
substantially higher (but quite uncertain given the small number of cases)
than the unadjusted estimates, again suggesting effect modification.

Numbers of cases with PFs are, unfortunately, too small to allow the
study of the radiation effect associated with different types of PFs. For
brain tumours, the majority of cases with PFs had neurofibromatosis; for
lymphomas, organ transplantation, whereas for leukaemia there
was a mixture of Down syndrome, primary immunodeficiency and organ
transplantation (Journy, 2014). As the mechanism and the magnitude of
the increased cancer risk differ for these different types of PFs, it is
somewhat surprising that they would all have a similar effect on the risk
estimates when adjustment is made for PFs in the analysis. The observation
that, among subjects with PFs, the ERRs/mGy for all three outcomes
were very close to 0, suggests instead that any effect of low doses of
radiation would be too small to detect given the already very high
cancer risk among these subjects in the absence of radiation.
This would strengthen the argument that PFs are effect modifiers and
not confounders of the association between CT radiation dose and risk
of cancer.

This finding, if it can be replicated in other larger cohorts, is very
important as information on PFs is not available in many cohorts and
lack of information about predisposing factors is one of the main
criticisms of published studies on the carcinogenic effect of radiation
from CT scans in paediatric patients.

As the goal of EPI-CT and other similar studies is to estimate directly
the risk of cancer associated with radiation exposure from CT scan
examinations in the general paediatric population (where the proportion

of PF is relatively low), the findings of Journy and collaborators suggest
that the unadjusted ERR/mGy may be a reasonable (and unconfounded)
estimate of the true risk, particularly since the frequency of PFs in this
cohort is high, due to the inclusion in the study of a number of
specialised referral hospitals (Journy, 2014).
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Sir,
We read with great interests the retrospective case–control study by

Wei et al (2015). As the authors Wei et al introduced that
epidemiological study is the first one, which found a potential association
between hepatitis B virus (HBV) serology and gastric cancer risk. This
main finding is indeed surprising to readers. On the basis of the literature
from Chinese CNKI journal database, the prevalence of HBV DNA in
gastric cancer tissues is only 0–3% by PCR test. Therefore, to evidence the
causality between HBV infection and gastric cancer risk, a qualified study
with adequate statistical power requires a dramatically larger scale of
sample size than that of the study by Wei et al (2015). In particular, direct
detection of HBV DNA in gastric cancer cells by in situ hybridisation is
the most convincing evidence to confirm that association.

As known, WHO has defined Helicobacter pylori as a class I human
carcinogen for gastric cancer development (Fock et al, 2013). Besides,
Epstein–Barr virus infection is also found to be associated with around 10%
of gastric cancer (Murphy et al, 2009). However, in the study by Wei et al
(2015), these two critical confounders were not considered in the logistic
regression models. The investigated population in the study by Wei et al
(2015) is also collected from an endemic region (Guangzhou Province) of
both Helicobacter pylori and Epstein–Barr virus infections in mainland
China (Wang and Chen, 2014). Therefore, the results are unable to rule out
the confounding effects from these two kinds of infections.

Probably, the association between HBV infection and gastric cancer
risk might be biased by chance, imbalance of prevalence of H. pylori and/
or Epstein–Barr virus infection in stomach, or potentially indirect linkage
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