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A Gentleman with Post-operative Cough and Hiccough
Dr. Choi Ki Cystoscopy revealed a tumour at the dome and right side
F@.S.,JW-R "P<(U.K.), FR.C.P (Irel.), FR.A.C.G.P, FH.K.A.M. (Medicine of his bladder and b|op5y of the resected tissue confirmed
& Family Medic/ne}, D.C.H., D.EM., D.O.M., PDipComPsychMed (H.K.)., he di is of lv diff tiated de 3t iti |
PDipID (H.K.) the diagnosis of poorly differentiated grade 3 transitiona
Specialist in Nephrology cell carcinoma. PET/CT scan study demonstrated adventitia
and serosal extension of the tumour with encasement of
Dr. Mak Yiu Kwong the right distal ureter, there was no evidence of upper
M.B., B.S., M.R.C.P (U.K.), FH.K.C.P, FH.K.A.M. (Medicine) urinary tract obstruction. Pelvic side wall lymph node

Specialist in Haermatology and Haematological Oncology (Iargest 116 mm) was found to be enlarged Therefore

Mr. Ho is a 73 year old retired businessman, married with his tumour staging was T3, N1, MO.

one son working with the ICAC. He lives with his wife in
a private apartment. He is a non-smoker and a non-
drinker.

Total cystectomy, pelvic lymphadenectomy, and ileal conduit
was performed in August 2003. Histology confirmed
transitional cell carcinoma, grade 3 out of 3 with invasion

In November 2000, he presented with urinary frequency, of perivesical fat. No lymph node metastasis. T3, NO.

haematuria, nocturia and urgency. Physical examination
revealed moderate prostatic hypertrophy with the
preservation of median groove.

Pre-operative blood tests results: albumin 41.3 g/L, SGOT
35 IU/L, total cholesterol 4.62 mmol/L, Na/K 127/3.4
mmol/L, urea 5.6 mmol/L, Hb 15.2 g/dl, WBC 8.2 x 10L,

9
In February 2001, an urologist performed TURBT on him. platelet 239 x 10°/L.

Follow up investigations included intravenous urogram
done in December 2001 and ultrasonogram of the kidneys
and bladder done in March 2002 were all normal apart
from a defect in the superior prostate due to previous
transurethral partial resection.

The operation was uneventful, however he started to
complain of nocturnal cough on day 11 after the
operation and required codeine-containing antitussive.
Chest X ray was normal.

He developed low-grade fever on day 19 with persistent

He developed supra-pubic discomfort with moderate X
velop upra-pubic W nocturnal cough. Chest X ray was again normal.

haematuria in April 2002 which subsided afterward. He
complained of urinary frequency and nocturia again since
August 2002. He complained of end stream haematuria
again since June 2003 which persisted with increasing
severity, passing blood clots in urine in July 2003.

He started to complain of persistent hiccough since day
21. Physical examination revealed no evidence of deep
vein thrombosis of his lower limbs and no ankle edema.
BP was 110/80 mm Hg and pulse rate was 85/minute.
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Abdomen was soft with no guarding. His respiratory rate
was increased at 20/minute. Minimal crackles were detected
at both lung bases. ECG was normal except occasional
atrial extrasystoles. Results of blood tests were as follows;
Blood gas: pO2 6.1 kPa, pCO2 4.3 kPa, actual bicarbonate
19.8 mmol/L. Hb 10.7 g/dl, WBC 12.9 x 10%L, ESR 95
mm/hr, Na/K 139/3.2 mmol/L, albumin 29.8 g/L, calcium
2.03 mmol/L, inorganic phosphates 1.01 mmol/L,
magnesium 0.9 mmol/L, creatinine 141 umol/L, C-reactive
protein 203 mg/L and H. pylori IgG antibody was 7.3 unit/
ml.

PET scan study was performed on day 23 which showed
no hyper-metabolic foci in the pelvis and abdomen and no
focal area of increased FDG uptake in the lungs. CT scan
of abdomen was also done which showed no abnormal
fluid collection or mass lesion in the abdomen and pelvis.

Self-Assessment Questions (Part I)

(Please select the most appropriate answer to questions 1 and 2)
1. What is the diagnosis for the cough and hiccough?
(@) post-operative aspiration pneumonia
(b) occult metastatic carcinoma to lung
(c) subphrenic abscess
(d) deep vein thrombosis
(e) pulmonary embolism

2. What is the most cost-effective investigation to confirm
the diagnosis?
(@) pulmonary angiography
(b) ventilation perfusion scan
(c) Compression ultrasound
(d) Echocardiography
(e) Spiral CT Thorax
(f) Blood D-dimer
(9) Impedence plesthymography

Echocardiogram was done which showed mild global left
ventricular hypertrophy with good left ventricular
contraction, cardiac chamber dimensions was found to be
normal with no evidence of left ventricular wall motion
abnormality. Aortic valve leaflets were found to be mildly
thickened with no evidence of aortic regurgitation or
aortic stenosis. There was trivial mitral regurgitation and
mild tricuspid regurgitation with RVSP estimated to be
45 mm Hg. Pulmonary artery was not dilated and there
was no evidence of intra-cardiac thrombus.

Doppler study of his left lower limb venous system
however revealed thrombus in the superficial femoral vein
in the upper thigh extending down the popliteal vein into
the trifurcation. Some intraluminal flow could be identified.
The common femoral vein and the adjacent external iliac
vein showed no definite thrombus.

CT scan thorax was then performed which showed a
straddling filling defect in the bifurcation of the left main
pulmonary artery extending into the adjacent upper and
lower lobar branches.

Heparin was started and the cough and hiccough subsided
within 24 hours.

Pulmonary embolism (PE), a complication of deep vein
thrombosis (DVT), shares with the latter a common
pathogenesis and treatment, and is usually considered a
single entity with the latter known as venous
thromboembolism (VTE).

The incidence of PE increases with age, rising from 1.2 per
1000 at the age of 65 to 2.8 per 1000 at the age of 85
(Kniffin 1994). Common predisposing factors to VTE
include immobilization, surgery and cancer, exactly what
Mr. Ho portrayed. The 30-day case-fatality is 13% in the
elderly when PE is the primary diagnosis. The prognosis is
guarded and 39% of elderly die during the year following
an episode of PE. Diagnosis can be difficult during life.

Up to 90% of the thrombi arise from the deep veins of
the lower limbs. When the thrombi lodge in the lung and
cause acute obstruction of more than 50% of the
pulmonary vascular bed, acute pulmonary hypertension
results. Right ventricle fails due to wall stress generated by
the high afterload. Ventilation perfusion mismatch results
in hypoxemia and respiratory alkalosis. Hypocapnia is
secondary to the direct stimulation of the lung receptors
by the emboli.

50% of patients with PE may present with pleuritic pain
with or without dyspnoea, on the other hand 30% of
them may present with progressive shortness of breath
without chest pain. 10% may present with haemoptysis
and sudden collapse. The respiratory rate is usually fast,
crackles may be auscultated, however, 70% have normal
heart rate and signs of DVT are absent in the majority of
patients.

Chest X ray may show only plate-like atelectasis which
may be disregarded. Small effusion, elevated
hemidiaphragm, and wedge-shaped pleural-based infarct,
though more tale-telling, are less commonly seen.

Blood gas analysis demonstrates respiratory alkalosis and
hypoxemia, though up to 20% may have normal pO..

Electrocardiogram usually reveals non-specific ST segment
and T wave changes. The classical S1Q3, right bundle
branch block, P pulmonale and right axis deviation are
rarely seen.



The ventilation perfusion scan is non-invasive, mismatched
ventilation and perfusion defects are specific. The test
establishes the diagnosis in up to 50% of patients. It is
usually a hospital-based investigation.

Since PE usually arises from DVT of lower limbs,
demonstration of the clots in the legs of patients
suspected of PE will spare the patients from invasive tests
and anticoagulation can be started anyway.

Impedence plesthymography is non-invasive, but for non-
occlusive thrombi, the sensitivity is only 60%.

Compression ultrasound in symptomatic proximal DVT has
a sensitivity and specificity of 95 and 98% (Becker 1989).
50% of patients with PE, majority of whom have no
clinical features of DVT, are detected by compression
ultrasound to have DVT (Perrier 1996).

Plasma D-dimer is a product of the degradation of cross-
linked fibrin by plasmin that can be detected in blood or
plasma by immunological methods. VTE activates the
coagulation and fibrinolytic system and elevates the
plasma D-dimer levels. However, D-dimer levels increase
with age, and are also raised in a variety of conditions
which may be associated with some degrees of clotting
and fibrinolysis such as infections, malignancies, myocardial
infarction etc., limiting it usefulness.

Echocardiogram in PE will reflect pulmonary arterial
hypertension and right ventricular strain. A normal
echocardiogram does not exclude PE.

Helical or spiral CT scan allows better visualization of the
pulmonary vessels. The sensitivity and specificity is 95%
for proximal PE.

Pulmonary angiogram is the gold standard. However, it is
invasive and carries with it complications such as renal
failure, respiratory failure, and cardiac arrest. The
angiography may be difficult to interpret and the test is
costly.

VTE in Patients with Cancer

The pathogenic mechanisms of thrombosis in cancer
patients involve a complex interaction between the tumour
cell, the patient and the haemostatic system. Tumours,
through expression of tissue factor, can activate
coagulation." Furthermore, local peri-tumoural activation
of coagulation may have important effects on the biology
of cancer.” Recently there have been many new
developments in understanding basic mechanisms and
optimizing clinical care of VTE in the cancer patients.

Treatment of cancer patients with VTE is difficult because
these patients have an increased risk of both recurrent VTE
and anticoagulant-induced bleeding compared with non-
cancer patients.? Furthermore, many cancer patients have
a compromised quality of life that is further compromised
by the occurrence of thrombosis. For patients with end-
stage cancer, this is a difficult decision of whether one
should even treat the acute thrombotic event.

Initial Treatment of VTE

PE and DVT are treated with similar drugs and physical
methods. The efficacy of intravenous infusion of
unfractionated heparin (UFH) was first proved in a
randomised trial in 1960.3 Subsequently, different trials
compared and concentrated on the dose, duration of
infusion, mode of administration, and its combination
with warfarin treatment. Later trials reported the efficacy
and cost effectiveness of low molecular weight heparin
(LMWH) compared with UFH.

Unfractionated Heparin (UFH)

UFH, administered by continuous infusion or subcutaneous
injections and adjusted to achieve activated partial
thromboplastin time (APTT) greater than 1.5, is effective
as initial treatment of VTE. Initial heparinisation should be
followed by long term anticoagulation with oral
anticoagulants. The most common mistake when starting
heparin treatment is failure to achieve adequate
anticoagulation. APTT ratios of less than 1.5 during the
first few days of heparin therapy increase the long term
risk of VTE recurrence. Therefore, the initial bolus dose
should be adequate and APTT monitored every 6 hours
during the first 24 hours of heparin infusion. The
recommended protocol for initial anti-thrombotic therapy
for VTE with UFH is as in Table 1.

Oral anticoagulants may be started at the same time and
should be continued for at least 3 to 6 months, depending
on the individual situation. The optimal duration of
intravenous heparin treatment is five to seven days
because this is the time needed to obtain an adequate and
persistent reduction in the vitamin K dependent clotting
factors with oral anticoagulants such as warfarin. Heparin
can then be stopped when the concomitant use with
warfarin has achieved an international normalised ratio
(INR) of 2-3 for at least 48 hours. In patients with large
ileofemoral vein thromboses or major PE, heparin infusion
should be continued for up to 10 days.

The use of heparin for more than 5 to 6 days is associated
with a rare risk of thrombocytopenia. In a recent trial, only
1 of 308 patients (0.32%) who received UFH for acute PE
developed a thrombocytopenia, whereas none of 304
patients receiving LMWH had this problem. The
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thrombocytopenia is normally mild, but precipitous falls in
platelet count to less than 100,000 x 10%L can occur.
When this happens, antibody mediated injury to platelets
should be suspected. As this condition may be associated
with arterial or venous thromboembolism, heparin should
then be stopped and warfarin use needs to be delayed.
Alternative anticoagulation cover by danaparoid, a
heparinoid, or hirudin, a thrombin inhibitor, should be
given until the platelet count rises above 100,000 x 10%L
and it is then safe to restart warfarin. UFH has also been
reported to increase platelet activation in vivo: LMWH had
no such effect.

Table 1
The recommended protocol for initial antithrombotic
therapy for VTE with UFH

e Check baseline APTT, prothrombin time, full blood
count
e Confirm to have no contraindication to heparin
therapy
e Intravenous bolus 5000 IU
e Choose between:
®m  Continuous UFH infusion:
Start infusion at 18 IU/kg/hour (~30,000/24 hours
in a 70 kg man)
Check APTT every 6 hours for first 24 hours, then
daily thereafter
Aim for APTT 1.5-2.5 x normal
Recheck APTT at 6 hours after each adjustment
Continue infusion for 5 to 7 days
®m  Subcutaneous:
Start at 17 500 IU every 12 hours (or 250 1U/kg
every 12 hours)
e Check platelet count regularly for thrombocytopenia
e Warfarin therapy can be started on the first day of
heparin therapy
e Continue heparin for at least 4 to 5 days after starting
warfarin
e Stop heparin when INR > 2 for more than 48 hours
e Continue warfarin therapy for at least 3 months and
keep INR between 2 and 3 (target 2.5)

Low Molecular Weight Heparin (LMWH)

LMWH has a more predictable relation between dose and
response than UFH and does not require monitoring or
adjustments if the dose is based on patient body weight.
LMWH is also associated with lower risk of
thrombocytopenia. Its use in DVT and PE is now firmly
established: many trials and meta-analysis have confirmed
its superior efficacy, safer profile, and greater cost
effectiveness over UFHs.*® However, all LMWHSs are
different, and trials for one product cannot be extrapolated
to another. The introduction of LMWH has advanced anti-
thrombotic therapy by providing effective anticoagulation

without the need for monitoring or adjustments. It also
allows patients with uncomplicated DVT to be treated in
the community, saving an average of four to five days’
admission per patient.”?

Based on the results of numerous randomized controlled
trials, LMWH has replaced UFH as the first-line treatment
in the majority of patients with acute DVT. Large meta-
analyses of these clinical trials have shown that weight-
adjusted subcutaneous LMWH is safer and probably more
effective than UFH administered by continuous intravenous
infusion and monitored by the APTT.#®

Despite the observed efficacy and safety of LMWH in
these trials, it should be noted that only about 20% of
patients in these studies had cancer. However, it seems
reasonable to generalise the results of these trials to
cancer patients with acute VTE. Moreover, the use of
LMWH avoids intravenous administration of anticoagulant
therapy and the need for laboratory monitoring, which
improves the quality of life of the cancer patients.

There have been three clinical trials which demonstrated
that patients with acute proximal DVT could be treated
safely at home with subcutaneous LMWH without hospital
admission.”? In these trials, some of the patients were
treated entirely at home and some were admitted to the
hospital for a short while and then discharged early.
Additional cohort studies have shown that about 80% of
unselected out-patients with newly diagnosed DVT could
be treated entirely at home, and up to 50% of these
patients had cancer.”®' Therefore, the use of LMWH at
home in cancer patients with acute VTE is recommended
because of the substantial positive impact on quality of
life. Clearly, some patients with acute VTE will require
hospitalisation because of symptoms and other
complications related to their cancer. If patients are to be
treated at home, they must be reliable and compliant and
have a good support system.

There are relatively few trials that have compared LMWH
with UFH in patients with acute PE. Simonneau et al
compared the LMWH tinzaparin with intravenous UFH in
hospitalized patients with PE, and no difference was
detected in recurrent VTE and bleeding between treatment
groups.'? In the trial performed by the Columbus
Investigators, which found no difference in these outcomes
between the LMWH reviparin and UFH, the majority of
patients were treated at home and 27% of all patients
had PE.° In these two trials, 10% and 23% of patients had
cancer, respectively. Finally, in a prospective cohort study,
Kovacs et al treated 108 patients with PE as outpatients
with the LMWH dalteparin; 22% had cancer.’® The rate of
recurrent thrombosis was 5.6%, and major bleeding
occurred in 2.9% of the patients. Therefore, based on this
evidence and the large experience with LMWH in DVT, it



seems reasonable to manage acute PE patients who are
hemodynamically stable with LMWH as outpatient.
However, in patients with acute PE who are
hemodynamically unstable, the use of intravenous UFH
should be considered because such patients were excluded
from the clinical trials that compared LMWH with UFH.

Warfarin

Warfarin is the most widely used oral anticoagulant for
treating VTE. It is well absorbed from the gut, metabolised
in the liver, and excreted in urine. The lag time for
warfarin to take effect may be related to the natural
clearance of normal clotting factors from plasma. Of the
vitamin K dependent clotting factors, factor Il takes the
longest to clear. Warfarin monitoring is performed using
an INR rather than prothrombin time, which may vary
between laboratories. Warfarin interacts with many other
drugs and alcohol. It is also teratogenic and may induce
spontaneous abortion.

A target INR range of 2-3 is standard for the treatment of
VTE. Higher levels tend to increase the incidence of
bleeding without reducing recurrent thromboembolism
and so are unnecessary. The exception to this is for
patients with the antiphospholipid antibody syndrome,
where the risk of recurrent VTE is high. Therefore, an INR
of 3-4.5 is recommended. Warfarin should be started in
conjunction with heparin or LMWH when the diagnosis of
VTE is confirmed, although local protocols may vary in
their starting doses and titration schedule. As indicated,
heparin should be continued concomitantly for five days
and until INR is >2.

Thrombolytic Therapy

Unlike heparin and warfarin, which prevent extension and
recurrences of thrombosis, thrombolytic agents (including
streptokinase, urokinase, and tissue plasminogen activator)
lyse the thrombi. It is therefore not surprising that patients
with PE treated with streptokinase and urokinase are three
times more likely to show clot resolution than patients
receiving heparin alone. However, thrombolytic therapy of
PE does not dissolve the clot completely as it does with
acute coronary thrombosis, and increases the risk of
bleeding. Occasionally, thrombolytic therapy is administered
via a catheter placed in the pulmonary artery. The catheter
can be used to “disrupt” the thrombus before starting the
drug.

Before there is more evidence that thrombolytic therapy
reduces mortality in PE, this treatment should be reserved
for patients with massive PE, cardiorespiratory compromise,
and low risk of bleeding. Evidence is emerging that
streptokinase can decrease swelling and pain in DVT.
Again, further trials are needed before this can be
recommended routinely.

Mechanical and Surgical Treatment of Pulmonary
Embolism

Non-drug treatments include physically preventing
embolisation of the thrombi and extraction of
thromboemboli (usually from the pulmonary vasculature).

Inferior vena cava filters may be used when
anticoagulation is contraindicated in patients at high risk
of proximal DVT extension or embolisation. The filter is
normally inserted via the internal jugular or femoral vein. It
is then advanced under fluoroscopic guidance to the
inferior vena cava. Filters are now available that are easy
to insert, and complications are low in skilled hands.
Nowadays, this technique should be considered in patients
with recurrent symptomatic PE and as primary prophylaxis
of thromboembolism in patients at high risk of bleeding
(such as patients with extensive trauma or visceral cancer),
although the evidence is based on uncontrolled case
series.

The use of inferior vena caval (IVC) filters reduces the
short-term risk of PE but is associated with an increased
long-term risk of recurrent DVT, despite concurrent oral
anticoagulant therapy. In a large randomized trial conducted
in France, in which patients with proximal DVT were
treated with anticoagulant therapy and randomized to
receive an IVC filter or not, there was a statistically
significant reduction in PE during the first 2 weeks of
treatment.' By 1 year, however, there was a statistically
significant increase in recurrent DVT in patients with a
filter. This was likely a result of thrombosis that developed
around and proximal to the filter. Thus, the use of an IVC
filter in a cancer patient presenting with acute VTE is not
recommended. IVC filters should be reserved for cancer
patients who are actively bleeding and cannot receive
anticoagulant therapy and for patients who develop
multiple episodes of recurrent thromboembolism despite
therapeutic LMWH.

There are recent reports on a new type of IVC filter, the
Gunther Tulip Retrievable Vena Caval Filter, that could
potentially be useful in a cancer patient who presents with
acute VTE and is actively bleeding.’ In such patients, a
filter can be inserted and then removed within 7 to 10
days if the bleeding has stopped and is well controlled.
This would avoid the long-term potential complications of
IVC filters. However, the results of additional studies on
cancer patients are required.

Other mechanical and surgical treatments (Table 2) are
usually reserved for massive PE where drug treatments
have failed or are contraindicated. None of these methods
has shown a long term reduction in mortality, but better
techniques have led to acceptable complication rates and
warrant further evaluation.
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Table 2
Mechanical and surgical treatment of PE

¢ Inferior vena cava filter placement

Indications

m  Patients at high risk of proximal DVT extension
where anticoagulation is contraindicated
Recurrent VTE despite adequate anticoagulation

m  Chronic recurrent VTE with pulmonary
hypertension

®m  Simultaneous surgical pulmonary embolectomy or
endarterectomy

¢ Pulmonary embolectomy
Indication
®m  Massive PE compromising cardiac output where

thrombolysis has failed or is contraindicated

** Experienced cardiac surgical cover is essential. Where
available, catheter transvenous extraction of emboli may
be an alternative to pulmonary embolectomy

e Pulmonary endarterectomy
Indication
®m  Chronic recurrent PE with secondary pulmonary
hypertension

Long-Term Anticoagulant Therapy for Cancer
Patients

The use of long-term warfarin therapy is particularly
complicated in cancer patients for a number of reasons. It
is often difficult to maintain the INR within the therapeutic
range because cancer patients suffer from anorexia and
vomiting. They may have chronic disseminated intravascular
coagulation or extensive hepatic metastases. Moreover,
drug interactions (e.g., chemotherapy and antibiotics) can
influence the anticoagulant effect of vitamin K-dependent
anticoagulants. Often it is necessary to frequently interrupt
oral anticoagulant therapy because of thrombocytopenia
and procedures such as thoracocentesis and abdominal
paracentesis. Finally, frequent blood sampling is required
for the INR, and venous access can often be difficult in
cancer patients.

There are certain features of long-term anticoagulant
therapy with LMWH that are attractive in cancer patients.
LMWH does not require laboratory monitoring and can be
administered once or twice daily, subcutaneously, based
on body weight. There is the clinical experience that
LMWH can be effective in patients who develop recurrent
thrombosis despite therapeutic warfarin therapy.'® Finally,
based on preclinical data and meta-analyses, there is the
potential for less bleeding. Several recent randomized
trials, however, have provided new information concerning

the long-term treatment of cancer patients with VTE. In
the trial reported by Meyer et al, cancer patients with
acute VTE were randomized to 3 months of enoxaparin or
warfarin at a targeted INR of 2.0 to 3.0." The primary
outcome measure was a composite outcome consisting of
major bleeding and recurrent VTE. In the 71 patients who
received warfarin, the outcome event rate was 21%
compared with 10.5% in the 67 patients who received
LMWH, P = .09. This observed difference was mainly as a
result of the rates of major bleeding in the 2 groups;
16.9% in warfarin patients versus 7.5% in LMWH
patients. Recently, Lee et al reported the results of the
CLOT trial in which cancer patients with acute VTE and/or
PE were randomized to long-term dalteparin versus long-
term oral anticoagulant therapy.'® Over the 6-month study
period, 27 of 336 patients in the dalteparin group
compared with 53 of 336 patients in the oral anticoagulant
group experienced recurrent VTE. The probability of VTE at
6 months was reduced from 17.4% in the oral
anticoagulant group to 8.8% in the dalteparin group,
hazard ratio 0.48, P = .0017. No statistically significant
difference was detected in major bleeding between
groups, which occurred in 3.6% and 5.6%, respectively.
Finally, in a subgroup analysis of a trial that compared
long-term tinzaparin LMWH with oral anticoagulant therapy,
both administered for 3 months, there was a statistically
significant reduction in recurrent VTE in the subgroup of
cancer patients.' Based on the results of these trials, long-
term therapy with LMWH is an important advance in the
management of cancer patients with acute VTE. It
substantially reduces the rate of recurrent VTE without an
increase in bleeding, thereby improving the quality of life
of the cancer patient.

Duration of Long-Term Treatment

Warfarin therapy should then be maintained for at least
three months in all patients. However, it has recently been
established that longer treatments (such as six months)
may be necessary. Patients without a readily identifiable
risk factor (idiopathic VTE) have higher rates of recurrences.
These recurrences can be reduced by prolonged
anticoagulation. However, there is a corresponding rise in
bleeding complications with prolonged anticoagulation.
Current recommendations (Table 3) advocate
anticoagulation for at least six months for the first
presentation of idiopathic VTE. Patients with recurrent VTE
and hypercoagulable states (acquired or inherited) or with
cancer (especially while receiving chemotherapy) should
take anticoagulation therapy for at least a year, and
perhaps indefinitely.



Table 3

Duration of anticoagulation therapy for VTE*

3 to 6 months

e  First event with reversible# or time limited risk factor
(patient may have underlying factor V Leiden or
prothrombin 20210 mutation)

> 6 months
e |diopathic VTE, first event

A year to life time

e First event## with cancer (until resolved), anticardiolipin
antibody, antithrombin deficiency

e Recurrent event, idiopathic or with thrombophilia

*  All recommendations are subject to modification by individual
characteristics including patient preference, age, comorbidity,
and likelihood of recurrence.

#  Reversible or time limited risk factors such as surgery,
trauma, immobilisation, and oestrogen use.

## Proper duration of therapy is unclear in first event with
homozygous factor V Leiden, homocystinaemia, deficiency
of protein C or S, or multiple thrombophilias; and in
recurrent events with reversible risk factors.

Clinical trials have shown that longer-duration oral
anticoagulant therapy is associated with lower rates of
recurrent thromboembolism compared with shorter-duration
treatment.?%22 However, it appears that once oral
anticoagulant therapy was stopped in the patients treated
for more time, the rates of recurrence increased and
approached that of the shorter arms.?223 There is evolving
consensus that the duration of antithrombotic treatment
should be tailored to the patient’s risk of recurrent
thrombosis and bleeding.?* Patients with active malignant
disease have an ongoing thrombotic stimulus, and recurrent
VTE has a major impact on a patient’s quality of life.
Hence, anticoagulant therapy should be continued for as
long as the cancer is active. In patients with metastatic
disease, anticoagulant therapy should be continued
indefinitely or until a contraindication to therapy develops.
In patients with non-metastatic disease, treatment should
be for at least 6 months or for as long as the patient is on
chemotherapy or hormonal therapy.

Conclusion

There have been many advances in the management of
cancer patients with acute VTE. Subcutaneous LMWH has
replaced intravenous UFH for the initial treatment of VTE,
and in many instances patients can be treated at home.
The use of long-term LMWH instead of oral anticoagulants
can substantially reduce the risk of recurrent VTE in this
high-risk group of patients without increasing bleeding
episodes. A number of novel agents that target specific
coagulation proteases are currently undergoing investigation
for both the prevention and the treatment of VTE.?* Such
agents could potentially improve thrombosis management
in cancer patients.

Self-Assessment Questions (Part II)

(Please indicate true or false to the following statements)

What are the advantages of low molecular weight heparin
over unfractionated heparin?

More reliable relation between dose and response
Does not need monitoring

Does not need dose adjustments

Lower incidence of thrombocytopenia

Can be administered by patient at home

N O AW

What are the common problems for treating acute VTE in

patients with cancer?

8. More bleeding episodes

9. Lower dose of heparin is required

10. Short expected life span

11. Difficult to achieve a stable INR while on oral
anticoaqulant

12. The long term use of LMWH is safer
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Farewell to Mount Everest
by
Dr. CHOI Kin
M.B.,B.S. (H.K.) 1972

| am so sad to see my favorite teacher passed away. It is surprising that his passage created a more serious blow
to me than the passage of my Professor of Medicine, considering that | am a physician and not a surgeon.

| was house-surgeon to Professor GB Ong in the January of 1973. He struck me, when | was medical student
and intern, as an ‘untouchable’. To me, he was a serious, stern and typical surgeon who required the intern to
pull his retractor with concentration, force and precision. | was one of those interns who diligently completed
all the records before leaving the unit, but | always shunned him then because | had no interest in surgery as a
career.

| came into contact with ‘Prof’ more frequently after he retired from the Chair of Surgery and joined Baptist
Hospital. He was there to help his colleagues in the most difficult surgical procedures. However, he impressed
me most before retiring from Baptist Hospital by acting as expert witness for a surgical colleague.

As a hepatobiliary surgeon not registered in the Specialist Register and not documenting his CME activity, his
expertise in urology was challenged. He rapidly silenced any mistrust by quoting his learning experience in the
States. | believe it was his eloquence and his conviction that swayed the Enquiry to dismiss the charge. The
image of the giant humbling the prosecution remains vivid in my mind to this date.

| enjoyed having high tea in his home made by his gracious wife and listening to his battle to clean up Kwong
Wah Hospital. His office political wisdom was obvious from his encounters with his senior lecturers. Despite his
illness, he was robust and high-spirited when he spoke about the current health care system and problems
encountered by the profession. In all the farewell dinners organized by his colleagues of Baptist Hospital, his
speech had always generated attention and laughter.

| was grieved to see the giant resting in the funeral parlor, signifying the passage of an era. Goodbye my
teacher, goodbye Mount Everest.
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Please answer the questions for each quiz below by returning the completed answer sheet printed on page 18. This exercise will attract 0.5 CME point for participants
completing BOTH quizzes. Answers and explanations will be provided in the next issue.
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= Clinical Cardiology Series
Ea PR /O B SHE R 52

A young patient with cryptogenic stroke — any role for the
interventional cardiologist?

1. A 43 year old gentleman with good past health presents
to you with a left sided weakness. Physical examination
is unremarkable. A CAT scan of brain confirms two small
right parietal infarcts. Routine blood tests are normal,
including a 75gm OGTT and a fasting lipid profile. The
EKG is in sinus rhythm. The autoimmune markers and
clotting factors screening are normal. What will be the
next most appropriate investigation?

(A) Holter study

(B) Echocardiography
(C) MRA

(D) Transcranial Doppler

2. Patent foramen ovale is associated with cryptogenic stroke.
True or false?

3. What are the treatment options of cryptogenic stroke and
the recurrent risk of ischemic events?

4.  Thisgentleman has recurrent transient ischemic events seven
months after the initial event despite sequential treatment
with aspirin and warfarin. Once again, all the investigations
are normal. What is your management strategy?

REFERENCES

(1)  Webster MW, Chancellor AM, Smith HJ, Swift DL, Sharpe DN, Bass
NM, Glasgow GL. Patent foramen ovale in young stroke patients Lancet.
1988 Jul 2;2(8601):11-2
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Meier B. Percutaneous closure of patent foramen ovale in patients with
paradoxical embolism: long-term risk of recurrent thromboembolic
events. Circulation. 2000 Feb 29;101(8):893-8.
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Questions on the use of angiotensin converting enzyme
inhibitors (ACEI).

1. What are the risks factors for developing hypotension in
patients receiving ACEI?

Those patients with serum sodium <I30mmol/L, patients
with renal impairment, patients on multiple or high dose
diuretics, patients with pre-existing hypotension and elderly
patients are at higher risk of developing hypotension on
ACEI therapy. Patients should have adequate volume
before ACEI is started and it may be wise to stop diuretic
therapy for one or two days before commencement of ACEI
therapy, unless the patient is obviously fluid overloaded. A
low test-dose may be useful.

2. Can ACEI reduce diabetic complications and renal
complications?

Yes. In the Micro-HOPE study, ramipril, in patients with
known DM, reduced cardiovascular risk and diabetic
complications substantially. (Lancet 2000;355:253-259).
Even in non-diabetic renal failure, in the REIN study,
ramipril have demonstrated a reduction in the rate of renal
deterioration in patients with significant proteinuria.
(Lancet 1998;352:1252-1256). Other ACElIs like lisinopril
and captopril are also licensed for use in diabetic
nephropathy.

3. Can ACEI reduce cardiovascular morbidity and
mortality in patients with coronary or vascular disease?

Yes. In the HOPE study, which recruited around 10,000
patients who were followed up for 4-6 years, ramipril, in
patients at known cardiovascular disease, DM and other
coronary risk factors, reduced cardiovascular mortality,
myocardial infarction and stroke by 22%. All cause mortality
was reduced by 16% and there was a 34% reduction in the
incidence of new DM. The benefits were extended beyond
simple blood pressure reduction. (N Engl J Med 2000;
342:145-153). Perindopril, in EUROPA study, also
demonstrated significant vascular protective effects (Lancet
2003 Dec 6;362(9399):1936-7).

4. Are effects of ACEI class-effects?

Not certain. In general, there is no striking advantage of
one ACEI over another. However, in the era of evidence-
based medicine, results of properly conducted randomized
trials should be respected. In addition, the specific dosage
for a specific indication is clearer for those drugs that have
been studied in major clinical trials.

The content of the Office Cardiology Series is provided by:
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An 8 year old boy presented with sudden onset of painful
skin rash over both hands for few days. The lesions started
as small erythematous macules which enlarged and
ruptured easily. There had been two similar attacks within
recent 12 months. His past health and family history was
unremarkable and there was no history of recent travel.
Physical examination revealed superficial erosions and
pustules over palms and dorsum of both hands

What is the clinical diagnosis?
What are the clinical differential diagnoses?
What are the investigations?

What are the possible complications?

SR N~

What is the treatment?

= Answers to February 2004
Dermatology Series
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A 45 year old Chinese female complained of difficulty in
jogging and climbing up stairs for two months. She also
noticed a skin rash on hands (Figure) and eyelids. The rash
was more irritating upon exposure to sun. There was no
fever or joint pain. There was no preceding medication and
she enjoyed good past health. She was also found to have
elevated muscle enzyme levels.

Clinical Case Study E &l % 3l 4

What are the differential diagnoses?

The features are suggestive of a collagen vascular disease.
Differential diagnoses include dermatomyositis, systemic
lupus erythematosus, and mixed connective tissue disease.

What laboratory tests would help to confirm the
diagnosis?

The tests include muscle enzymes, electromyography
(EMG), muscle biopsy and serum autoantibodies. The
patient showed elevated creatinine kinase, aldolase,
transaminases and lactate dehydrogenase. The EMG
features were polyphasic, short, small motor-unit
potentials, fibrillation and abnormal high-frequency
repetitive discharges. A muscle biopsy of a proximal
striated muscle showed patchy mononuclear perivascular
and interstitial infiltration, degeneration with loss of
transverse striations, hyalinization of sarcoplasm, and
fragmentation of fibres.

What is the important association with the condition?

Adults with dermatomyositis have a greater risk of
malignancy. The malignancy could occur before,
concurrent with, or after the diagnosis of dermatomyositis.

Describe two types of characteristic skin lesions
occurring in this condition.

Heliotrope rash describes the purplish-red violaceous
erythema on the face especially the eyelids. Gottron
papules describe scaly, bluish-red plaques around the base
of the nails, dorsal surface of fingers and especially over
the backs of knuckles.

What is the treatment for the skin rash?

While systemic corticosteroid and/or immunosuppressive
form the mainstay of treatment for the myositis in
dermatomyositis, the skin lesions may not be so responsive.
On the other hand, topical steroid and oral
hydroxychloroquine can improve the skin lesions. Since
the rash is photosensitive, sun exposure should be avoided
and appropriate sunscreen should be used whenever
necessary.
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1 April 2004 (Thursday) The HKMA Dr. Li Shu Pui

.. Professional Education Centre
Update on Treatment of Dermatitis 2/F, Chinese Club Building
, o 21-22 C ht Road Central, HK

Dr. Fung Kin Kong, William Lecturel 2:00- 300 pm.
M.B., B.S. (H.K.), Dip. Ven (LAS), Dip. Derm. (Lond.), FH.K.C.P, FH.K.A.M. (Medicine) (Light lunch: 1:15 p.m.)
Specialist in D tol . s 4 .

pecialist In Dermatology %EP%EPIE¥EE@EP—+_:€—+—EJ£

. . . **FﬁAFﬁN*JE
This luncheon is sponsored by Schering-Plough. ¢ Schering-Plough = %ﬁ%‘;?ﬁy BAEEyEh) @

n%n% T:F_E 7ETJ—_E
[%Eﬁﬁ’\TfF*Hrkﬁ D R 4A]

: The HKMA Dr. Li Shu Pui
15 April 2004 (Thursday) . Professional Education Centre
HKMA Structured CME Programme with HKS&H - 2/F, Chinese Club Building
. 21-22 Connaught Road Central, HK

Laser Treatment of Eye Diseases Lecture: 2:00 - 3:00 p.m.
Dr. Kwok Kwan Ho, Alvin (Light lunch: 1:15 p.m.)
M.B.,B.S.(H.K.), M.D.(CUHK), PDip Epidemiology & Biostatistics (CUHK), EERIETEER -+ —F —+ "%
FR.C.S.(Edin.), EC.S.H.K., EC.Ophth. H.K., FH.K.A.M. (Ophthalmology) ) B N
Hon. Consultant in Ophthalmology, HKS&H |; EhREeTGIERABEYE AT S

3 P R B 3 ; 3 ; ok NMFZRZ=RFIE
This symposium is co-organized with Hong Kong Sanatorium & Hospital. — «.. x I N P
16 April 2004 (Friday) gﬂe Ba”mﬁm, ltevel 3
Management of Depression Across Ages: From Drugs to Zoe,{‘ztt%gn gg;d, Kin
Psychotherapy Lunch: 1:00 - 2:00 p.m.
Dr. Vivian Morris Rakoff Leiture; %‘00 ) 3‘1.00 p-m.
B.A, MA, M.B., BS. (Lond.), M.R.C.S., L.R.C.P D.Psych., C.R.C.P (C), FR.C.P (C), inéﬁfﬁz@ngﬁA
FR.C.P (C), FA.RA., FA.C.P, FR.C.Psych. %Eg?@%:%%%%
Honorary Consultant in Psychiatry, Toronto General Hospital fF? P NP R ECRIE

HR G MFIRE=RIE
Dr. Harvey C. Stancer
B.A., Ph.D., M.D., C.R.C.R(C), ER.C.R(C)
Visiting Professor, University of California, Los Angeles

This symposium is free of charge. The luncheon and registration fee
are sponsored by Lundbeck Hong Kong.

Registration: Please fill in and return the Registration Form together with a cheque of adequate amount made payable to “The Hong Kong
Medical Association” to 5/F Duke of Windsor Social Service Building, 15 Hennessy Road, Hong Kong. Each lecture will carry 1 CME
point under the MCHK/HKMA CME Programme. Accreditation from other colleges is pending. (The Secretariat fax no.: 2865 0943)
WwBFE: E%%EQ%*%@@?Z%%?%ﬁ?&?%ﬁi%’é%ﬁ‘f’ﬁ?ﬁ;‘%J’Rﬁ“«ﬂ ERBAELE  IRRBEFEAINEEEEE] - 2NETEBBEES/
ERBESHEBRESHERE, —»  c HMIRBR 2B MEREEF o (WSREEGR - 2865 0943)
Please register for participation. First come, first served. E#HR FEET

I would like to register for the following CME lecture(s):
RARBES AT HER :
Please “v" as appropriate. i# £ AL [/ 15

Free of charge lecture
[ 16 April 2004 : Management of Depression Across Ages: From Drugs to Psychotherapy

HKMA Members CME Participants
HK$50 HK$80
1 April 2004 : Update on Treatment of Dermatitis 0 0
HKMA Structured CME Programme with HKS&H
15 April 2004 : HKMA Structured CME Programme with HKS&H 0 0
| enclose herewith a cheque of
BBEREN EXR—RIERBRZBEER HK$
Name #4%: Tel No. Ea: Fax No. ZH&.:

HKMA Membership No. & B &5
or HKMA CME No. S¢#{&5515: Signature 2 4:

Data collected will be used and processed for the purposes related to the MCHK/HKMA CME Programme only. All registration fees are not refundable or transferable.
BAEREAREHE LRSS RHBARBEEHEZEE - MARBEBAKTRTREIEBRTHMES -
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HKMA N rdgramme at Kwong Wah Hospital
Structured G LB £ TR s s
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BB R

HOSPITAL
SINCE 1870 AUTHORITY

The Hong Kong Medical Association Kwong Wah Hospital

Topic

Cecure | pae

X1l 28 Mar 2004 Pathology

— Interpretation of Abnormal Laboratory Tests:
Haematology & Endocrine Studies
Dr. Hui Pak Kwan
Consultant, Dept of Pathology, KWH

Radiology

— Radiological Interpretation of Common Orthopaedic Conditions
Dr. Lau Shun, Samuel
Medlical Officer, Dept of Radiology, KWH

1 25 April 2004 Anaesthesiology
- Management of Chronic Pain
Dr. Sun Kai On
Consultant, Dept of Anaesthesia, KWH
Neurology
- Management of Parkinsonism — An Update
Dr. Chung Tin Hei
Fellow in Neurology, Dept of M&G, KWH

e Venue : Lecture Theatre, 10/F, Yu Chun Keung o ihBh D EERRRRRLESPOTEERE
Memorial Medical Centre, KWH e HH D CEECFNAE_EENFEZA
e Date : April 2003 to March 2004 o B TR ZRERKRIE
e Time : 2:00-5:00pm s W®EEBA : EZ2gg8 - SRZBBATITE
e Fee : HK$50 per lecture for HKMA members RE®E2ME - SREBENTITIE
HK$80 per lecture for CME Participants
Light snacks and lecture notes will be provided. AT K i 76

Registration: Please fill in and return the Registration Form on p. 15 together with a cheque of adequate amount made payable to
"The Hong Kong Medical Association" to 5/F Duke of Windsor Social Service Building, 15 Hennessy Road, Hong Kong.
Each lecture will carry 3 CME points under the MCHK/HKMA CME Programme.
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The Hong Kong Medical Association Queen Elizabeth Hospital

. '

| 11 April 2004 Medicine*

1. Management of Community-Acquired Pneumonia
Dr. Lee Man Po, Associate Consultant, Department of Medicine

2. Clinical Approach to Hematuria and Proteinuria
Dr. Wong Kim Ming, Francis, SMO, Department of Medicine

3. Practical Tips to the Use of Oral Drugs in Type 2 Diabetes Mellitus
Dr. Kong Pik Shan, MO, Department of Medicine

4. Management of Behavioural Disturbances in Dementia
Dr. Mak Ying Fai, MO, Department of Medicine

* Please note that this lecture will be held at HKMA Dr. Li Shu Pui Professional Education Centre. (2/F.,, Chinese Club Building,
21-22 Connaught Road Central, Hong Kong)

] 9 May 2004 Paediatrics
1. Cervical Lymphadenopathy
Dr. Chan Lai Har, Grace, Consultant, Department of Paediatrics
2. Pitfalls in Diagnosis of Childhood Development
Dr. Yuen Hui Leung, Consultant, Department of Paediatrics
3. Warning Signs of Childhood Development
Dr. Wu Shun Ping, Associate Consultant, Department of Paediatrics
4. Bed Wetting in Children
L. Dr. Chan Kwai Yu, Winnie, MO, Department of Paediatrics

®Venue : Lecture Theatre, G/F, Block M, QEH o 2 C BRI ABERMEE M T E BEE
* Date . April 2004 to March 2005 e HER  ZETNMFNAZE-TTRF=A
* Time :2:00 - 5:00 pm o BFRY D THRZRERKIE
* Fee : HK$50 per lecture for HKMA members o REER P BReges -SREEEDTITIE
HK$80 per lecture for CME Participants BE#E2ME - FREBE N+ ITIE
First come, first served. HHAIR aER e
Light snacks and lecture notes will be provided. U ES Y 5

HKMA Structured CME Programme at QEH/KWH - Registration Form
ETRERESMEERERERE
I would like to register for the following lecture(s): HKMA Member Y CME participants N
" S i - (Non-HKMA members)
RARBES M T HER s B2
BEEBEgER GEEsEZgga)
HK$50 HK$80
BEETITIE BENTTE
KWH 28 Mar 2004 Pathology & Radiology | |
25 Apr 2004 Anaesthesiology & Neurology O O
Qe 11Apr2004  Medicine O O
9 May 2004 Paediatrics O A O 4

Please”v “ as appropriate FEFEIBHEILE [/ ] %

| enclose herewith a cheque of

REERIBN EXR—RIERFERZIMEER : HKSBH

Name #%: Tel No. E3E: Fax No. {EH&:
HKMA Membership No. & 8 #&5%
or HKMA CME No. St#EE5R1S Signature %4:

Data collected will be used and processed for the purposes related to the MCHK/HKMA CME Programme only. All registration fees are not refundable or transferable.
BAABREAREREEEES R ERBESHEZEH - MIAREBAB TR TREAER TAMLRE -
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Please return completed answer sheet to the HKMA Secretariat on or before 15 April 2004 for documentation. 1 CME point will be awarded for answering

the Monthly Self-Study Series (I) and an extra 0.5 CME point for completing the Clinical Case Study (Il). (Fax: 2865 0943)

AOEMARE YR _TENENATHANBERREARTOEEEEES - 2NENIRSEBRSECHOR—EABERS - —9  [ERHARSE

WIRS| : T2ih5 o (FERE: 2865 0943)

()M A Gentleman with Post-operative Cough and Hiccough

(Please indicate your answer in the following boxes)

ANSWERS TO FEBRUARY 2004 ISSUE
7 B A R U B A i )
HHABRR _FRNE_HRER

Psychiatry in Primary Care

"

1 T 6 F
2 F 7 T
3 F 8 T
4 F 9 F
5 T 10. F

b=

Name:

AEERESS SRR
SR EEASIRT

HKMA Membership No.
or HKMA CME No.:

55 5B _
e [ ]- IO X X (X))

B4

Signature:

B4R B R
Contact Tel. No.:

Clinical Case Study

(Please answer both quizzes and write down the answers in the space provided.)

(A) Clinical Cardiology Series
1.

(B) Dermatology Series
1.
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7 Apr 2004 HA - Shatin Hospital , Dept of M&G Ms. Chiu Lai Fong
(Wed) Clinical Audit Meeting 1 Tel: 2636 7688
1:00 - 2:00 am Conference Room |, Shatin Hospital, NT
11 Apr 2004 CUHK - Dept of Medicine & Therapeutics Ms. Suzanne Shek
(Sun) CUHK Diploma Programme in Advanced Internal Medicine 2003-04 - Jaundice 3 104 5# (0.5 184104 18#| Tel: 2632 3127
1:00 - 4:00 pm Kai Cheong Tong, G/F, Postgraduate Education Centre,

Prince of Wales Hospital, Shatin, NT
11 Apr 2004 CUHK - Dept of Medicine & Therapeutics Ms. Suzanne Shek
(Sun) CUHK Diploma Programme in Advanced Internal Medicine 2003-04 — Cirrhosis 3 104# 5#10.5 18#10# 18#| Tel: 2632 3127
4:30 - 7:30 pm Kai Cheong Tong, G/F, Postgraduate Education Centre,

Prince of Wales Hospital, Shatin, NT
13 Apr 2004 HA - Queen Mary Hospital, Dept of Surgery Ms. Rosanna Chung
(Tue) Research Meeting 1 Tel: 2855 4238
8:00 - 8:30 am 5/F Lecture Theatre, Professorial Block, Queen Mary Hospital, HK
13 Apr 2004 Hong Kong Doctors Union, Tung Wah Eastern Hospital Tel: 2388 2728
(Tue) Certificate Course on Practical Diabetes Care for General Practitioners (Group B) 2
1:00 - 3:30 pm Tung Wah Eastern Hospital Diabetes Mellitus Centre, HK
14 Apr 2004 CUHK - Hong Kong Mood Disorder Centre Ms. Lillian Lo
(Wed) A New Practical Course on Mood Disorders in Primary Care 2 1 Tel: 2144 6996
12:30 - 3:30 pm (Session 8 - Impulse Control/Addictive Disorders)

Ballroom A, 2/F, Langham Hotel, TST, Kin
14 Apr 2004 Hong Kong Doctors Union Tel: 2388 2728
(Wed) Video Cassette Session — Managing Diabetes in the Primary Care Setting: 1
2:15-3:15 pm A Team Approach

Room 901, Hang Shing Building, 363-373 Nathan Road, Kin
15 Apr 2004 HA - Tuen Mun Hospital Ms. Anita Au Yeung
(Wed) Basic Infection Control Training Course 3 Tel: 2468 5777
9:00 - 1:00 pm D1002 (Discussion Room), 1/F, Main Block, Tuen Mun Hospital, NT
15 Apr 2004 HKMA CME Programme, Hong Kong Sanatorium & Hospital Members: $50
(Thu) HKMA Structured CME Programme with Hong Kong Sanatorium & Hospital 1| 1]—]05] 1 |1[05]—[05[ 1[—[—[1][—|1]| Non-M:$80
2:00 - 3:00 pm — Laser Treatment of Eye Diseases Tel: 2861 1979

HKMA Dr. Li Shu Pui Professional Education Centre, 2/F, Chinese Club Building,

21-22 Connaught Road Central, HK
16 Apr 2004 HKMA CME Programme Free of Charge
(Fri) Management of Depression Across Ages: From Drugs to Psychotherapy 1 Tel: 2861 1979
1:00 - 3:00 pm The Ballroom, Level 3, Sheraton Hotel, 20 Nathan Road, Kin *
16 Apr 2004 The Hong Kong Medical Association 1.5 Whole Course Fee:
(Fri) 2nd Putonghua Certificate Course for Medical Practitioners (Session 10) $1,500 (15-session)
1:45-3:15 pm HKMA Dr. Li Shu Pui Professional Education Centre, 2/F, Ms. Dora Ho

Chinese Club Building, 21-22 Connaught Road Central, HK Tel: 2527 8285
16 Apr 2004 Union Hospital Tel: 2608 3388
(Fri). Attention Deficit Hyperactivity Disorder — Update on Diagnosis and 1 1
2:00 - 3:00 pm Management

Seminar Room, 2/F, Medlical Centre Union Hospital, 18 Fu Kin Street,

Tai Wai, Shatin, NT
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*  Colleges accreditation pending
#  Total CME points for entire course

Note: For each issue of the CME Bulletin, we shall try our best to include all the CME activities for the month, which are made known to the Association Secretariat. The
credit points awarded by each college are herein indicated for members' reference only. While we try our best to ensure the information to be most accurate and up-to-
date, members interested in any of these functions are advised to check with the respective organizers for confirmation of the details.

Pharmaceutical advertisements are welcome. For advertising rates and placement details, please contact Ms. Cynthia Chan, Executive Officer at Tel: 2527
8452, Fax: 2865 0943 or email: cynthia@hkma.org

Your comments to the HKMA CME Bulletin are mostly welcome. Please send your opinion to Dr. Choi Kin, CME Bulletin Co-ordinator, at cne@hkma.org.

Dr. Wong Kee Cheung, Charles commented about the intrigue and sophistication of articles written by specialists which
may not suit the need of generalists who read the Bulletin. In response, Dr. Wong was asked to write an article of his
choice for the general practitioner and he rose to the occasion. | would like to see more non-specialists writing for their
own peer group.

Interested contributors may refer to the General Guidance below. Other formats are also welcome. For further
information, please contact Miss Cynthia Chan at 2527 8452 or by email at cne@hkma.org.

Dr. Choi Kin,
CME Bulletin Co-ordinator
General Guidance for Authors

(1) Intended readers : General practitioners
(2)  Length of article : Approximately 8-10 A-4 pages in 12-pt fonts in single line spacing

(3) Review questions : Recommended to include 10 true-or-false type self-assessment questions. (It is recommended
that analysis and answers to most questions be covered in the article.)

(4)  Language . English (preferably with an optional Chinese introduction of 200-300 words)
(5)  Key Lessons : Recommended to include, if possible, a key message in point-form at the end of the article
(6)  Highlights . It is preferable that key messages in each paragraph/section be highlighted in bold types
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