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was 40.7 (13.5) years; healthy volunteers (33.1 [7.3]
y) were younger than those with ALD (47.3 [14.7]
y; p=0.011). The other groups were similar in age.
Ten of 13 healthy volunteers, 25 of 28 ALD patients, 6 of 12 HBsAg carriers, and 3/12 with chronic
hepatitis B were women. The other autoimmune
diseases associated with ALD were Type 1 DM (2
patients), vitiligo (2), ulcerative colitis (2), Hashimoto
thyroiditis (1), atrophic gastritis (1), scleroderma
(1) and Sjogren syndrome (1).
All subjects had serum AFP levels less than 20
IU/mL; the mean AFP level for the whole group was
2.77 (1.61) IU/mL. There was no difference between groups for AFP levels. Serum HGF levels ranged
from 0.54-4.53 ng/mL (mean 1.19 [0.72]), and were
similar in liver diseases groups (ALD 1.31 [0.84],
chronic hepatitis B 1.31 [0.90] ng/mL) and others
(healthy volunteers 0.88 [0.17], HBsAg carriers 07
[0.19] ng/mL).
This study did not show any difference in serum HGF levels between patients with ALD and HBVassociated chronic hepatitis, which have respectively
low and high risk for HCC development. 4,5 HGF is
known to be the most potent trigger of liver regeneration and its serum levels increase in acute and
chronic liver diseases and HCC. The matrix injury
during acute liver injury releases plasminogen, which
converts pro-HGF activator (pro-HGFA) to active
form. HGFA cleaves pro-HGF to activate and stimulate hepatocyte regeneration. Unlike acute liver disease, the high serum HGF levels in cirrhosis are not
due to increased secretion but due to abnormal interaction between hepatocytes and matrix resulting
in decrease in HGF elimination. 6 HGF is synthesized
by either cancer cells or cells of the immune system
infiltrating the tumor in HCC; high serum level of
HGF is a well known diagnostic and prognostic marker
for HCC. 1,2,7
Studies with larger patient groups are needed in
order to determine the role of HGF as a marker for
carcinogenetic state in cirrhosis of different etiologies.
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Point prevalence of hepatitis B in mother-child
dyads in a stratified random sample in an urban
resettlement community in Delhi

There have been no community studies, employing
epidemiologically valid sampling techniques, looking
at prevalence of hepatitis B in India 1. We did this
study to see how many mothers and children were
HBsAg positive, and to estimate the number of
children who can be protected by selective
immunization of HBsAg positive mothers. 2
A cluster of approximately 20,000 households
with a population of about 100,000 persons in a
resettlement colony in East Delhi was selected. 600
households were chosen by stratified random method.
All 302 households with children-under-5 years were
approached. Written informed consent was obtained.
Mother and their children were considered as dyads
for analysis. Blood was tested using HEPACARD
HBsAg spot test. (Hepaacard; J Mitra, New Delhi:
Test sensitivity 99%, specificity 100%) Every positive sample was tested a second time for confirmation. The study had the approval of the hospital
research committee.
156 households with 242 children consented to
participate and provided blood samples; 17 samples
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were lost so 148 mothers and 231 children were
tested. The group that participated in the study was
similar to the non-participators in economic and
religious groupings.
Five mothers were HBsAg positive (point prevalence 3.38% [proportion 0.034; 95% CI 0.015-0.077]. 2
3 children were positive (point prevalence 1.30%
[proportion 0.013; CI: 0.004-0.037]). The 5 mothers who tested positive had 9 children, of whom 3
were positive. All these 3 were children of the 5
HBsAg-positive mothers.
Three of 9 children of HBsAg-positive mothers
presumably got infection vertically. The anti-HBs status
of children was not tested; so it is not clear how
many others acquired the infection and cleared it
subsequently.
A study by Nayak et al, 3 like our study, suggested that 33% of chronic carriers in India get the
infection from their mothers. Immunization at birth
targeted at babies of HBsAg-positive mothers will
reduce this 33% of infection and also horizontal spread
from this group. Another study also looking at motherchild dyads but not utilizing random sampling techniques, recruiting 400 children and their mothers,
found that 2.25% of children below five were HBsAg
positive. 4 The authors concluded that vertical transmission is responsible for the majority of chronic
carriers.
Cost constraints in India stand in the way of
universal immunization at birth. Other alternatives
are universal immunization starting at 6 weeks or
selective immunization at birth to babies of HBsAgpositive mothers. 5,6 Immunization at 6 weeks will
not protect against vertical transmission. Also, coverage with immunization is unlikely to be complete;
those who are not immunized are at risk from the
pool of children who get the infection vertically.
A systematic review of world literature found
that was no study has demonstrated that the carrier
rate can come down with immunization starting after 6 weeks. 7 Further community-based studies are
needed before a final answer is available.
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Differences in frequency of colonic polyps in
different ethnic groups in the United Kingdom

Colorectal cancer rates vary considerably geographically,
with age-standardized, incidence rates per 100 000
men for colon and rectum combined at 49.3 in Japan,
44.4 in North America, 42.9 in western Europe, and
3.1 in India.1,2 Studies on migrant populations suggest
that environmental influences affect the epidemiology,
and incidence rates of cancer in immigrants and their
descendants demonstrate a relatively rapid convergence
of risk to that of the host country.3 Few studies have
examined the ethnic variation in polyp frequency, and
none within the UK.
We performed a retrospective colonoscopy database audit in our unit, which is a large teaching
hospital based in South West London. The local
population comprises a wide cultural and racial mix
and we investigated the ethnic differences between
the frequency of colonic polyps in the local Indian
sub-continent Asians and all other ethnic groups.
Colonoscopy records for the period 1992 to 2004
were retrieved and patients of Indian subcontinent Asian
origin were identified by surname and forename. This
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