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Heart Failure and Short Stature in a 43 year-old male

transferred to the intensive care unit (ICU) for ventilatory 
support and closer monitoring. on bedside cardiac ultrasound, 
there was a finding of eccentric left ventricular hypertrophy, 
global hypokinesia with depressed overall systolic function 
with concomitant spontaneous echo contrast on left ventricular 
(lV) cavity suggestive of rheologic stasis, the ejection fraction 
was 25%, with moderate mitral regurgitation, moderate 
aortic regurgitation with aortic sclerosis, severe tricuspid 
regurgitation with mild pulmonary hypertension, pulmonary 
regurgitation, and minimal pericardial effusion or pericardial 

fat pad. Cardiac enzymes were not consistent with an acute 
coronary event (Table 3), however, intravenous (IV) heparin 
(overlapping with oral warfarin) was still given to cover for 
the presence of a possible lV thrombus as demonstrated 
by rheologic stasis on cardiac ultrasound. Medications 
were shifted to IV diuretics and inotropes; oral digoxin was 
started. IV antibiotics were given for possible pulmonary 
infection. The patient later on showed improvement, and was 
eventually weaned off from ventilatory support, extubated, 

Table 1. Initial laboratory Results

WBC
RBC
HGB
HCT
MCV
MCH
MCHC
RDW
PlT
RETIC
SEG
lYMPH
MoNo
Eo
BASo
BlAST

CBC

Reference 
Value
5-10
4-6
120-150
0.38-0.48
80-100 Fl
27-31 PG
320-360 G/l
11.5-15.5%
200-400
0.005-0.015
50-70%
20-44%
2-9%
0-4%
0-2%
0%

Result

4.5

90
0.27

Inc

48
50
2
0
0
0

RBS
HGBA1C
BUN
CREA
AlB
TAG
HDl
lDl
ToTAl CHol
AST
AlT
Alk po4
NA
K
Cl
CA++
P
MG++

Reference 
Value
3.9-6.1
4.27-6.07
2.6-6.4
53-115
34-50
0.34-1.7
0.91-1.56
1.1-3.8
4.2-5.2
15-37
30-65

140-148
3.6-5.2
100-108
2.12-2.52

0.74-1

Result

6.3
6.4
5.0
123
32
0.82
0.67
4.21
5.25
95
91
184
136.9
3.35
86
2.37
2.27
0.83

Blood chem.

Color

Transp
Sp Gravity

pH
Sugar

Protein
RBC
WBC
Cast

Epith cell
Bacteria

Mucus th
Crystals

Am urates

straw

Clear
1.010

8.0
NEG
NEG
0-1
0-2

Rare
occ’l
Rare
Rare

Urinalysis

pH

pCo2
po2

HCo3
o2 sat
Fio2
Temp

7.408

49.1
70

31.3
93.6
21%
36.9

ABG

PBS
Slight poikilocytosis, 
acanthocytes, ovalocytes, 
slight toxic granulation, 
slight anisocytosis

Table 2. Thyroid Function Tests

Free T4
TSH

(0.8-2.0)
(0.4-6.0)

0.02 ng/dl   
24.75 Uiu/ml

Reference  Value Result

Figure 1. Electrocardiogram upon admission 

Table 3. Cardiac Enzymes

Qualitative 
Troponin I
CK-MB
CK-ToTAl

0-6.0
21-232

PoSITIVE

1.14
543

Reference Range (mmoL) Result

Figure 2. Chest radiograph on admission
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Introduction 

Chronic Hepatitis B virus (HBV) infection is a major 
public health problem with an estimated two billion people 
worldwide infected with the virus.  There is uneven 
prevalence throughout the world, with the Philippines 
considered highly endemic with a 6-12% hepatitis B surface 

antigen (HBsAg) prevalence rate similar to China and other 
countries in Southeast Asia and Sub-Saharan Africa.1   
Perinatal infection accounts for 40% of HBsAg carrier rate in 
Asia, while in Africa, the majority of infections are acquired 
between 6 months to 6 years of age (horizontal 
transmission).   In a survey of 533 Filipino asymptomatic 
pregnant women, the overall HBsAg positivity was 9%, of 
whom 17% were hepatitis B ‘e’ antigen (HBeAg) positive.2 
Seroepidemiological studies of 1500 Filipino children aged 
<1 to 19 years showed that 12% are HBsAg positive.3  
Although the majority of these children are asymptomatic, 
these ‘healthy’ HBsAg positive carriers constitute an 
important reservoir of the virus and carry a 25% lifetime risk 
of developing cirrhosis and hepatocellular carcinoma, 
therefore, the need to eradicate the virus.4 

Among the viral agents, interferon alpha (IFN-) and 
lamivudine have been widely used in children for the 
treatment of chronic HBV infection, with a higher HBeAg 
clearance and anti-HBe seroconversion  rate with IFN-.5,6  
Several clinical trials5 reported a 30 to 50% response rate 
with IFN- as compared to 23% in Lamivudine treated 
patients.  A high pretreatment transaminase level, which 
probably reflects an attempt by the host’s immune system to 
eliminate infected hepatocytes, has also been identified as an 
important predictor of a successful outcome with treatment.  
Other studies however did not show differences in response 
rate according to basal transaminases.7, 8 

In the Philippines, no study has reported the clinical 
features, the biochemical and histological activity of liver 
disease, and the outcome of children with chronic HBV 
infection. A careful understanding of the demographic and 
natural history of chronic HBV is important in order to 
heighten the awareness of the physicians regarding the 
disease and in making decisions regarding treatment.   The 
objectives of this study are to determine the clinical, 
biochemical, virological, histological features and outcome 
of liver disease among Filipino children with chronic HBV 
infection and to assess the effect of anti-viral treatment 
among patients who were given the drug. 
 

Methods 
This prospective cohort study was conducted at the 
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Presentation of the case
This is a case of a 43-year-old male presenting with short 

stature and heart failure. The patient was admitted at the 
medicine ward of the Philippine General Hospital (PGH) 
for dyspnea. This paper will investigate several issues: 
differentiating congenital from acquired hypothyroidism, 
the relationship between hypothyroidism and the 
cardiomyopathies, and the therapeutic options in patients 
with cardiomyopathy secondary to hypothyroidism.

The patient had been born full term to a then 31-year-
old Gravida 4 Para 3 (G4P3), the 4th of 9 siblings, with an 
apparently unremarkable delivery at home facilitated by 
a traditional birth attendant. He was noted to be normal 
at birth. The patient was allegedly at par with age both 
physically and mentally until eight years old when he was 
said to have stopped growing in height. He was brought to 
a private doctor, whose diagnosis was undisclosed, and he 
was given medications to increase height, which the patient 
took for only one month with no improvement. Through the 
years, the patient was apparently well, although still of short 
stature, with thick lips, coarse facial features and dry skin. 
He was notably slow in ambulation. He was said to have 
bronchial asthma at age 15 years, and since then he had been 
taking salbutamol tablets occasionally for bouts of dyspnea 
occurring one to two times annually.

The patient’s symptoms started in 2001 when he was 
reported to have sudden loss of consciousness. During this 
time, the patient did not have any symptoms of heart failure; 
no prior seizures, cyanotic episodes, chest pain, headache, or 
blurring of vision. He regained consciousness shortly after and 
was brought to a private physician, whose assessment was a 
“heart problem”. He was prescribed unrecalled medications 
taken for a few months and eventually discontinued when 
the syncopal episode did not recur.

In the next four years, the patient would develop 
intermittent, progressive exertional dyspnea and bipedal 
edema. later on this would be accompanied by generalized 
body weakness, anorexia, and constipation, severe enough to 

require regular laxative use. There was also a report of two 
more syncopal episodes. He was brought to another doctor 
in a private hospital where the assessment was still a “heart 
problem”. The patient was again prescribed unrecalled 
medications and again was lost to follow-up. This time, 
however, symptoms were persistent. He later consulted at 
another local hospital, where he was admitted and managed 
as a case of anemia and bronchial asthma. He was discharged 
slightly improved after four days, only to have recurrent heart 
failure symptoms, prompting admission at PGH.

Upon admission the patient was in mild respiratory 
distress, with stable vital signs and no note of fever. Pertinent 
physical exam findings included short stature, thick lips, non-
pitting periorbital edema, dry skin, a displaced apical impulse, 
crackles on both lung fields, and bilateral non-pitting bipedal 
edema. There was also a 3 cm x 3 cm reducible umbilical 
hernia. However, there was no pallor, no neck vein distention, 
no apparent congenital malformations, no cardiac murmurs 
and no clubbing. There was also no note of an anterior neck 
mass.

laboratory workup showed cardiomegaly with pulmonary 
congestion, thoracic dextroscoliosis, and atheromatous aorta by 
chest radiograph, and left ventricular hypertrophy by 12-lead 
electrocardiogram (12-l ECG) (Figures 1 and 2), normocytic 
normochromic anemia (Hgb 90 mg/dl), dyslipidemia, and 
pre-renal azotemia (serum creatinine 123 mmol). Electrolytes 
on admission showed slight hyponatremia, hypokalemia, 
and hypochloremia (serum Na 136, K 3.35, Cl 86). Blood gases 
revealed partially compensated metabolic alkalosis with mild 
hypoxemia. The patient was noted to be hypothyroid based 
on elevated serum thyroid-stimulating hormone (TSH) and 
markedly decreased serum free thyroxine (FT4). The exact 
values are shown in Tables 1 and 2. 

Upon admission to the wards, the patient was managed 
as having congestive heart failure from cardiomyopathy 
secondary to acquired hypothyroidism. oral loop diuretics, 
angiotensin-converting enzyme (ACE) inhibitors, beta-
blockers, statins, and levothyroxine were started. Electrolyte 
correction was instituted. The sections of Endocrinology 
and Cardiovascular Diseases were co-managing the patient 
together with the General Medicine service.

He soon developed respiratory failure, upon which the 
considerations were acute pulmonary congestion, nosocomial 
pneumonia, to rule out an acute coronary event. He was later 

Nutrition of the Department of Pediatrics, University of the 
Philippines Manila Philippine General Hospital from 2000-
2010. The approval of the ethics committee of the Institution 
was obtained before commencement of the study. 

Consecutive patients less than 19 years of age who were 
positive for HBV DNA, HBeAg and HBsAg for at least 6 
months were included.   On admission, a full clinical history 
including demographic, pretreatment clinical data and 
medical history was taken.  A general examination was 
performed and signs of chronic liver disease was sought 
including hepatomegaly, splenomegaly and cutaneous 
features of liver disease. As part of routine investigations for 
chronic HBV patients, liver function tests for aspartate 
(AST), alanine transaminase (ALT), albumin and 
prothrombin time were determined and an ultrasound of the 
liver and hepatobiliary tract was done.  A liver biopsy was 
also performed, if possible, to determine the stage of the 
disease and degree of inflammatory activity classified as 
minimal, mild, moderate or severe chronic hepatitis.9 The 
specimens were stained with hematoxylin and eosin and 
were interpreted by a single pediatric histopathologist.    

Subsequent assessments for general well-being, 
transaminase levels and HBe and HBsAg determination 
were conducted every six to 12 months up to at least 24 
months with annual ultrasound and alpha feto protein 
monitoring. If the parents decide that their children undergo 
antiviral treatment, they were monitored more closely for 
any side effects of the drugs.  Response to treatment was 
assessed by sustained clearance for one year of the HBeAg 
on two occasions, and if possible, a repeat HBV DNA 
determination.    

The data were expressed using descriptive statistics and 
presented in median (range) and number (percentages).    
 

Results 
A total of 36 patients were included in the study with a 

median age of 9 years, the youngest of whom was 8 months 
and the oldest at 17 years old.  The 8-month-old infant was 
an adopted Vietnamese boy whose mother was known to be 
HBeAg positive but with unknown history of HBV 
immunization at birth.  There was a male predominance 
(64%).  The median duration of known HBeAg positivity 
before first consult was ten months, with a range from six to 
96 months.  Among the 36, two patients had significant past 
history:  a 17-year-old male who had a previous acute 
hepatitis B whose HBeAg did not clear after 10 months; and 
a 12-year-old boy who had concomitant leprosy.  Possible 
modes of infection included vertical in 25 (69%), horizontal 
in three (8%) and unknown route in eight (23%) cases. In the 
majority (92%) with possible vertical transmission, the 
mothers had no prenatal screening and only learned about 
their HBsAg status later during routine blood test.  The three 
cases with horizontal route of infection had blood 
transfusion during infancy (2) and at 5 years old (1).  The 

majority (92%) of patients had completed the three routine 
doses of HBV vaccination, including a 2-year-old who was 
given HBV vaccine and hepatitis B immunoglobulin at birth.  

On admission, no patient had signs or symptoms 
suggestive of liver disease such as jaundice, hepatomegaly 
or splenomegaly.  All were HBV DNA positive with values 
from 40 to 110 million IUml.   The median ALT and AST 
levels were 38 IU/L (13-300) and 35 (16-303) IU/L, 
respectively.  Five patients had at least twice the elevation of 
their ALT and AST levels ranging from 114 to 303 IU/L.  The 
albumin and prothrombin time were all within normal 
levels.  Twenty eight consented to a liver biopsy in which the 
degree of portal inflammation was interpreted as minimal in 
15 (54%), mild in nine (32%) and moderate in four (14%).   
No patient was reported to have fibrosis but one had 
cirrhosis. 

Treatment and outcome.  The 36 patients included were 
followed up from one to 10 (median 5) years from first 
consult.  All patients have remained asymptomatic with 
normal liver findings on ultrasound and normal levels of 
alpha feto protein, albumin and international normalized 
ratio (INR).    Of the 36, 14 patients were given anti-viral 
treatment:  13 with interferon alpha from three to 12 months 
(median: 6 months) and one with Lamivudine for 12 months 
on the boy with leprosy.  Sustained clearance of HBeAg was 
noted in six (43%) interferon alpha (IFN-α) treated patients 
from one to three years after stopping IFN-α and in two (9%) 
untreated cases three years from admission into the study.  
These eight patients remained to have normal transaminase 
levels and positive for anti-HBe and HBsAg until last follow 
up including the 17-year-old boy with compensated 
cirrhosis.    The rest of the patients continued to be HBe and 
HBsAg positive with normal ALT and AST levels.  Except 
for flu-like illness associated with IFN-α treatment and 
transient leucopenia, no other side effects were noted.  No 
patient has to discontinue IFN-α due to adverse drug 
reactions.   
 

Discussion 
This 10-year cohort study among Filipino children 

provides information regarding the demographic and 
clinical features and medium term outcome of chronic HBV 
infection acquired in childhood among Filipino children.   
We showed that perinatal transmission, as seen in most 
Asian countries,10,11 remains an important route of infection 
in Filipino patients.  It is well known that 70-90% of infants 
born to HBe and HBsAg positive mothers become chronic 
carriers of the virus, thus the need to give HBV vaccine with 
concomitant HBV immunoglobulin immediately after birth 
to prevent infection.  Although the majority of patients in 
our study were vaccinated with three doses of HBV vaccine, 
the initial administration might not have been within the 
recommended 12 hours after birth, but at a later time 
following the previous schedule of HBV vaccination starting 
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transferred to the intensive care unit (ICU) for ventilatory 
support and closer monitoring. on bedside cardiac ultrasound, 
there was a finding of eccentric left ventricular hypertrophy, 
global hypokinesia with depressed overall systolic function 
with concomitant spontaneous echo contrast on left ventricular 
(lV) cavity suggestive of rheologic stasis, the ejection fraction 
was 25%, with moderate mitral regurgitation, moderate 
aortic regurgitation with aortic sclerosis, severe tricuspid 
regurgitation with mild pulmonary hypertension, pulmonary 
regurgitation, and minimal pericardial effusion or pericardial 

fat pad. Cardiac enzymes were not consistent with an acute 
coronary event (Table 3), however, intravenous (IV) heparin 
(overlapping with oral warfarin) was still given to cover for 
the presence of a possible lV thrombus as demonstrated 
by rheologic stasis on cardiac ultrasound. Medications 
were shifted to IV diuretics and inotropes; oral digoxin was 
started. IV antibiotics were given for possible pulmonary 
infection. The patient later on showed improvement, and was 
eventually weaned off from ventilatory support, extubated, 

Table 1. Initial laboratory Results

WBC
RBC
HGB
HCT
MCV
MCH
MCHC
RDW
PlT
RETIC
SEG
lYMPH
MoNo
Eo
BASo
BlAST

CBC

Reference 
Value
5-10
4-6
120-150
0.38-0.48
80-100 Fl
27-31 PG
320-360 G/l
11.5-15.5%
200-400
0.005-0.015
50-70%
20-44%
2-9%
0-4%
0-2%
0%

Result

4.5

90
0.27

Inc

48
50
2
0
0
0

RBS
HGBA1C
BUN
CREA
AlB
TAG
HDl
lDl
ToTAl CHol
AST
AlT
Alk po4
NA
K
Cl
CA++
P
MG++

Reference 
Value
3.9-6.1
4.27-6.07
2.6-6.4
53-115
34-50
0.34-1.7
0.91-1.56
1.1-3.8
4.2-5.2
15-37
30-65

140-148
3.6-5.2
100-108
2.12-2.52

0.74-1

Result

6.3
6.4
5.0
123
32
0.82
0.67
4.21
5.25
95
91
184
136.9
3.35
86
2.37
2.27
0.83

Blood chem.

Color

Transp
Sp Gravity

pH
Sugar

Protein
RBC
WBC
Cast

Epith cell
Bacteria

Mucus th
Crystals

Am urates

straw

Clear
1.010

8.0
NEG
NEG
0-1
0-2

Rare
occ’l
Rare
Rare

Urinalysis

pH

pCo2
po2

HCo3
o2 sat
Fio2
Temp

7.408

49.1
70

31.3
93.6
21%
36.9

ABG

PBS
Slight poikilocytosis, 
acanthocytes, ovalocytes, 
slight toxic granulation, 
slight anisocytosis

Table 2. Thyroid Function Tests

Free T4
TSH

(0.8-2.0)
(0.4-6.0)

0.02 ng/dl   
24.75 Uiu/ml

Reference  Value Result

Figure 1. Electrocardiogram upon admission 

Table 3. Cardiac Enzymes

Qualitative 
Troponin I
CK-MB
CK-ToTAl

0-6.0
21-232

PoSITIVE

1.14
543

Reference Range (mmoL) Result

Figure 2. Chest radiograph on admission

at one month old in our country.  In the majority of our 
vertical cases, the HBsAg status of the mothers was also 
unknown at the time of birth, thus missing the opportunity 
to intervene early.  In infants born to HBe/HBsAg positive 
mothers, early administration of hepatitis B vaccine with 
immunoglobulin has a 91-98% overall efficacy in preventing 
development of the disease.12,13  Fortunately, starting 2005, it 
has been locally mandated that all infants shall be given 
immunization against hepatitis B within twelve hours after 
birth. If this law is strictly implemented, there should be a 
further decrease in the incidence of hepatitis B in childhood 
in our country.   

Our findings confirm previous reports14 that the 
majority of HBV infected children have no signs or 
symptoms of chronic liver disease. It is for this reason that 
identification requires a heightened awareness of the 
disease.  Known risk factors that were seen in our patients 
were mothers who were HBe/HBsAg carriers and history of 
previous blood transfusion.  Maternal-infant transmission 
occurs mostly as a result of ingestion of maternal blood and 
vaginal secretions around the time of delivery.15  The risk of 
infection is 25 to 40% if the mother is HBsAg positive but 
increases by 90% if HBeAg is present.16  In the Philippines, it 
has been shown that the infant’s risk of becoming HBsAg 
positive was 19 times greater (OR = 18.9, 95% CI = 2.0-86.6) if 
mothers are HBsAg positive and 91 times more if mothers 
are both HBe and HBsAg positive  (OR = 91.0, 95% CI = 49.2-
164.8).17 HBeAg though is a small viral protein that can cross 
the placental barrier from the mother to the infant and in 
<5% of cases, infection had been shown to be present at 
birth, representing intrauterine transmission.18  This might 
explain why one of our patients became a chronic carrier 
despite the timely administration of HBV vaccine and 
immunoglobulin at birth. With regards transfusion as a 
route of infection, the prevention of transfusion-transmitted 
HBV in the Philippines is done using HBsAg alone for 
routine blood testing of donors.    Studies19,20 however, have 
shown that HBV infection may be missed out if the infected 
blood is within the immunological window period in which 
HBsAg is no longer detectable.  In a local study, screening of 
315 apparently healthy blood donors showed that the 
detection rate for HBV increased from 3.8% to 4.4% using a 
combination of HBsAg and antibody to core antigen (anti-
HBc) for screening.21   

Once a child is identified to be a chronic carrier, 
meaning HBe/HBsAg for at least six months, the next step is 
to decide whether anti-viral treatment will be beneficial with 
the parents/guardians having a full understanding of the 
disease and the treatment to be given.  One has to consider 
that the long-term evolution of chronic HBV acquired in 
childhood does not differ between treated and untreated 
children.14,22  The natural history is characterized by an 
annual spontaneous HBeAg clearance rate of <2% during the 
first three years of life but increases by five to 15% in older 

children and adolescents.23,24 Nonetheless, the main 
advantage of IFN-α and lamivudine treatment is that it 
accelerates the HBeAg seroconversion, therefore decreasing 
the viral load and possibly the risk of viral integration in the 
hepatocytes that predisposes to hepatocellular carcinoma.25,26 
The duration of treatment is usually between six to 12 
months.  It is expensive, associated with tolerable side effects 
and the injection site for IFN- α maybe painful. All patients 
were offered with antiviral treatment and on the basis of 
this, 14 patients in our study underwent treatment for a 
variable period. One patient was given lamivudine,27 a viral 
suppressor, rather than IFN-α, as the latter which is an 
immunomodulator, might cause a flare up of his leprosy.  
The majority of our treated patients received IFN-α 
treatment for six months except for three cases:  in one, the 
parents opted to discontinue after three months when 
HBeAg clearance was achieved with sustained remission; 
and in two, treatment was extended for another six months 
after initial HBeAg seroconversion to possibly obtain an 
HBsAg clearance also. Eight of our patients, six treated and 
two untreated, were noted to have sustained HBeAg 
clearance and became anti-HBe positive.  None of them 
however, was able to have a repeat HBV DNA 
determination because of financial constraints.  It has been 
reported that factors predictive of response to IFN-α 
treatment28 include history of acute hepatitis, significant 
increase in transaminase levels (>2x upper limit of normal), 
increased inflammatory activity on histology and horizontal 
rather than a vertical route of infection.  The small number of 
patients in our study will not allow us to identify any of 
these factors.   

To date, there is still no study with sufficiently long 
term follow up to calculate the risk of progression to serious 
liver disease among children with chronic HBV although 
there have been reports of HBV related cirrhosis and 
hepatocellular carcinoma in childhood.25,26  In our cohort, 
one patient had cirrhosis on histology.  Since no systematic 
follow up liver biopsy was done, it might well be that 
progression to cirrhosis might have been missed although 
ultrasound studies did not reveal any features of serious 
liver damage and the albumin and INR, which are measures 
of the liver’s synthetic functions,  have remained normal.  
No patient also has developed hepatocellular carcinoma 
based on normal ultrasound findings and alpha feto protein 
levels.   

In conclusion, this study showed that perinatal 
transmission remains an important route of chronic HBV 
infection among Filipino children.  All patients were 
asymptomatic with almost normal liver function tests.   The 
majority had morphologically mild liver disease. One patient 
had cirrhosis but none had developed hepatocellular 
carcinoma. In limited cases, IFN-α treatment was observed 
to accelerate HBeAg clearance. 
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Presentation of the case
This is a case of a 43-year-old male presenting with short 

stature and heart failure. The patient was admitted at the 
medicine ward of the Philippine General Hospital (PGH) 
for dyspnea. This paper will investigate several issues: 
differentiating congenital from acquired hypothyroidism, 
the relationship between hypothyroidism and the 
cardiomyopathies, and the therapeutic options in patients 
with cardiomyopathy secondary to hypothyroidism.

The patient had been born full term to a then 31-year-
old Gravida 4 Para 3 (G4P3), the 4th of 9 siblings, with an 
apparently unremarkable delivery at home facilitated by 
a traditional birth attendant. He was noted to be normal 
at birth. The patient was allegedly at par with age both 
physically and mentally until eight years old when he was 
said to have stopped growing in height. He was brought to 
a private doctor, whose diagnosis was undisclosed, and he 
was given medications to increase height, which the patient 
took for only one month with no improvement. Through the 
years, the patient was apparently well, although still of short 
stature, with thick lips, coarse facial features and dry skin. 
He was notably slow in ambulation. He was said to have 
bronchial asthma at age 15 years, and since then he had been 
taking salbutamol tablets occasionally for bouts of dyspnea 
occurring one to two times annually.

The patient’s symptoms started in 2001 when he was 
reported to have sudden loss of consciousness. During this 
time, the patient did not have any symptoms of heart failure; 
no prior seizures, cyanotic episodes, chest pain, headache, or 
blurring of vision. He regained consciousness shortly after and 
was brought to a private physician, whose assessment was a 
“heart problem”. He was prescribed unrecalled medications 
taken for a few months and eventually discontinued when 
the syncopal episode did not recur.

In the next four years, the patient would develop 
intermittent, progressive exertional dyspnea and bipedal 
edema. later on this would be accompanied by generalized 
body weakness, anorexia, and constipation, severe enough to 

require regular laxative use. There was also a report of two 
more syncopal episodes. He was brought to another doctor 
in a private hospital where the assessment was still a “heart 
problem”. The patient was again prescribed unrecalled 
medications and again was lost to follow-up. This time, 
however, symptoms were persistent. He later consulted at 
another local hospital, where he was admitted and managed 
as a case of anemia and bronchial asthma. He was discharged 
slightly improved after four days, only to have recurrent heart 
failure symptoms, prompting admission at PGH.

Upon admission the patient was in mild respiratory 
distress, with stable vital signs and no note of fever. Pertinent 
physical exam findings included short stature, thick lips, non-
pitting periorbital edema, dry skin, a displaced apical impulse, 
crackles on both lung fields, and bilateral non-pitting bipedal 
edema. There was also a 3 cm x 3 cm reducible umbilical 
hernia. However, there was no pallor, no neck vein distention, 
no apparent congenital malformations, no cardiac murmurs 
and no clubbing. There was also no note of an anterior neck 
mass.

laboratory workup showed cardiomegaly with pulmonary 
congestion, thoracic dextroscoliosis, and atheromatous aorta by 
chest radiograph, and left ventricular hypertrophy by 12-lead 
electrocardiogram (12-l ECG) (Figures 1 and 2), normocytic 
normochromic anemia (Hgb 90 mg/dl), dyslipidemia, and 
pre-renal azotemia (serum creatinine 123 mmol). Electrolytes 
on admission showed slight hyponatremia, hypokalemia, 
and hypochloremia (serum Na 136, K 3.35, Cl 86). Blood gases 
revealed partially compensated metabolic alkalosis with mild 
hypoxemia. The patient was noted to be hypothyroid based 
on elevated serum thyroid-stimulating hormone (TSH) and 
markedly decreased serum free thyroxine (FT4). The exact 
values are shown in Tables 1 and 2. 

Upon admission to the wards, the patient was managed 
as having congestive heart failure from cardiomyopathy 
secondary to acquired hypothyroidism. oral loop diuretics, 
angiotensin-converting enzyme (ACE) inhibitors, beta-
blockers, statins, and levothyroxine were started. Electrolyte 
correction was instituted. The sections of Endocrinology 
and Cardiovascular Diseases were co-managing the patient 
together with the General Medicine service.

He soon developed respiratory failure, upon which the 
considerations were acute pulmonary congestion, nosocomial 
pneumonia, to rule out an acute coronary event. He was later 

___________ 
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