specific mortality rate (per 100 000) due to influenza; panel B shows the influenza
specific mortality rate, natural log transformed, with a solid line indicating the linear regression fit, y = -0.057x +
113.73 (F1,80 = 596.99, P < 0.001, R2 = 0.88); panel C shows the residual influenza mortality (error terms from
the linear regression of transformed mortality on year), with mortality values approximately 1.5-3.0 S.D. above
the long-term trend and mortality values approximately 1.5-2.0 S.D. below the long-term trend (indicated by
open and filled stars, respectively).

%

Figure 2. Frequency histograms show the relative abundance of the various influenza strains that circulated in
Canada during 1994-2003
A peak in influenza mortality observed in Canada during 1998-2000; for comparison, the influenza-specific
mortality rates are shown for the period 1994-2003
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Figure 3. A comparison of annual Canadian mortality rates from all causes combined, pneumonia only, and
influenza only, for the period 1923-1978
Note that the regression equations are as follows:
Influenza: Ln(rate) = -0.063(year) + 125.179
Pneumonia: Ln(rate) = -0.028(year) + 59.292
All Cause: Ln(rate) = -0.009(year) + 25.034
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