
 

SUMMARY 

Prostate cancer is globally a large cause of morbidity and mortality among men, with an estimated 

1.3 million new cases and more than 350,000 prostate cancer deaths in 2018. Because of the high 

incidence, the limited evidence on modifiable risk factors, and the lack of curative therapy for ad-

vanced disease, identification of protective factors for prostate cancer is important. Aspirin and other 

non-steroidal anti-inflammatory drugs (NSAIDs) have been shown to protect against colorectal can-

cer, but their association with prostate cancer risk and mortality is unclear. 

The overall aim of this PhD thesis was to study associations between use of low-dose aspirin or non-

aspirin NSAIDs and prostate cancer risk and mortality. Particular attention was given to evaluate the 

influence of patterns of NSAID use and potential effect modification according to clinical character-

istics of prostate cancer, as some studies have suggested stronger inverse associations with aspirin 

use for advanced or aggressive disease. Moreover, we examined if the associations between NSAID 

use and prostate cancer risk varied according to anthropometric measures and lifestyle factors, with 

the aim of identifying population subgroups with a potential larger effect of low-dose aspirin or non-

aspirin NSAID use. 

The three studies included in this thesis were based on the comprehensive information in the Danish 

nationwide registers, and in one study, also the Danish Diet, Cancer and Health Study. Further, we 

retrieved data from reviews of pathology reports and medical records. We examined the association 

of NSAID use with prostate cancer risk in a nationwide case–control study (Study I) and in a cohort 

study within the Diet, Cancer and Health Study (Study II). In a nationwide cohort of prostate cancer 

patients (Study III), we examined if postdiagnosis low-dose aspirin use was associated with mortality 

after prostate cancer diagnosis. 

The results of this thesis support the notion of a modest protective effect of long-term, regular use of 

low-dose aspirin against prostate cancer risk. Our findings do not suggest a stronger inverse associa-

tion between low-dose aspirin use and risk of aggressive prostate cancer or within any population 

subgroups defined by anthropometric measures or lifestyle factors. Moreover, we found no indication 

of a preventive effect of non-aspirin NSAID use against prostate cancer. Finally, we did not find 

convincing evidence of a protective effect of postdiagnosis low-dose aspirin use on overall prostate 

cancer mortality; however, our findings indicate that low-dose aspirin use may be inversely associated 

with prostate cancer mortality after 5 years from diagnosis. 

Future studies should focus on long-term effects of aspirin use and potential effect modification by 

clinical characteristics and other factors. 


