
the placement of the needle, and the lack of electrostimu-
lation. The design and use of sham acupuncture have

been debated extensively in the acupuncture literature.2

Our sham design sought to separate the nonspecific effects

(ie, patient-provider contact, relaxation during resting,

and patient expectations) from the specific effects of our

electroacupuncture protocol (ie, de qi sensation, stimula-

tion of specific painful areas, and use of electrostimula-

tion). Hay suggested that our design could lead patients to

perceive acupuncture differently. We argue that if the spe-

cific quality of the sensory stimulation in electroacupunc-

ture affected patients’ perceptions during the intervention

and, as a result, modulated pain and other symptom dis-

tress (fatigue, anxiety, and depression), this was actually in

the causal pathway of electroacupuncture’s therapeutic

effect and should not be controlled away. As we reported

in our primary article3 and in this specific article,4 both

electroacupuncture and sham acupuncture were perceived

as credible (4.3 vs 4.0, P 5 .54), so we do not believe that

electroacupuncture was perceived as more real than sham

acupuncture by the participants.
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Prediction of Hepatocellular
Carcinoma: Using a Complex Risk
Model or Assisting for Smoking
Cessation?

The conclusion reached by Flemming et al in their recent
article that the ADRESS (age, diabetes, race, etiology of
cirrhosis, sex, and severity)-hepatocellular carcinoma
(HCC) risk model is useful in the prediction of the 1-year
risk of HCC among patients with cirrhosis deserves
comments.1

First, they failed to test a simple clinical variable,
smoking, despite it being considered a dose-related con-
tributing factor to the development of HCC.2,3 In France,
tobacco, hepatitis, and alcohol are the 3 main risk factors
for HCC mortality, contributing mortality rates of 33%,
31%, and 26%, respectively, to HCC.4 In a large Euro-
pean cohort, the population-attributable percentage for
tobacco use among patients with HCC was found to be
47.6%, which is more than twice that of hepatitis C,
which is considered to be the second most attributed risk
factor (20.9%).5

Second, none of the 6 baseline clinical variables (age,
diabetes, race, etiology of cirrhosis, sex, and severity of
liver dysfunction) found to be independently associated
with HCC in this model is amendable.1 Moreover, to our
knowledge there is no evidence to date that screening for
HCC is beneficial.6,7

No one should ignore that the first priority, among
10, of the World Oncology Forum in the war against can-
cer is tobacco.8
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Reply to Prediction of
Hepatocellular Carcinoma: Using
a Complex Risk Model or
Assisting for Smoking Cessation?

We appreciate Dr. Braillon’s interest in our recent
article.1

There is no argument that tobacco use is an important
public health issue around the world. As we pointed out in
our introduction, data exist that support an association
between tobacco use and hepatocellular carcinoma
(HCC).2,3 However, the Scientific Registry of Transplant
Recipients database does not contain information regarding
smoking status. Given that the study participants are listed
for liver transplantation and most transplantation programs
have a policy prohibiting tobacco use, it is likely that the
majority of patients in our study cohort were not active
tobacco users. However, we do recognize that the lack of in-
formation regarding tobacco use in the Scientific Registry of
Transplant Recipients limited our ability to explore this as a
risk factor for HCC in this cohort of patients with cirrhosis.

We would argue that the risk of HCC in those using
tobacco may not be as high as suggested. The case-control
study quoted by Dr. Braillon4 found a population-
attributable fraction of tobacco use in HCC that was
higher than that of hepatitis C and hepatitis B. However,
several major limitations of that study, including the
inability to identify the presence of cirrhosis (the undis-
puted highest risk factor for HCC) or the presence of dia-
betes,5 make these results questionable. In addition, the
interaction between tobacco use and viral hepatitis3 was
not explored. Furthermore, a meta-analysis of more than

100 studies6 reported an odds ratio of developing HCC of
only 1.51 (95% confidence interval, 1.37-1.67) in current
smokers and a nonsignificant odds ratio of 1.12 (95%
confidence interval, 0.78-1.60) in former smokers, which
we believe would have been the majority of the patients in
our cohort.

Finally, the goal of the ADRESS-HCC risk model is
to provide an educational tool for HCC risk counseling in
patients with cirrhosis of diverse etiologies regardless of
whether the patient and their provider have elected to partici-
pate in an HCC surveillance program. Although high-
quality evidence supporting a mortality reduction with HCC
surveillance is minimal, surveillance is supported by all conti-
nental liver disease societies and therefore understanding the
risk of HCC in an individual patient continues to be impor-
tant in the management of patients with cirrhosis.
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US Lung Cancer Trends by
Histologic Type

Racial and ethnic disparities in lung cancer incidence
remain a significant health concern.1,2 In the United
States, when compared with non-Hispanic white (NHW)

Correspondence

1150 Cancer April 1, 2015


