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PRACTICAL APPROACH
TO CLINICAL ETHICS AT
THE BEDSIDE FOR
GENERAL PHYSICIANS

Dr Chun Yan TSE
CHAIRMAN, HOSPITAL AUTHORITY CLINICAL ETHICS COMMITTEE

APPROACHES TO CLINICAL ETHICS

When a junior physician is asked about approaches to clinical ethics, the
principle based approach raised by Beauchamp and Childress is often
quoted.' The four principles involved are respect for autonomy, beneficence,
non-maleficence, and justice. While the four principles are well known among
clinicians, in the academic literature, there are quite a number of other
approaches.” These include deontological approaches (e.g. Kantian approach
or religious doctrines, in which duties or rules are moral absolutes), utilitarian
approaches (consequentialism, looking for the greatest happiness for the
greatest number of people), care based approaches (emphasizing moral
attention, sympathetic understanding, relationship awareness, accommodation
and harmony), virtue ethics approaches (e.g. Confucianism, looking at what a
virtuous person would do in the circumstances), case based approach (analogy
thinking, using paradigm cases judged to be manifestly right or wrong). The
principle based approach of Beauchamp and Childress is often favored by
clinicians, possibly because it covers different perspectives, looks rational, and
appeals to intuition.
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However, to make good use of the four principles is sometimes not easy. They
may be in conflict in some situations. None of the four principles are absolute,
and they have to be weighed against each other. There is also no magic formula
in weighing the principles. The consideration is context dependent, and is
related to the local legal and cultural situations. For example, the respect for
autonomy prevails over other considerations when a competent patient refuses
a medical treatment. The clinician cannot forcibly give treatment to the patient
for beneficence, even though the clinician considers that the treatment will save
the patient's life. This is in line with the legal requirement of informed consent.
On the other hand, when a patient demands a medical treatment, instead of
just respecting autonomy, other principles have to be weighed. If the treatment
has minimal benefit to the patient, but is invasive and will definitely cause a lot
of harm, the principle of non-maleficence may over-ride autonomy. Similarly,
if the expected benefit is very small but the treatment is very expensive, in a
public system, the principle of justice has to be considered. Sometimes, there is
difficulty in balancing the principles, and ethical dilemma may result.

CONTEXTUAL FACTORS

The balancing of the various principles often depends on the actual situation
in an individual case, and there may not be a broad-brush answer for broad
categories of clinical situations. Faced with an ethical problem, it is important to
have a system to ensure adequate consideration of various contextual factors
in an individual case. One useful system is the "four quadrants" approach.’
The four quadrants that must considered are medical indications, patient
preferences, quality of life, and contextual features. Going through various issues
in the four quadrants systematically, important factors would not be neglected.

CONSENSUS BUILDING AND REASONED
DISCUSSION

In many clinical situations, value judgment is involved in the decision making
process. Different parties involved in the ethical dilemma may hold different
values. In order to arrive at a decision, consensus building among involved
parties is important. For bedside situations, it often means consensus building
among the patient, the family members and the healthcare professionals.
During the discussion process, the goal to achieve should be clearly
understood by the involved parties. For bedside situations, the goal is most
often to decide "what is in the best interests of the patient”, and not what the
clinician prefers or what the family members prefer. Conflicts among different
parties may be resolved by communication to clarify incorrect information
or unrealistic expectation. The clinician should adopt an open, sincere,
and empathetic attitude, be a good listener, and be sensitive to emotions
experienced by the patient and family members. The clinician should be
receptive to the values of the patient in making a judgment. Addressing
relevant questions step by step before coming to a final decision may be
useful. If there is difficulty in arriving at a consensus, consultation to an ethics
committee may be useful.
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INSTITUTIONAL OR PROFESSIONAL
GUIDELINES

For complex situations, setting up guidelines by healthcare institutions or
by professional bodies would help. Such guidelines should delineate the
overall approach to the ethical problem, and suggest ways to handle conflicts
and disagreements. The guidelines should be evidence based. The drafting
process should involve relevant experts of different background, taking into
account international trends and local situations. The guidelines are not there
to give simple answers to complex ethical problems, but are to guide the
clinician through the decision-making process. If the decision-making process
recommended by the guidelines is followed appropriately, the guidelines may
provide backup to the clinician when faced with challenges to the final decision.

CASE ILLUSTRATIONS

| would like to use two cases to illustrate the approach to clinical ethics
problems at the bedside. Both cases were presented in a session chaired by
me in the Clinical Ethics Day on 23 April 2016 in the Hospital Authority Head
Office Lecture Theatre, co-organized by The Chinese University of Hong Kong
Centre for Bioethics and the Hospital Authority Clinical Ethics Committee.
Many thanks to Dr. Wong Che Keung of Ruttonjee and Tang Shiu Kin Hospital,
and Dr. Frank Wong of Tuen Mun Hospital, for allowing me to use the clinical
materials of the two cases respectively. The discussion in this paper is my own,
taking into account comments from panelists and members of the audience
during the discussion session. Panelists involved in my session were Dr. Doris
Tse of Caritas Medical Centre, Professor Chan Ho-mun of City University of
Hong Kong, and Ms. Alexandra Lo, lawyer in private practice.

Case 1: Tube feeding in a dying demented patient

The first case was an 84 years old male, with a history of hypertension, diabetes
and recurrent ischaemic stroke. His wife died a few years ago. He had two sons
and one daughter living in Hong Kong. He was diagnosed to have vascular
dementia in 2010, became chair bound and was nursed in a private old aged
home from 2012. In 2015, he became bed bound and double incontinent,
requiring assisted feeding. He had recurrent admissions in 2015 due to chest
infection, and the speech therapist recommended puree diet and thickener
in fluid. After an episode of aspiration pneumonia, the speech therapist
suggested non-oral feeding due severe oropharyngeal dysphagia. Family
conference was held with the second son and the younger daughter, and they
both preferred careful hand feeding rather than tube feeding, because the
patient voiced out his dislike against tube feeding while in the old age home.
They understood the risk of aspiration, pneumonia and death. The patient
tolerated careful hand feeding of a few hundred mls per day. At the end of
2015, he developed severe pneumonia. He was kept nil by mouth and given
parenteral antibiotics. His relatives were informed of deteriorating clinical
condition and imminent death. They understood and agreed to continue
conservative management. However, the second son later turned up and
requested to start tube feeding. He accepted that his father was dying and
agreed to continue comfort care and continue DNACPR order, but he wanted
his father to die "with a full stomach”, which was a traditional preference
among some elderly persons in Hong Kong. The question is whether the
clinician should follow the son's request.

SYNAPSE ¢ August 2016 5
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= G @ We can approach the problem step by step:
y g ?O\ 1. Was tube feeding going to prolong the patient's life at this stage?

e
9/—\ @ The patient was dying from the severe pneumonia. Starting tube feeding
Q . Hr'ﬁ\ would not prolong the patient's life. Inserting a feeding tube was not
=

_, / AR a'&}"" comfortable, and there could even be risk of further aspiration if tube
- sl feeding were started.

-
“\ 2. Was the wish to die with a full stomach the wish of the patient?

,# e The request was raised by the patient's son and not the patient. There
o e 3 \& was no evidence that the patient previously requested, while competent,
- - '_"" to have a full stomach in the dying phase. On the contrary, the patient
\ Y previously voiced out his dislike against tube feeding.
R ¥y 3. Balancing the benefits and harms, should tube feeding be provided?

A Decision to tube feed or not should depend on whether the treatment
was in the patient's best interests, rather than what the family members
preferred. Here, balancing the benefits and harms, and taking into account
the wish of the patient, it should be quite clear that tube feeding was not
in the patient's best interests and thus should not be provided.

4. If tube feeding should not be provided, how should we handle the son's
request?

We should explain to the son that treatment given should be in the
patient's best interests, and that tube feeding would do more harm than
good to the patient and was not in line with the wish of the patient. It
would be better for the patient's son to understand the rationale of the
final decision, rather than just telling him that he had no right to request
the treatment.

Case 2: HIV disclosure

The second case was a 40 years old male patient. He was newly diagnosed
to have a cancer disease, of which AIDS was one of the known etiological
factors. Though there was no history suggestive of HIV exposure, screening of
HIV was done as part of a standard protocol, after obtaining consent from the
patient. His cancer disease deteriorated rapidly, and he became unconscious
from a respiratory complication, requiring mechanical ventilation. Then, the
HIV result came back positive. The original consent did not mention whether
our professional staff could disclose this information to a particular third party
or not. The question is whether the HIV information should be disclosed to his
wife, who should be at risk of being infected.

Again, we can approach the problem step by step:

1. Ethically, did the risk of HIV infection in his wife justify over-riding a respect
for autonomy and allow disclosure without consent?

His wife had a high risk of being infected, and it was important to let
her know about the risk. In this particular situation, most people would
agree that justice over-rides respect for autonomy, and disclosure without
consent could be allowed.

2. Does the local law and code of professional conduct allow such a
disclosure?

The Personal Data (Privacy) Ordinance allows an exception to the duty of
confidentiality if non-disclosure would likely cause serious harm to another
individual.* The Code of Professional Conduct of the Medical Council of
Hong Kong also allows such exceptional disclosure.’

6 SYNAPSE ¢ August 2016
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3. Should the HIV status be disclosed immediately or should one wait to see
if the patient could regain consciousness within a short time to give proper
consent?

To avoid the ethical dilemma, an alternative is to wait till the patient
regains consciousness and gives consent, if recovery is possible within
a short time. But before choosing this alternative, one needs to know
whether there are strong indications for immediate disclosure.

4. Regarding risk to his wife, was there strong indication to justify immediate
disclosure?

As the patient was hospitalized and the wife was not further exposed, the
risk to his wife would not be substantially increased by waiting for a short
time before disclosure.

5. Regarding benefit towards the patient, was there strong indication to
justify immediate disclosure?

Discussion with family members regarding medical decision in the best
interests of the patient could be made effectively without disclosure of HIV
status.

6. If recovery within a short time was not likely, what procedural safeguards
are required to ensure a prudent decision?

Both the relevant guidelines of the Hospital Authority,® as well as the
Advisory Council on AIDS & Scientific Committee on AIDS and STI of the
Department of Health,” recommend referral to the institutional ethics
committee (or its equivalent) before any decision is made to breach
confidentiality. Of course, the decision-making process of the ethics
committee should be timely, in order to avoid undue delay in disclosure to
the sex partner.

Conclusion

The above two examples illustrate a practical approach to clinical ethics at the
bedside. One can see that there are no fixed rules or procedures in solving
ethical problems. The approach is context dependent and much depends
on common sense. Going through issues step by step may help. Consensus
building and reasoned discussion are important in resolving differences in
opinion. Institutional or professional guidelines would be useful in complex
situations. As new and complex medical technologies are being developed,
new ethical issues may emerge. It is important for individual clinicians,
healthcare institutions as well as professional bodies to pay attention to ethical
problems, in order to ensure medical practice that is not only competent,
but also considered to be right in the particular context, and is able to stand
against challenges.
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COUNCIL NEWS

The College will be celebrating its 30 th anniversary this year. The Annual
Scientific Meeting will be held on 15 - 16 October 2016 at the Hong Kong
Academy of Medicine Jockey Club Building, followed by the Annual General
Meeting and Annual Dinner on the 15 October 2016.

Lunch Symposium on New Oral Anti-Coagulants and Atrial Fibrillation

Symposium on Mosquito-borne infections - Zika virus, Dengue, Japanese
Encephalitis and Malaria

Sir David Todd Lecture

Symposium on Recent therapeutic advances in epilepsy and electrolytes

Gerald Choa Memorial Lecture
Best Thesis Award
Richard Yu Lecture

Distinguished Research Paper Award for Young Investigators

Symposium on Clinical Management Updates in psoriatic disorders and
IgA Nephropathy

The Council wish to extend heartiest congratulations to our Fellows !

New elected Fellows of the Royal College of Physicians, Edinburgh (2016)

1.

8

Dr Chan Chin Pang lan
Department of Medicine & Geriatrics,
United Christian Hospital

Dr Chan Lee, Veronica
Department of Medicine & Geriatrics,
United Christian Hospital

Dr Chan Pierre
Integrated Medlical Service, Ruttonjee
Hospital

Dr Cheung Chun Fong, Jane
Department of Medicine & Geriatrics,
Pok Oi Hospital

Dr Chow Bing Fai
Integrated Medical Service, Ruttonjee
Hospital

Dr Chu Yin Yiu Stephanie,
Department of Medicine, Queen
Elizabeth Hospital

Dr Fan Hon Cheung
Integrated Medlical Service,
Ruttonjee Hospital

Dr Lai Wing Kin Andrew
Department of Medicine & Geriatrics,
Tuen Mun Hospital

Dr Lam Sin Man
Intensive Care Unit, Pamela Youde
Nethersole Eastern Hospital

. Dr Law Tse Sam, Grace

Private Practice
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. Dr Lee Wai Chuen, Raymond

Department of Critical Care Medicine,
Hong Kong Sanatorium & Hospital

. Dr Leung Chi Man

Department of Medicine, Pamela Youde
Nethersole Eastern Hospital

. Dr Leung Wah Shing

Department of Medicine & Geriatrics,
United Christian Hospital

. Dr Ling Sai On

Department of Rehabilitation and
Extended Care, Kowloon Hospital

Dr Lo Ho Yin
Department of Medicine, Pamela Youde
Nethersole Eastern Hospital

. Dr Lo Hok King Stanley

Department of Medicine, Pamela Youde
Nethersole Eastern Hospital

. Dr Miu Lui Ling Flora

Department of Medicine, Pamela Youde
Nethersole Eastern Hospital

Dr Mok Wing Yee Winnie
Department of Geriatrics,
Fung Yiu King Hospital
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Dr O Wing Hing
Department of Medicine, Queen
Elizabeth Hospital
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Department of Respiratory Medicine,
Kowloon Hospital
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Department of Medicine & Geriatrics,
Pok Oi Hospital
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Intensive Care Unit, Pamela Youde
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Dr To Kin Wang

Department of Medicine & Therapeutics,

Prince of Wales Hospital
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Integrated Medlical Service, Ruttonjee
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Dr Wong Wei Yin

Department of Medicine, Haven of
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Dr Yap Yat Hin Desmond
Department of Medicine, Queen Mary
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Dr Yim Chie Wai

Department of Rehabilitation Medicine,
Kowloon Hospital
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INTRODUCTION

Chronic hepatitis B (CHB) infection is still of high prevalence in most of
the Asia Pacific countries. According to the preliminary data from a recent
territory-wide population study in Hong Kong, the CHB infection rate in the
general population is around 8 — 9% ". Disease knowledge and management
of CHB are constantly being updated over time. While the main focus is
usually on CHB mono-infected patients, managing CHB patients with special
features should not be ignored. This article discusses the features and
management issues of CHB in three different special populations, namely,
patients with pregnancy, patients co-infected with human immunodeficiency
virus (HIV) infection, and patients co-infected with hepatitis C virus (HCV)
infection. Because of different special accompanying features inherited in
these special populations, unique considerations for the management for the
CHB are often required.

PREGNANCY AND CHRONIC HEPATITIS B

Gestational complications in CHB mothers and their infants

According to a study of 253 pregnant CHB mothers and 253 pregnant
mothers without CHB infection conducted by Tse et al?, there were increased
threatened preterm labour (p = 0.03), increased chance of gestational
diabetes mellitus (p = 0.033), increased chance of ante-partum hemorrhage
(p = 0.026), lower infant Apgar score (p = 0.001) as well as increased infant
brain hemorrhage (p = 0.007). According to another study, CHB or HCV
infection was associated with low birth weight, congenital malformations, and
preterm labour . However, these findings were not supported by two others
studies: one from Germany with 8,193 mothers, 38 of whom were positive for
hepatitis B surface antigen (HBsAg) “; and one from Hong Kong with 13,792
mothers, 1,340 of whom were HBsAg-positive ®. The potential adverse effects
of CHB on pregnant mothers who are otherwise healthy and on their infants
therefore require confirmation from more studies.

SYNAPSE ¢ August 2016 9
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Nevertheless, the adverse effects of CHB on pregnancy are more obviously
observed in patients who are already cirrhotic. In a population-based
study of 339 cirrhotic women versus 6,625 non-cirrhotic controls, maternal
mortality was increased from 0% to 1.8% (p <0.0001), and fetal mortality was
increased from 2.1% to 5.2% (p <0.0001). From the 15% of mothers who had
hepatic decompensation, the maternal and fetal mortality was 6% and 12%
respectively.

Post-delivery reactivation of CHB

During the pregnancy period, there is usually no deterioration of liver
condition in mothers with CHB infection. Although there are uncommon cases
with HBV exacerbation with or without liver failure, most of the HBV pregnant
patients have normal liver enzyme levels”. Nevertheless, post-delivery HBV
reactivation has been well recognized and first reported by Rawal et al® and
later confirmed by a more recent study by ter Borg et al”. They investigated
38 pregnancies in 31 CHB mothers, 63% of whom were positive for hepatitis B
e antigen (HBeAg). Upon six months after delivery, 45% had three fold or more
increase in serum alanine transaminase (ALT) levels. In the 13 patients who
were treated with lamivudine during the last trimester with the lamivudine
withdrawn after delivery, the reactivation rate was even higher at 62%.

During pregnancy, the maternal immune system is altered to prevent rejection
of the fetus. This will also enhance the replication of the hepatitis B virus
(HBV). Restoration of the immune system post-delivery may lead to enhanced
immune mediated attack on the heavily infected hepatocytes. HBV DNA
should therefore be monitored for at least 6 months after delivery. Anti-viral
treatment started during pregnancy should not be stopped prematurely in
order to prevent reactivation.

Maternal-to-child transmission of the HBV

Early studies in the 1970s show that while HBeAg-positive mothers transmitted
HBV to 63% of their infants, mothers who were HBeAg-negative could still
transmit the infection to 25-30% of their infants "> ™. One of the pioneering
studies of the hepatitis vaccine was carried out in 140 HBeAg-positive
mothers ™. In this study, intrauterine infection occurred in 2.1% of the infants.
Seventy-three percent of infants in the control group became infected. The
infection rates were reduced to 21% for infants receiving vaccine alone, 6.8%
for those receiving vaccine plus one dose of hepatitis B immune globulin (HBIG)
and 2.9% for those receiving vaccine plus 2 doses of HBIG (p = 0.0001 for all

groups vs controls).

10 SYNAPSE ¢ August 2016
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More recent studies have been performed to investigate the levels of viremia
which are associated with transmission of the infection to infants. In one study
of 869 CHB mothers in China with all infants receiving the hepatitis B vaccine
plus one dose of HBIG, 3.1% of the infants were HBsAg-positive at 7-12 months
after birth ™. The independent risk factors for transmission were cord blood
positivity for HBV DNA and maternal HBV DNA levels of > 2 X 10° IU/mL.
Another study from Australia included 138 babies from 313 CHB mothers .
Three percent of the infants became HBsAg-positive. None of the infants from
mothers with HBV DNA < 2 X 10" IU/mL became infected. From these two
studies, infants with maternal HBV DNA levels above > 5-7 log IU/mL are at risk

of becoming infected despite hepatitis B vaccine and HBIG.

Efficacy and safety of antiviral therapy in the prevention of maternal-to-child
transmission of HBV

There have been multiple studies to determine the efficacy of nucleos(t)
ide analogues given to mothers during the last trimester in preventing
transmission of HBV to the infants. The results of these studies are summarized
in Table 1™ The maternal HBV DNA levels varied from 10° to 10° IU/mL.
With the exception of the earliest study with maternal HBV DNA levels of
108 IU/mL before the mothers were treated with lamivudine ", all the other
studies showed that nucleos(t)ide analogues, whether lamivudine, telbivudine
or tenofovir, can reduce the transmission of HBV to the infants to 0-3.7%. (In
the earliest study with lamivudine, the high transmission rate to infants of 18%
even after the mothers were given lamivudine may be partly related to the
very high HBV DNA levels of the mothers, but may also be related to non-
compliance with the full three doses of the hepatitis vaccination.)

Table 1 The efficacy of antiviral treatment in preventing maternal to infant
transmission of the hepatitis B virus in seven studies

Infant HBV
infection
rate (%)

Maternal
HBV DNA
(IU/mL)

Controls P values References

Nucleos/tides

Lamivudine (n=56) Placebo (n=59) >10° 18 vs. 39 0.003 Xu et al(14)
Telbivudine (n=135) Untreated (n=94) >10° Ovs. 8 0.002 Han et al (15)
Telbivudine (n=53) Untreated (n=35) >10° Ovs. 8.6 0.029 Pan et al (16)
Telbivudine (n=233); lamivudine (n=154) | Untreated (n=100) >10° 0;0vs. 5 0.002*, 0.009+ Yu et al (17)
Telbivudine (n=252); lamivudine (n=51) | Untreated (n=345) >10° 19;37 vs. 7.6 0.001 Zhang et al (18)
Tenofovir (n=21) Untreated (n=24) >10° Ovs. 8.3 0.022 Celen et al (19)
Tenofovir (n=62) Untreated (n=56) >10"° 1.5vs. 107 0.048 Chen et al (20)

* p value for the comparison between telbivudine and controls; + p value for the comparison between lamivudine and controls.

SYNAPSE ¢ August 2016
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As far as the safety to the fetus is concerned, telbivudine and tenofovir both
belong to category B according to the Food and Drug Administration of the
United States, i.e., the drugs are not associated with fetal abnormalities in
animal studies. Lamivudine, adefovir and entecavir are classified as category
C in which adverse effects were demonstrated in animal studies. According
to the Antiretroviral Pregnancy Registry (APR)(www.apregistry.com) recording
the possible teratogenic effects of drugs in women who were positive for the
human immunodeficiency virus (HIV) from January 1989 to July 2015, of the
16,699 live births from patients exposed to anti-retroviral agents at any time
during pregnancy, there were 473 outcomes with birth defects i.e. 2.8 birth
defects/ 100 births. This rate is comparable to the birth defect rates of normal
pregnancy of 2.7% (data from Center for Disease Control). Birth defect rate of
infants in lamivudine-treated women was 143 out of 4566 pregnancies (3.1%)
and in tenofovir-treated women was 60 out of 2608 pregnancies (2.3%). While
the Registry cautions that there may be potential under reporting, there are
already two studies showing that there are no differences in the congenital
abnormalities and infant growth between HBV pregnant mothers with and
without tenofovir treatment “"?”. A systemic review of telbivudine in 1,693 HBV
infected pregnant women showed a birth defect rate of 2.5/1,000 compared
to non-antiviral controls of 3.4/1,000 births “¥. There is insufficient data for
entecavir and adefovir.

The duration of therapy post-delivery is not clearly defined. Maternal serum
ALT levels should be carefully monitored for reactivation in mothers in whom
antivirals are stopped. The incidence of reactivation varying for 5% "® to 62% 7.
For mothers whose ALT and HBV DNA levels during pregnancy fall within the
recommended levels for initiation of antiviral treatment, the nucleos(t)ides
should preferably be continued on a long-term basis.

Data on the safety for infants breastfed by mothers on antiviral treatments are
lacking. There were cases where HIV or HBV infected mothers continued with
tenofovir, showing that there was a minimal if not negligible level of tenofovir in
the breast milk ***. According to several cases with HBV mothers on tenofovir,
there were no short term adverse effects and the infants remained HBsAg
negative *. It has been shown that different feeding methods do not increase
the risk of transmission of the virus to the infants as long as they have received

HBIG and the first dose of the hepatitis B vaccine .

CO-INFECTION WITH HIV AND HCV

HBV and HIV co-infection

Concomitant HBV and human immunodeficiency virus (HIV) infection is not
an uncommon disease because of the shared common routes of the virus
transmission. It is estimated that 5-15% of the 40 million HIV infected patients
in the world are co-infected with HBV ® ?”. With the effective treatment by
the highly active anti-retroviral therapy (HARRT), the outcome of HIV infection
improves dramatically. These patients are now suffering from the morbidity
and mortality from CHB infection.

12 SYNAPSE ¢ August 2016
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HBV/HIV co-infected patients have higher rates of occurrence of hepatitis
flares and liver disease progression compared to patients with HBV mono-

infection %

. For example, patients with HBV/HIV co-infection has 8 and 18
folds increased chance of liver-related mortality compared to patients with

mono-HIV infection and mono-HBV infection respectively ®’.

To date, treating CHB in HBV/HIV co-infected patients is of prime
consideration to improve their life expectancy. While the criteria and duration
of the treatment of CHB in patients with mono-infection of HBV are still under
active debate, treatment decision and regimen for CHB in HBV/ HIV co-
infection further add the complexity as the activity of the HIV needs to be
taken into consideration. It is mainly because some anti-HBV agents have anti-
HIV activity which may lead to the development of resistance of HIV.

The criteria of treatment initiation for CHB should be at least the same as, if
not less stringent, as those for CHB mono-infection. In this case, significant
HBV viraemia (HBV DNA > 2,000 IU/mL) with evidence of liver inflammation
as indicated by elevated ALT levels should be the treatment initiation criteria.
Although there are still arguments on whether the treatment should be given
for long-term or stopped after achieving certain goals in CHB monotherapy,
treatment for HBV/HIV co-infection is generally accepted to be long-term.
It is because of the comparatively lower response rates and the necessity
of continuous HIV treatment, which may provoke immune-mediated attack
against the HBV disease after the immune reconstitution.

As mentioned above, HIV activity has a major determinant role on the
treatment regimen for HBV/HIV co-infection. For patients who do not need
HIV treatment e.g. CD4 count > 500 cells/mm?® and low HIV RNA levels
(100,000 copies/mL), anti-HBV agents without activity against the HIV should
be considered. This is to avoid the potential emergence of HIV resistance if
these patients need anti-HIV therapy in the future. In this setting, pegylated
interferon, adefovir (at 10 mg daily dose), and telbivudine are the options.

It has been shown that the treatment response in HBV/HIV is poorer
compared with that of HBV mono-infection when conventional interferon is Hepatitis B virus
used ®?. The short-term response to interferon-alpha therapy was found in
28% of patients with HBV/HIV co-infection compared to 51% of patients HBV
mono-infected patients (p=0.06). The response was even poorer in HBV/
HIV co-infected patients with low CD4 counts. The HBV reactivation rate was
also higher in HBV/HIV co-infected patients. Miailhes and colleagues studied
the efficacy of 48 weeks of pegylated interferon in 51 HBV/HIV co-infected
patients. Twenty percent of patients had loss of HBeAg at week 72 and only
8% of patients had sustained response (33). Concerning the side effects of P
interferon, the potential negative effect on the CD4 counts secondary to its kit ic)
bone marrow suppression needs special attention in HIV infected patients.

Maclium surface protuin
it |5+ Praiz)

Larga surface prakein
{5+ Pra52 + Pras1)
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Because of the absence of anti-HIV activity when used at 10 mg daily, adefovir
may be considered to treat the CHB in HBV/ HIV co-infected patients with
quiescent HIV disease. It is however noteworthy that adefovir has only modest
HBV suppressive effect with a moderately high rate of development of HBV
resistance (20% after 3 years and 29% after 5 years for HBeAg-positive and —
negative patients respectively) *”. Another possible agent with more profound
HBV DNA suppression is telbivudine. It is however, hindered again by the
considerably higher rate of resistance (22% and 8.6% after 2 years of treatment
for HBeAg-positive and —negative patients respectively).

The two most potent antiviral agents, namely entecavir and tenofovir for CHB
infection are not recommended for HBV/HIV treatment in patients who do not
require HIV treatment at the time of assessment of both diseases. For entecavir,
it has been reported to have mild anti-HIV activity (1 log copies/ml reduction in
HIV RNA) . In addition, M184V, the HIV-1 variants with the lamivudine resistant
mutation which has cross resistance profile with entecavir has been found in
one out of three HIV/ HBV co-infected patients who have HIV RNA reduction on
entecavir monotherapy without HARRT ®?. Therefore, entecavir may potentially
increase the risk of HIV resistance in patients who are not receiving HARRT.

For tenofovir, it has potent viral suppression in both HBV and HIV mono-
infections. In HBV/ HIV co-infection, an average of 4 logs reduction of HBV
DNA has been demonstrated in several studies *"*". According to a study
conducted in the Netherlands “?, undetectable HBV DNA was achieved in
more than 95% of HBV/HIV patients after 5 years of tenofovir treatment.

It also has an outstanding viral mutation profile with no development of
clinically significant resistance mutations to HBV. Whether A194T mutation
found in patients with suboptimal viral suppression confer actual phenotypic
resistance needs further exploration *?. However, it is not recommended in
patients who do not require HIV treatment because of its anti-HIV effect.

In a clinical setting where treatments for both HBV and HIV infections are
necessary, anti-viral agents with both anti-HBV and anti-HIV activities are
recommended. HAART regimen with intrinsic potent anti-HBV activities
e.g. tenofovir with lamivudine or with emtricitabine should be considered.
Lamivudine or emtricitabine monotherapy for HBV should be strictly avoided
because of the great concern of HBV resistance mutations. For instance,
according to the study conducted in France “, more than 90% of patients
developed lamivudine resistance after 4 years of lamivudine therapy. In a
situation where tenofovir is relatively contraindicated e.g. patients with renal
insufficiency, HAART without tenofovir with addition of entecavir should be
considered to control the HBV infection.

In patients who are already under lamivudine-containing HARRT, continuous
and close monitoring of HBV viraemia is mandatory. If there are viral
breakthroughs suggestive of the emergence of lamivudine resistance, tenofovir
or adefovir should be added to control the viral replication. It has been shown
that 63% and 25% of these patients can achieve undetectable HBV DNA after
48 weeks of tenofovir and 144 weeks of adefovir respectively *> .

In the final scenario, where only HIV infection is required to be treated and
the HBV disease is quiescent without the need of treatment, two drugs active
against HBV in a fully potent HAART regimen e.g. tenofovir with lamivudine or
with emtricitabine is the recommended treatment regime “"*®. The aim is to
prevent HBV exacerbation due to immune reconstitution syndrome after the
initiation of HARRT treatment.
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HBV and HCV co-infection

Similar to HBV/HIV co-infection, certain percentages of patients have co-
infection of HBV and HCV because of the common route of parenteral
transmission. Prevalence of HBV/HCV co-infection varies in different countries.
It is generally found that 5-10% of CHB patients are positive for anti-HCV
whereas 2-10% of chronic hepatitis C (CHC) patients are positive for HBsAg “”
% Intravenous drug users, patients on haemodialysis and patients with organ
transplantation are considered to be the high risk populations for HBV/ HCV co-
infection ®**. Several studies have shown that compared with mono-infection
of HBV or HCV, HBV/HCV co-infection carried a significantly higher rate of

disease progression and development of hepatocellular carcinoma ***”. ] .

Unlike HBV/HIV co-infection, there is an interaction between HBV and HCV in
term of the virus replication. HCV is found to exert negative effects on HBV
replication as shown by several animal and human studies (49, 60-62). This
may be related to the finding that the core protein of HCV is able to inhibit the
HBV replication ®*9. It is therefore not surprising to observe that compared
to HBV mono-infected patients, HBV/HCV co-infected patients have a higher
rate of HBsAg seroconversion (2.1% vs. 0.43% respectively) **”. With the same
principle, because of the higher activity of the HCV, treatment fir CHC infection
is relatively more urgently needed. It is however noteworthy that this viral
dominance is dynamic over time and continuous monitoring of the viral levels of
both viruses is necessary.

According to the study conducted in Taiwan using pegylated interferon,
the sustained virological responses (SVRs) of different HCV genotypes were
similar between HCV mono-infected patients and HBV/HCV co-infected
patients ®?. In particular, the SVRs for genotype 1 were 72.2% and 77.3% and
for genotype 2/3 were 82.8% and 84% for patients with HBV/HCV co-infection
and HCV mono-infection respectively. Because of the anti-HBV effects of
the pegylated interferon, it may be associated with some clinical outcome in
CHB. For example, a high rate (5%) of annual rate of HBsAg seroclearance was
observed in HBV/HCV co-infected patients when the treatment indication using
pegylated interferon is for HCV 7.

Interferon free regime for CHC is now the commonly adopted treatment regime
globally because of the rapid licensing of various highly effective direct-acting
antivirals (DAA). Practically, nearly all CHC will be cured by this form of treatment
in the near future. HBV/HCV co-infected patients should therefore be closely
monitored by HBV DNA measurement for the possibility of HBV reactivation
after the removal of the inhibitory effects to HBV by HCV. It has been shown that
as high as 36-62% of co-infected patients with previously undetectable HBV
DNA have detectable HBV DNA after successful CHC treatment ***” . Oral
nucleos(t)ide analogs e.g. entecavir and tenofovir should be considered if HBV
reactivation occurs because severe flares of hepatitis have been reported.

If HBV is the dominant virus in HBV/HCV co-infected patients and the HBV
activity is indicated for treatment, oral nucleos(t)ide analogs should be
considered. In patients with high viraemic levels for both HBV and HCV, it is
recommended to use pegylated interferon and ribavirin. If undetectable HBV
DNA is not achieved, follow-up treatment by entecavir or tenofovir should be
given. Alternatively, entecavir or tenofovir may be given concomitantly with the
CHC treatment. The use of DAAs in these situations has not been assessed and
it will be interesting to determine the best regime and their outcome for HBV/
HCV co-infected patients treated with all oral agents.
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Passing rates for the

PACES over the past years:

October 2001 36/72 = 50%
February 2002 34/74 = 46%
October 2002 29/72 = 40%
February 2003 30/69 = 43%
October 2003 27/59 = 46%
March 2004 39/64 = 61%
October 2004

26/69 = 38%

March 2005

October 2005

March 2006 .

October 2006

March 2007

June 2007

44/74 = 59%

October 2007

36/55 = G50

March 2008

36/74 = 49%

October 2008

29/65 = 45%

February 2009

39/75 = 52%

October 2009

24/72 = 33%

March 2010

33/75 = 44%

October 2010

40/74 = 54%

February 2011

23/66 = 35%

October 2011

34/70 = 49%

February 2012

32/74 = 43%

October 2012

32/74 = 43%

March 2013

28/75 = 37%

(for HK local candidates)

October 2013

28/74 = 38%

February 2014

29/74 = 39%

(for HK local candidates)

October 2014

21/74 = 28%

March 2015

36/75 = 48%

October 2015

35/75 = 47%

March 2016

40/75 = 53%
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TRAINING s

Revised Interim Assessment Format in Advanced
Internal Medicine

With the purpose of improved testing of trainees’ capability in diagnostic process and management, there will be
changes in Examination format in Interim Assessment (IA) of Advanced Internal Medicine, with implementation
starting in December 2016.

Details of the IA format will be as follows:

1. The current format of Case Reports and Supervisor's Scoring will maintain unchanged. This score contributes
10 marks out of the total of 40.

2. The clinical viva will be conducted in 30 minutes for each candidate. It consists of three parts.

The first part will be standardized clinical scenarios examining the candidate’s ability in (a) making diagnosis, (b)
organizing appropriate investigations and (c) setting good management plan.

The second part shall include 3 areas of investigation interpretation: (a) non-blood investigation (e.g. ECG, lung
function test), (b) data/blood investigation, (c) imaging interpretation.

Both parts carry equal time and weight of markings. The maximum score is 30 marks out of the total of 40.

The third part comprises two short questions from the topics in Hong Kong College of Physicians Annual Scientific
Meeting, Hong Kong Medical Forum and Advances in Medicine. Each question carries 0.5 mark as bonus or
deduction. In other words, 1 bonus mark will be added to the total score when the two questions are answered
correctly. The total marks will be unchanged when one answer is correct while the other is wrong. Failing to
answer both questions correctly will have 1 mark deducted from the total score.

For confidentiality of standardized questions, a short period of quarantine may be applied to candidates.

Criteria for Trainer Status

The Council at its 297" Meeting of 23 June 2016 decided the following procedures for accreditation of trainer status:

(1)  The Chief of Service (COS) of each clinical department should submit to the respective Specialty Board
the list of Fellows who are eligible to be appointed as trainers. The List would then be circulated to all
Board Members and Programme Directors for comment and agreement before submission to E&AC for
endorsement.

(2)  The respective COS and Programme Directors would be informed about Fellows who had clinical viva score
of < 32 in both the specialty and the broad-based specialty. They should take note of and assess the Fellows'’
performance regarding their competence to serve as trainer during the two years after completion of
training. The concerned Fellows should demonstrate that they are actively engaged in full-time institutional
practice of both the specialty and the broad-based specialty, be able to conduct training in accredited
training programmes and are recognized to be actively contributing to the discipline.

(3)  For Fellows who have only undergone single specialty training, the respective COS and Programme Director
will be informed if their clinical viva score of the single specialty is < 32.

(4)  The procedures for nomination of Fellows to be appointed as trainers would be streamlined. The respective
COS and Programme Directors will indicate their support for the concerned Fellows to be appointed as
trainers. If the COS and Programme Directors do not recommend a Fellow with clinical viva score of more
than 32 marks in either the specialty or the broad-based specialty, an independent reviewer would be
appointed to assess the candidate.

(5) Fellows who are not recommended to be appointed as trainer in the specialties can re-apply one year later.

The implementation date for the above regulations will be 1 January 2019. The new procedures will be applicable
to those trainees who will take the Exit Assessment of the 1st specialty in November/December 2016.
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J TRAINING

TRAINEES
NEW TERRITORIES EAST CLUSTER

NEW TERRITORIES
WEST CLUSTER

CARDIOLOGY 19 1 0|1 1|1—1 1|1 01 1 1|1 3
2 2 2 2 2 21 2—1
3 3—1 3 3 3 3 3—11
4 4 4 4 0|4 4 2|4 5
CLINICAL PHARMACOLOGY & 0 1 01 01 1 01 1 01 0
THERAPEUTI 2 2 2 2 2 2 2
uTics 3 3 3 3 3 3 3
4 4 4 3|4 4 4 0|4 0
CRITICAL CARE MEDICINE 9 1 1 1 1 1 1 01 1
2 2 2 2 2 2 2—1
3 3 3 3 3—1I 3 3
4 2|4 3|4 2|4 0|4 4 4 2
DERMATOLOGY & VENEREOLOGY | 8 1 01 01 1 01 1 01 0
2 2 2 2 2 2 2
3 3 3—1 3 3 3 3
4 0|4 4 4 4 4 0|4
ENDOCRINOLOGY, DIABETES & 15 1 1 1 01 1 1 0|1—1 3
METABOLISM 2 2 2 2 2 2 2—11
3 3 3 3 3 3 3
4—1 1|4 5|4 4 0|4 4 4 3
GASTROENTEROLOGY & 25 1 11 201 1 01 1 01 0
HEPATOLOGY 2—1 211 2—1 2 2 2 2
3 3 3—1 3 3—1 3 3
4 204 4 4 4 4 3|4 7
GERIATRIC MEDICINE 13 1 1 01 01 1 1 1 1
2 2 2 2 2—1 2—1 2—1
3 3 3 3 3 3 3
4 2|4 2|4 4 4 4 3|4 7
HAEM/HAEM ONCOLOGY 10 1 01 o|1—1 21 1 1 01 1
2 2 2—1 2 2 2 21
3 3 3 3 3 3 3
4 4 4 3|4 0|4 4 0|4
IMMUNOLOGY & ALLERGY 0 1 1 01 1 1 1 1
2 2 2 2 2 2 2
3 3 3 3 3 3 3
4 0|4 0|4 0|a 0|4 4 4
INFECTIOUS DISEASE 4 1 01 01 201 01 1 01 0
2 2 2—1 2 2 2 2
3 3 3—1 3 3 3 3
4 2|4 0|4 24 4 4 0|4 2
INTERNAL MEDICINE 191 1 4[1—1  5|1—VIIN20 |1 301 1 31—V 20
211 211 2—1V 2—1 2—1 2—11 2—X
3 3—1 3—V 3—II 3—II 3 311
4—I1 14 |4—1 23 |4—IIl 55 |4 4 4—1 15| 4—IV 48
MEDICAL ONCOLOGY 3 1 01 01— 2|1 1 1 01 0
2 2 2 2 2 2 2
3 3 3—1 3 3 3 3
4 0|4 4 14 | 4 4 4 0|4 0
NEPHROLOGY 13 1 1 01— 21 01 1 -1 3
2—1 2 2 2 2 2 2
3 3 3 3 3 3 3—1
4 3|4 1|4 7|4 0|4 4 0| 4—I
NEUROLOGY 14 1 01 1] 1—1 1 01 1 01
2 2 2 2 2 2 211
3 3 3—1 3 3 3 3
4 4—1 4 8|4 4 4 4 3
PALLIATIVE MEDICINE 5 1 01 0| 1—I 1 2[1 1 01 0
2 2 2 2—1 2 2 2
3 3 3 3—1 3 3 3
4 0|4 0|4 0|4 4 4 0|4 0
REHABILITATION 3 1 01 01 01 01 1 01—1 1
2 2 2 2 2 2 2
3 3 3 3 3 3 3
4 0|4 4 0|4 0|4 4 4 3
RESPIRATORY MEDICINE 16 1 01 01 1 1 1 01
2 2 21 2 2 2 2—1
3 3 3 3—1 3 3 3
4 2|4 5|4 5|4 0|4 4 2|4 4
RHEUMATOLOGY 9 1 01— 1|11 1 1 1 1
2 2 2 2 2 2 2
3 3 3 3 3 3 3
4 0|4 0|4 3|4 0|4 4 1|4 2

* Total No. of trainees is shown in upper right corner of each hospital

** No. of trainers is shown in italics & bold in lower right corner of each hospital
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TRAINEES

DH
DERMATOLOGY & VENEREOLOGY 8 1—III 6

2—1

3—II

4 11
INFECTIOUS DISEASE 4 1 0

2

3

4 4
RESPIRATORY MEDICINE 16 1 0

2

3

4 8

* Total No. of trainees is shown in upper right corner of each hospital
** No. of trainers is shown in italics & bold in lower right corner of each hospital

Statistics on No. of Fellows in all Specialties
Updated in May 2016

FELLOWS
HONG KONG EAST CLUSTER HONG KONG WEST CLUSTER

Subtotal Subtotal
CARDIOLOGY 258 9 7 0 16 0 6 18 0 24 40
’?]I—J[I]?RII(\:]?[];UI’)[‘I-IIS;IMA COLOGY & 8 0 0 0 0 0 0 2 0 2 2
CRITICAL CARE MEDICINE 94 11 2 0 13 0 0 12 0 12 25
DERMATOLOGY & VENEREOLOGY | 107 0 0 0 0 0 0 2 0 2 2
ﬁ;]%g}CORgII\;ﬁLO GY, DIABETES & 111 6 2 3 11 0 0 11 1 12 23
g:i’;};gfgg;ROLOGY & 188 6 2 2 10 0 0 14 0 14 24
GERIATRIC MEDICINE 192 6 11 3 20 7 2 4 0 13 33
HAEM/HAEM ONCOLOGY 61 4 0 4 0 0 11 0 11 15
IMMUNOLOGY & ALLERGY 6 0 0 0 0 0 0 0 0
INFECTIOUS DISEASE 40 3 0 0 0 0 2 0 2 5
INTERNAL MEDICINE 1349 59 26 11 96 6 14 | 101 10 131 227
MEDICAL ONCOLOGY 47 0 0 0 0 0 9) 0 9 9
NEPHROLOGY 135 8 0 0 0 0 8 4 12 20
NEUROLOGY 121 6 4 0 10 0 0 11 1 12 22
PALLIATIVE MEDICINE 28 0 2 0 0 2 1 0 3 5
REHABILITATION 55 0 1 3 1 0 1 5 7 11
RESPIRATORY MEDICINE 191 11 6 1 18 0 9 10 0 19 37
RHEUMATOLOGY 80 4 2 1 7 0 0 9 1 10 17
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FELLOWS
KOWLOON KOWLOON EAST KOWLOON WEST CLUSTER
CENTRAL CLUSTER
CLUSTER

» » »

oy oy oy
CARDIOLOGY 258 0|0 15 |15 0 5 8 |13 2 9 2 12 0 6 |31 59
gﬁ?;:{}é’ul;lilégMA COLOGY & 8 0|0 0 0 0 0 0 0 0 0 0 0 0 0 0 0
CRITICAL CARE MEDICINE 94 0 4 11 0 0 1 (17 34
DERMATOLOGY & VENEREOLOGY | 107 0 0o |0 0|0 0 0 0 0 0 0|0 0
ﬁ;%&%ﬁfgﬁl'o GY, DIABETES & 111 0|0 8 8 0 5 4 9 2 4 2 5 0 3 |16 33
g:i};?gfgé?‘ou) GY & 188 0|0 8 8 0 5 5 |10 4 8 2 9 0 7 |30 48
GERIATRIC MEDICINE 192 1|8 4 (13 3 2 13 (18] 8 12 2 13 5 7 |47 78
HAEM/HAEM ONCOLOGY 61 0|0 7 0 2 0 0 6 0 0 18
IMMUNOLOGY & ALLERGY 6 0|0 0|0 0 0 0|0 0 0 0 0 0 0
INFECTIOUS DISEASE 40 0|0 7 0 0 1 1 0 0 0 4 0 0 12
INTERNAL MEDICINE 1349 2 (12| 82 |96 8 32 54 (94| 35 53 10 70 6 30 |204 394
MEDICAL ONCOLOGY 47 0|0 3 (3 0 0 2 |2 0 0 0 1 0 0 |1 6
NEPHROLOGY 135 0|0 | 10 |10 1 2 6 9 2 9 0 9 0 2 (22 41
NEUROLOGY 121 0|3 10 |13 0 3 5 8 1 5 1 4 1 2 (14 35
PALLIATIVE MEDICINE 28 1|0 0 1 5 0 2 7 5 0 1 0 1 0 7 15
REHABILITATION 55 0|9 1 (10 1 0 3 4 1 1 1 1 3 0 7 21
RESPIRATORY MEDICINE 191 2|7 7 |16 6 4 8 |18 5 6 0 7 4 3 |25 59
RHEUMATOLOGY 80 0|1 6 |7 0 2 4 |6 2 5 0 4 0 2 |13 26

FELLOWS
NEW TERRITORIES EAST CLUSTER NEW TERRITORIES
WEST CLUSTER
Subtotal Subtotal

CARDIOLOGY 258 3 6 13 0 0 22 3 11 14 36
A aAcoioG s o Lo s ool s [olo[ o |
CRITICAL CARE MEDICINE 94 5 6 2 0 13 0 5 18
DERMATOLOGY & VENEREOLOGY | 107 0 0 0 3 0 0 0 3
EAI::%&%RI{I[;I\OALOG‘C DIABETES & 111 1 5 17 1 0 24 1 4 5 29
gﬁiﬁ?gfgégROLOGY & 188 3 5 10 0 0 18 6 10 16 34
GERIATRIC MEDICINE 192 2 2 7 8 4 23 3 12 15 38
HAEM/HAEM ONCOLOGY 61 0 0 5 0 0 0 1
IMMUNOLOGY & ALLERGY 6 0 0 0 0 0 0 0
INFECTIOUS DISEASE 40 3 0 3 0 0 0 2 2 8
INTERNAL MEDICINE 1349 27 27 87 11 10 162 21 72 93 255
MEDICAL ONCOLOGY 47 0 0 18 0 0 18 0 0 0 18
NEPHROLOGY 135 5 1 11 0 0 17 2 7 9 26
NEUROLOGY 121 2 2 12 1 0 17 2 5 7 24
PALLIATIVE MEDICINE 28 0 0 0 2 0 0 1 1
REHABILITATION 55 0 1 2 1 1 1 3 4
RESPIRATORY MEDICINE 191 4 6 7 0 3 20 3 10 13 33
RHEUMATOLOGY 80 3 0 4 0 3 10 1 4 5 15
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PROFESSOR
JOSEPH
JAO-YIU SUNG

SBS JP

MB BS (HKU); PhD (Calgary); MD (CUHK); FRCP
(London); FRCP (Edinburgh); FRCP (Glasgow); FRACP;
FAGA; FACG; FHKCP; FHKAM (Medicine)

John Mackay

Joseph Sung has been a well-known and respected figure in medical circles
since he was appointed Chair Professor of Medicine and Therapeutics at
the Chinese University of Hong Kong in 1989, and became even more widely
known after his achievements in leading the Prince of Wales Hospital team
during the SARS epidemic in 2003.

The Hong Kong College of Physicians had every good reason to bestow on
him an Honorary Fellowship in 2015. It was my pleasure to meet him on that
occasion and to be invited to write this ‘Profile’ of him for Synapse. To find
out more about his life | interviewed him at his Vice-Chancellor’s office at the
Chinese University in January 2016.

Professor Joseph Sung's forebears came from Ningbo in Zhejiang province.
His father moved just up the coast to Shanghai where he had a practice as an
optometrist. He left Shanghai when the Japanese invaded in 1937 to go to
Hong Kong, where he continued to work through the Japanese occupation.
His first child, Joseph, was born in 1959.

Joseph went to school at Queen’s College, founded by the government in
1862, and remaining one of the most prestigious schools in Hong Kong.

At Hong Kong University he entered the Medical School qualifying MB BS in
1983. His internship year was spent at the Queen Mary Hospital, six months
each of medicine and of orthopaedic surgery. He remembers Professor David
Todd as an outstanding influence, hugely knowledgeable, and dedicated
to patient care. At Professor Todd’s inaugural briefing for new interns he
announced that there were no fixed working hours; doctors were expected to
finish their work however long it took. Professor Sung commented that senior
members of staff also came in to attend patients during off duty hours.
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In 1984 he joined the newly opened Prince of Wales Hospital in Shatin, as a
Registrar in pathology for the first year, and in the medical department for the
next two years, and passed the MRCP examination. During the following three
years he was a Fellow, specialising in gastroenterology and hepatology.

Despite the long hours he still found time to develop an interest and do
research on gall-stones, and sometimes came into the hospital when he was
off duty to see patients with particularly interesting and challenging problems.
He also found time to court the fellow student who was to become his wife in
1989.

Intent on getting further training overseas, he was given a scholarship in
1989 from the Croucher Foundation to study under Dr Bill Costerton in the
University of Calgary, Canada. The original one year scholarship was extended
by six months after which an lzaak Walton Killan Memorial Scholarship, the
most prestigious graduate award from the University of Alberta, was awarded
to cover the second part of his three year stay. These years were important for
him scientifically as he learned about bacterial biofilms and their importance
to medicine, for instance gall stone formation on which he had already done
research, and colonization of catheters. His work was rewarded with the
grant of a PhD in biomedical science. The years were also important because
they introduced him to a scientific establishment where coffee-break casual
conversations were on a wide range of subjects, including art, not just about
medical matters as he had experienced in Hong Kong.

He returned to the PWH in 1992 as a Lecturer in Medicine and has stayed with
the medical school ever since, climbing the ranks and earning an MD. In 1989
he was appointed to his present position as Chair Professor of Medicine and
Therapeutics.

All ' was not plain sailing. In 2003 the Severe Acute Respiratory Syndrome
(SARS) swept into Hong Kong. The Prince of Wales hospital had to accept the
first rush of patients though not equipped with facilities to isolate infectious
disease. As Chair of the medical department Professor Sung was in charge
of the team though not a respiratory physician. When patients and staff were
dying there was a call from staff for him to close the hospital, but this was a
decision only the Hospital Authority could take. There were 1,750 patients
admitted to hospitals in Hong Kong of whom 286 died this included 386
medical workers of whom eight died. This period of four months until the
epidemic was controlled must have been an enormous strain and cause for
sadness for Professor Sung and his colleagues.

The aftermath brought scrutiny of the performance of the handling of the
epidemic by a government appointed, independent, international committee
chaired by Prof. Sian Griffiths, and a second committee appointed by
the Hospital Authority, both of whom made on the whole favourable and
constructive reports. A committee set up by the Legislative Council found
fault where the others did not, and lead to the resignation of a number of
eminent doctors, administrators and clinicians.
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Following the SARS epidemic he was named “Asian Hero” by the Time
magazine in recognition of his outstanding leadership. Underscoring his
significant services to the Hong Kong community, Professor Sung was
awarded, among others, the Distinguished Award for Scientist and Medical
Professional in the Fighting Against SARS (Medical Technology Personnel
Category), and the Leader of the Year 2003 (Community and Public Affairs
Category) by the media in Hong Kong. He was presented with a Silver
Bauhinia Star in 2004.

A sabbatical in 2004 was a welcome break from Hong Kong. A Croucher
Senior Research Fellowship allowed him to take six months off to conduct
research in Hong Kong or overseas.

"] decided to take this opportunity to go to one of the best schools of public
health in the US, the John Hopkins University, Bloomberg School of Public
Health. | spent 3 months there both as a student as well as a teacher because
| was asked to share the experience of SARS management in Hong Kong as
part of the Master of Public Health teaching”, he says.

“On the other hand, | learned about other aspects of public health from them,
and more about infectious disease control. It was a very useful period for me
that allowed me to bring back a lot of knowledge and experience in infectious
disease and establish the Centre for Emerging Infectious Diseases at CUHK
when | returned in 2004."

The Stanley Ho Centre for Emerging Infectious Diseases at the Chinese
University of Hong Kong is the first of its kind in Hong Kong. Professor Sung
serves as its Founding Director and Advisor. It is an interdisciplinary group
with expertise in epidemiology, microbiology, clinical medicine and health
economics to strengthen infectious disease preparedness of the society. The
Centre studies the relationship of emerging infectious diseases and the public
health implications in surveillance and management.

In 2007 he was appointed 2007 Mok Hing Yiu Professor of Medicine at
Chinese University. Dr Mok, his father and grandfather before him have been
very generous donors to Hong Kong Universities.

Research and teaching have always been important to Professor Sung. His
original work on gastrology and hepatology and cancer prevention has
resulted in over 800 articles in peer-reviewed journals. He has reviewed and
contributed chapters to 25 books, including the Oxford Textbook of Medicine.
(5th edition)

Professor Sung has received many scientific awards in recognition of his
achievements, including eleven Fellowships. In 2008 he was honoured by the
Prevent Cancer Foundation of the United States with the Laurel Award for his
work in cancer screening and prevention. He was made an Academician of the
Chinese Academy of Engineering in 2011, and an Academician of the Eurasian
Academy of Science in 2012.

LT

Member of 13 Professioﬁa bod
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To this position he has brought a philosophy developed from his own negative
experiences as a student in Hong Kong where,”It was all studying and exams.
Worse still, the medical school was segregated from the main campus”. In stark
contrast was his time in Calgary where he experienced a more holistic education.

He has said that his favourite film is “The Dead Poets Society’ where a school-
teacher inspires his students to explore the meaning of life through poetry.
"A civic society's most important quality is to be people-orientated. In a far
and just society everybody lives harmoniously. | believe the arts are a diverse
expression of the value of life and freedom”.

In 2011 he initiated ‘I-Care’ to increase student civic and personal awareness,
a series of events on diverse topics that have been attended enthusiastically
by students. 1,500 students turned out in October 2013 to listen to He
Weifang on China's constitutional development. A film was shown on the
Scholarism movement, other speakers talked on dance, poetry, pop music, all
designed to enhance students’ civic awareness. He is popular for his relaxed
and easygoing demeanour, and ability to maintain close relations with his
students, a habit he says he picked up while being the head of Shaw College
at CUHK from 2008 to 2010.

A major project for the university has been the setting up of a Chinese
University of Hong Kong Shenzhen research Institute with the help of the
Shenzhen authorities. The first students were admitted in 2014, to learn
engineering science and business.

Professor Sung's other main project is the Chinese University Medical Centre
to be completed in 2019 at the University, a private teaching hospital of 600
beds, with 70% of the beds reserved for treating local patients at affordable
package charges.

Asked for his opinion on the medical scene in Hong Kong Professor Sung
commented that the standards are good. He regrets that the public/private
divide is growing; the Hospital Authority can ill afford the numbers
of doctors moving into the private sector. He recommends his own
philosophy that doctors should regard a medical career as more than
just a way to earn money.

His second term as Vice Chancellor will end in 2018 at which time
Professor Sung looks forward to returning to full time clinical work,
teaching and research. He also looks forward to more time to enjoy his
study of calligraphy and other areas of art. His offices are testament to
his art interests with the walls hung with pictures and calligraphy, two
of the pieces his own calligraphy, and the tables covered with books on
art such as impressionist photography.

He is looking forward to spending more time with his family, his wife
who is a hospital specialist and his two daughters both studying
medicine at the Chinese University of Hong Kong.

He has one particular continuing medical interest outside Hong Kong.
Since 2012 Professor Sung has been the Li Dak Sum Professor at
Ningbo University, involved in planning the curriculum of the medical
school. Li Dak Sum is well-known in Hong Kong as a major funder of our
universities; he has also given $100 million to Ningbo University, being a
native of Ningbo: as was Joseph Sung’s grandfather.
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