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A virus questions human definitions of health

A. C. ANAND

A HEPATITIS B SURFACE ANTIGEN CARRIER
One day you must meet Anita. She is the life of our intensive care
unit-young,· vivacious, full of energy and always spreading
cheer amongst our patients. Eight months back, during the very
first week of her service as a staff nurse, she wanted to donate
blood for one of our patients. She was disappointed when they
rejected her offer because she tested positive for the hepatitis B
surface antigen (HBsAg). When she learned that I had been to
attend a single-theme conference on 'Hepatitis Band C: From
carrier to cancer' , she came up to me for a casual consultation and
asked me a simple question. 'I am HBsAg positive. What are its
implications for me?'

I wanted to know if she had some background knowledge. So
I started with a vague question, 'Have you consulted someone else
earlier?'

'Yes, I spoke to an intern and he said that I am a healthy
carrier.'

I smiled to myself at her use of the term 'healthy carrier'. A
major point of this conference was a discussion on the subject
'Does the carrier state in hepatitis B virus (HBV) infection really
exist?' Many experts, especially the organizers strongly ques-
tioned the concept of a carrier state in HBV infection. I then told
her the gist of all I had learnt at the conference.

She appeared a bit confused, 'For the past so many months I
thought I was just a carrier. What am I now?'

DOES THE CARRIER STATE IN HBV INFECTION EXIST?
My answer was a hesitant one. 'All of us have used this term freely
till recently and the textbooks continue to use it. At the end of this
conference, however, the experts formulated a consensus state-
ment that attempts to make some changes in our terminology.'

In retrospect, one of the primary objectives of this conference
was to change the term hepatitis B carrier to chronic hepatitis B
infection.

'What is the logic behind it?' she asked.
'The logic was possibly discussed in a closed-door meeting by

the faculty. Though I was not a part of that discussion, I will try
to explain the logic to you, as I understood it from the discussions
there. A carrier is defined as: "an infected person who harbours a
specific infectious agent in the absence of discernible clinical
disease and serves as a potential source of infection for others."
The key word here is "discernible" and our discerning capability
has increased significantly over the past few years. This virus also
shows some characteristics that seem to defy this definition.'

She still had doubts. 'But I am healthy and I have no symptoms.
My liver function tests are normal. So why can't I be a carrier?'

'Your argument is very logical. Many people do have self-
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limiting asymptomatic infection but the virus could still be
replicating inside some of them. 2 In your case, we can find that out
by testing your blood for the hepatitis B e antigen (HBeAg). And
if you are positive, you are likely to be highly infectious.'

She countered, 'But typhoid carriers can also have the bacteria
multiplying inside them and they are highly infectious. You don't
say that they are suffering from chronic typhoid disease!'

'That's true. But this virus remains in the tissues and may
quietly damage your liver at some stage. In fact, a study has shown
that 15%-20% of actively replicating "HBsAg carriers" may
develop cirrhosis in about 5 years. '3

That was enough to convince her. She promptly got herself
tested for HBeAg and was found to be negative. She was very
happy when she came back with the result.

'Does this prove that I am a healthy carrier?'
I felt sad about breaking her dream, 'Not really. If you are

HBeAg negative, you could still be replicating the virus. We can
find that out by doing the HBV DNA test.'·

She got even this test done and was found to be negative. Her
mood was once again upbeat; 'Does this now prove that I am a
healthy carrier?'

I would have loved to give her the statistics I knew by heart."
One study had earlier shown that over 95% of 'healthy carriers'
(non-replicating carriers, i.e. those negative for HBeAg and HBV
DNA) had minimal or no liver damage on liver biopsy, and over
a mean follow up period of 130 months only 2% developed
histological progression of the disease.

THE NON-REPLICATING HEPATITIS B VIRUS: IS IT AN
INFECTION?
But I decided to defend the recommendations of the consensus
conference. 'No, it does not. The fact that you are HBV DNA
negative only means that we cannot detect evidence of a replicat-
ing virus now. But you continue to remain at a higher risk of
developing some complications such as hepatocellular carci-
noma."

Pat came the reply, 'You mean something akin to the risk of
lung cancer in smokers? But you don't say that smokers suffer
from chronic nicotine disease, do you?'

'No, we don't. You also continue to be at risk of intermittent
reactivation of HBV depending on your state of immunity."

Her voice had started rising now, 'But doesn't the same thing
happen in tuberculosis? Most of us are infected by Mycobacteria
but we do not have the disease because of our strong immunity.
The disease usually resurfaces when our immunity goes down for
some reason. If I am positive for the Mantoux test, will you say
that I suffer from chronic mycobacterial infection? In fact, you
would not even call me a carrier. If I had suffered from tubercu-
losis or a primary complex in the past, you will say that I am cured!
Then why this nomenclature for HBV?'

'Because this virus is different.' I had a feeling that my argu-
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ments were beginning to sound hollow. 'It may lie dormant for a
while. It can silently present years later as cirrhosis or even as liver
cancer.'

Her answer was more forceful than before. 'The same thing
happens with the varicella virus. You have chickenpox once and
you remain at risk of developing herpes zoster later on in life. Or
for that matter, measles-the child can develop SSPE later. You
still don't say that these patients suffer from chronic varicella or
measles infection. You want to label a healthy person as one
having chronic infection just because you have a test which finds
out that the virus was there?'

I knew she was right. But how could I lose an argument with
a patient? 'I feel you are being unfair to the medical profession. In
your case, you may even be intermittently spreading the infection
to your patients." The moment I uttered these words, I realized my
mistake. I was hitting below the belt.

Tears welled up in her eyes. But she controlled herself quickly,
'That is why carriers are supposed to take precautions. Let's
forget this argument and tell me if there is some treatment for this
infection. '

That was the first sign of her accepting the recommendations
of the conference, or maybe the first sign of defeat.

'Yes, we do have reasonably effective treatment in the form of
interferon injections and lamivudine tablets.' I was on familiar
ground. I felt happy giving her some positive information. I
started explaining how effective this treatment is in various
circumstances.

She wiped her eyes and asked, 'When should I start this
treatment?'

'You don't.'
She could not believe me. 'Why not?'
'Because it is not indicated.'
She appeared horrified, 'What do you mean, it is not indicated?

You said I am not a healthy carrier but have chronic hepatitis B
virus infection. Then why don't you want to treat me?'

'The primary aim of treatment in hepatitis B is to stop viral
replication and you have no evidence of that. The results of
therapy in your situation cannot be assessed, as you are negative
for HBV DNA. In fact, there is some evidence that the virus may
still be around even when all serological markers of HBV includ-
ing HBsAg have disappeared."

Her anger was now directed towards the conference. 'I just
cannot believe that experts from allover the world gathered to
debate for two days just to change the name of a condition that
needs no treatment! And if your last statement is true, even you
could be harbouring the virus though you are HBsAg-negative.'

HOW MUCH SHOULD WE TELL OUR PATIENTS?
It was actually true. This response left me wondering whether the
change in nomenclature was really worthwhile. The new nomen-
clature seemed to be suggesting to her that she was not 'healthy'
but 'sick'. She was a healthy person today. She was also carrying
the virus. The tests available to us showed that the virus was not
replicating. Could we call her a sick person just because she has
a 2% chance of developing a disease years later?

The definition of 'normal' was very broad when we did not
have 'X-ray vision', 'ultrasound vision' and the current rage-
'molecular vision'. Today, a certain percentage of ultrasound
examinations in apparently healthy persons would pick up some
abnormality such as a renal cyst, a hepatic cyst or even a hepatic
haemangioma. Molecular biology helps us in knowing what
scores of microorganisms are doing inside us. We can even detect
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many genetic abnormalities that mayor may not manifest during
one's lifetime.

Take for example my friend Ashok, who is a dental surgeon.
He has myopia, is overweight by textbook standards, has glucose
intolerance, his ECG shows an oriental pattern of ST depression,
his ultrasound shows gallstones and his high density lipoprotein
cholesterol is low. He has no symptoms but keeps worrying about
all these abnormalities because he is aware of them (thanks again
to me!). His father, at the age of 76 years possibly has more to
worry about, but believes that he is absolutely healthy, because he
has never reported to me for a check-up. Every day Ashok pops
in a tablet of folic acid, half a tablet of asprin and even a capsule
of vitamin E. Ashok feels he has a host of diseases and is on the
verge of developing something more serious. Ashok's father in
the same (if not worse) state of health has a sense of well-being and
laughs at his son's pill-popping habits.

I wonder if modern technology and our eagerness to tell all
(however little or incomplete it may be) to our patients is adding
to their woes. When it comes to hepatitis B, an average practi-
tioner does not understand the mechanism of viral persistence in
humans, or for that matter the concept of low-level replication.'
How do we expect uneducated patients to understand it? We are
possibly sacrificing someone's peace of mind to be scientifically
accurate in our description of a condition. That someone--our
patient-has no representation in our scientific conferences! Still
we say that we safegaurd his interests and do all for his good.

CHRONIC INFECTION EVEN WHEN NO DETECTABLE
EVIDENCE EXITS?
Our definitions of health need to be revised. In terms of HBV
infection, about 15% of those infected may clear the virus and
become HBsAg-negative over 7-11 years of follow Up.4Earlier,
we thought of them as cured. But despite having no markers for
HBV, recent evidence indicates that they are still not curedP·5.6.8
Are they carriers? Are they healthy? Do they have disease? We do
not know.

Anita's parting shot pierced my thoughts, 'I came to you as a
healthy carrier. You have removed the word healthy and you are
sending me back as a patient with chronic HBV infection, which
you do not want to treat even through you have effective drugs.
You can do this and get away with it because you are the doctor,
the high and mighty, and the healer.'

She went out of my room, with her head hung low, and her eyes
wet. 1 knew that the information had somehow transformed her.
I doubt if I will ever see that cheerful and vivacious girl I knew.
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