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EARLY LIFE EXPOSURES AND THE DEVELOPMENT OF
TESTICULAR CANCER IN NORTHERN IRELAND: A
RETROSPECTIVE BIRTH-COHORT STUDY
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Objectives To investigate perinatal risk factors for testicular cancer
in a Northern Ireland population cohort.
Methods Perinatal data have been routinely recorded in Northern
Ireland for all births in the period 1971e1986 (n¼447, 663).
Testicular cancer status was ascertained in this cohort by identifying
249 individuals diagnosed from 1971 to 2008 and date of birth in the
period 1971e1986.
Results Increased testicular cancer risk was associated with higher
maternal age (>35 years), lower birth weight (<2500 g), caesarean
delivery, decreased birth order and lower socio-economic status.
Following multivariable analyses, the association between higher
maternal age and testicuar cancer risk remained signiﬁcant (OR
1.55; 95% CI 1.07 to 2.25). Caesarean delivery was also associated
with a signiﬁcant increase in the risk of testicular cancer (OR 1.65;
95% CI 1.11 to 2.44). Increasing birth order was associated with a
signiﬁcant decrease in the testicular cancer risk (OR 0.59; 95% CI
0.41 to 0.83) comparing birth order three or more with the ﬁrstborn.
Conclusion These ﬁndings demonstrate that maternal age at
delivery, birth order and mode of delivery are signiﬁcantly associated
with testicular cancer risk. These associations may be due to earlier
exposure to infectious agents or increased immune modulation.
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ALCOHOL AND PROSTATE CANCER RISK: A MENDELIAN
RANDOMISATION APPROACH
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Introduction Despite alcohol being an established carcinogen and
recent prospective studies showing increased prostate cancer risk
among heavy drinkers, alcohol is not an established risk factor for
prostate cancer.
We aimed to investigate the causal role of alcohol on prostate
cancer through conventional observational epidemiology techniques
and Mendelian randomisation, by using genetic variants inﬂuencing
the propensity to drink or modifying the physiological response to
alcohol.
Methods A case-control study was nested in the case identiﬁcation
phase of a large British population-based RCT for treatment of
localised prostate cancer (ProtecT). 2400 prostate-speciﬁc antigen
detected prostate cancer cases of white ethnicity and 12 700
controls matched on age and general practice provided data on alcohol
consumption. Eighteen SNPs in alcohol-metabolising genes (ADH’s,
ALDH2) were genotyped in a sub-sample of cases and controls.
Results There was some evidence of a modest decrease in low
Gleason-grade (RR 0.96; 95% CI 0.93 to 0.99) and increase in
high-grade (RR 1.04; 95% CI 0.99 to 1.08; p difference¼0.004)
prostate cancer per 10 alcohol units/week increase in consumption,
not explained by current BMI, blood pressure, co-morbidities, or
reverse causation.
Results from genetic association analyses including an interaction
between an ADH1B functional variant and alcohol consumption
suggested that alcohol causally increases prostate cancer risk.
However, this study was underpowered to detect a difference
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between results from instrumental variable analyses and conventional observational epidemiology models.
Conclusion These results support small increases in high-grade
prostate cancer risk caused by heavy alcohol drinking. The
required independent replication in populations with incident (non
prostate-speciﬁc antigen-detected) prostate cancer is currently
under-way.
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BLADDER CANCER SURVIVAL DISPARITIES IN
THE UNITED STATES: RESULTS FROM
SEER-MEDICARE
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Introduction Black patients have lower bladder cancer survival rates
than White patients, but previous studies have not been able to
explain this difference. Recent work has found that racial disparities
in bladder cancer survival persist after adjusting for sex, age, and
tumour characteristics. The objective of this study was to assess the
association of insurance status, comorbidities, marital status, the
receipt of radical cystectomy and being qualiﬁed for federal assistance (a marker for low individual-level SES) with disparities in
bladder cancer survival.
Methods We identiﬁed 15 666 (592 Black and 15 074 White)
bladder cancer cases diagnosed between 1992 and 1999 (follow-up
through 2003) from the SEER-Medicare database, and constructed
relative survival models to assess 5-year survival disparities.
Results The relative survival ratios (RSR) for Black patients vs White
patients were as follows: unadjusted, RSR 2.22 (95% CI 1.90 to 2.59),
adjusting for year of diagnosis, registry, age, sex, stage, and grade, RSR
1.54 (95% CI 1.32 to 1.81); additionally adjusting for comorbidity
score, marital status, and receipt of radical cystectomy, RSR 1.45
(95% CI 1.25 to 1.70); additionally adjusting for SES, RSR 1.26 (95%
CI 1.08 to 1.48). Lower comorbidity score, being married, higher SES
and receipt of radical cystectomy were independently associated with
increased bladder cancer survival.
Conclusions Racial disparities persist after adjusting for comorbidity
score, marital status, receipt of radical cystectomy and SES in this
insured population. As the SES variable used in this study does not
capture the diversity across the SES gradient and it is strongly
associated with race, further studies investigating the inﬂuence of
SES and its correlates may provide further explication of this
disparity.
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MAPPING INJUSTICE, VISUALISING EQUITY: A JOINT
PRESENTATION ON SITUATING AND TACKLING HEALTH
INEQUITIES
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Introduction Epidemiological theory matters for seeing, analysing,
depicting and tackling population distributions of health and health
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