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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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Case Report 

A 45-year-old Filipino reported a boil-like bleeding 
lesion on the dorsum of his left hand after it was accidentally 
hit by a badminton racquet. This event was followed by the 
appearance of a similar lesion on his anterior left leg. In the 
span of four months, both enlarged into deep tender ulcers 
with erythematous inflamed borders accompanied by 
multiple subcutaneous nodules in a lymphangitic 
distribution along the left arm proximal to the ulcer. He was 
initially treated for pyoderma gangrenosum with oral 
prednisone and topical tacrolimus, which resulted in 
incomplete and temporary reepithelialization. 

Biopsy of the hand ulcer and a nodule showed 
superficial and deep dense nodular infiltrates of 
lymphohistiocytes with plasma cells in the dermis.  
Numerous amastigotes were present within these histiocytes 

(macrophages) (Figures 1a & 1b). A preliminary diagnosis of 
leishmaniasis was made, consistent with patient’s exposure 
to places endemic for leishmaniasis during his travels. 
Diagnosis was confirmed by the Leishmania Diagnostic 
Laboratory of the Walter Reed Army Institute of Research 
(WRAIR), Washington, DC, USA, by culture of biopsy tissue 
and real-time polymerase chain reaction amplification 
demonstrating Leishmania DNA. The species was identified 
by cellulose acetate electrophoresis and isoenzyme analysis 
results, as L. Amazonensis, which the patient most probably 
acquired eight months prior, during a trip to Colombia, 
South America.  

Initial treatment with oral fluconazole (400 mg per day) 
for 3 weeks resulted in a decrease in the size and number of 
the subcutaneous nodules on the arm. However, there was 
progressive increase in the size of both the hand and leg 
ulcers. A 7-day course of intravenous liposomal 
amphotericin B (LAmB) was then given at 3 mg/kg/day with 
no adverse reactions. Granulation and decrease in ulcer 
depth were noted as early as the 4th day of LAmB treatment. 
There was progressive epithelialization of the ulcers and 
decrease in size and number of nodules nine days after 
discontinuation of  LAmB. Six months after LAmB 
treatment, only residual scars were evident. (Figure 2) 
 

Discussion 
Leishmaniasis is not endemic to the Philippines. New 

World cutaneous leishmaniasis (NWCL) has been seen 
among returning travelers in other countries owing to 
increasing travel to Latin America, but this has not yet been 
documented locally.1 

A search through Pubmed using the search terms 
“leishmaniasis”, “visceral leishmaniasis”, “cutaneous 
leishmaniasis”, “diffuse cutaneous leishmaniasis”, 
“mucocutaneous leishmaniasis” and “Philippines” yielded 
one case report of an Austrian man who was diagnosed with 
visceral leishmaniasis and had history of travel to Sicily and 
the Philippines.2 A search through the WRAIR database did 
not yield other cases or isolates from the Philippines. A 
search in local medical libraries and inquiries from the 
Philippine General Hospital and the Research Institute for 
Tropical Medicine’s Dermatology departments resulted in 
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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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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
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RDW
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Value
5-10
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0.38-0.48
80-100 FL
27-31 PG
320-360 G/L
11.5-15.5%
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48
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2
0
0
0
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Table 2. Thyroid Function Tests

Free T4
TSH
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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

 

documentation of 5 other known cases of leishmaniasis, all 
presumed to be acquired in Old World regions (Table 1). The 
first published case in 1986 was in a 34-year-old male 
overseas Filipino worker (OFW) who, after staying in Abu 
Dhabi for two years, returned to the Philippines with fever 
of unknown origin. Visceral leishmaniasis was found at 
autopsy.3 Other local cases were among OFWs who 
developed cutaneous infection while working in Saudi 
Arabia. The first case was a 30-year-old man with small 
ulcerating nonpruritic papules and several non-tender 
nodules in a lymphangitic distribution proximal to the 
original lesions.4 Leishmania amastigotes were found in both 

the primary papular lesions and a subcutaneous nodule.  

Treatment with one month of daily oral itraconazole 
resulted in healing with scarring and pigmentation of the 
ulcers and clearance of the subcutaneous nodules. The 
second case was a 50-year-old man with a 12-year work 
history abroad who presented with ulcerating bite-like 
lesions on the chest.5 He was diagnosed with leishmaniasis 
recidivans, and was treated with various regimens including 
combinations of pentavalent antimony (sodium 
stibogluconate), rifampicin, liquid nitrogen cryotherapy, oral 
ketoconazole and isoconazole cream. There was eventual 
resolution of lesions after recurrence. The two other 

Figure 1a.  Lymphocytes and macrophages, within which 
are clusters of innumerable round basophilic amastigotes 
(biopsy of hand ulcer, H&E, x 1000)  
 

Figure 1b. Characteristic amastigote form with its rod-
shaped kinetoplast (arrow) (biopsy of hand ulcer, H&E) 
 

B A 

Figure 2.  Appearance of skin lesions and response to treatment. 
Upper row, lesion on anterior left leg; bottom row, lesion on dorsum of left hand. A , 1 year-old lesions after 23 days of 
fluconazole and 9 days of prednisone, prior to initiation of LAmB treatment. B, 4th day of  LAmB therapy, beginning 
granulation over ulcers. C, 9 days after LAmB, epithelialization of ulcer borders. D, 15 days after LAmB, further granulation of 
ulcers and decrease in size of lesions. E,  30 days after LAmB, full reepithelialization of hand ulcer.  F, 46 days after LAmB, full 
reepithelialization of leg ulcer. G,  6 months after treatment, residual scarring.  
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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 
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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 
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He soon developed respiratory failure, upon which the 
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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

 

cutaneous cases were patients seen at the Philippine General 
Hospital’s Department of Dermatology, both of whom  
presented with localized verrucous erythematous plaques 
mainly on the arm and neck. One patient had  resolution of 
lesions after receiving sodium stibogluconate (imported 
from abroad), while the other patient was lost to follow-up. 

L. amazonensis may present as localized, as in this 
particular case, or as diffuse cutaneous form. The latter 
presents with extensive cutaneous macules, papules, 
nodules or plaques, without ulcerations and mucosal 
involvement, and does not heal spontaneously. Relapse 
commonly occurs, and is unresponsive to further treatment.6 

Despite evidence of self-healing in cutaneous infections 
caused by some Leishmania species, treatment is indicated in 
patients with multiple (> 5), large (> 4–5 cm) or chronic 
lesions (present for six months or more) or for those located 
over joints. Treatment enables faster control, reduces 
scarring and is thought to prevent  dissemination or 
relapse.7-11 The management of leishmaniasis in non-
endemic countries poses a challenge for physicians, owing to 
lack of awareness of the disease and the variety of clinical 
presentations.12 The World Health Organization  
recommends pentavalent antimonials for L. amazonensis 
infection and for cutaneous disease caused by most other 
species. Amphotericin B deoxycholate, pentavalent 
antimonials with topical imiquimod or LAmB is 
recommended for relapses.6  Oral agents such as miltefosine 
and the azoles have variable efficacy.13 Local patients in the 
Philippines with leishmaniasis were treated with azoles or 
sodium stibogluconate brought in from the Middle East. 4-5 
LAmB, an approved mode of treatment in visceral infection, 
has been demonstrated to be effective for NWCL in limited 
trials, but is not locally available.13  With successful 
treatment, lesion size is expected to diminish by at least two-
thirds after 6 weeks and complete healing is anticipated by 
6-12 months.14 Persistence of an active-appearing lesion 
more than 3 months after treatment may call for retreatment 
which may involve a change in therapeutic regimen.14 

Acquisition of cutaneous leishmaniasis by OFWs or 
travelers may be avoided by awareness of endemicity in 
geographical areas, places of particularly high risk exposure, 
modes of transmission and preventive measures. OFWs in 
the Middle East should be briefed prior to departure and 
given advice as to protective clothing, insect repellent, 
avoidance of sandy areas and animal shelters, going outside 
from dusk to dawn, the presence of dogs and rodents next to 
sleeping quarters, and vector control in situations where 
exposure is unavoidable. If infection occurs while in the 
country of exposure, familiarity with signs and symptoms is 
necessary to prompt consultation with and treatment by 
local health officers.  If the infection manifests itself upon 
return to the Philippines, a high index of suspicion for 
leishmaniasis is needed for patients with history of travel. 
Lack of availability of medications locally would require 
importing them from nearby countries, thus limiting easy 
access to appropriate treatment.  

 There is great diversity of imported leishmaniasis in 
terms of region of acquisition, etiologic agent, clinical 
presentation, treatment options and outcome.15 With an 
increasing number of Filipinos working abroad and 
opportunities for world travel, we expect to see more cases 
locally. If a history of travel is not obtained by the physician, 
the diagnosis may be delayed, and a more complicated form 
of the disease may develop. 
 

Conclusion 
This report describes the first documented case of 

NWCL in the Philippines. The value of an exhaustive 
history, including travel and exposure to animals, should be 
emphasized when presented with an unusual or nonhealing 
skin lesion case that does not respond to usual modes of 
treatment. A case-to-case basis for choosing the best mode of 
anti-leishmanial treatment is recommended as no single 
treatment approach fits all possible clinical presentations.6 

 
 
 

Table 1. Known cases of leishmaniasis ocurring in Filipinos 
 

AGE/
SEX 

EXPOSURE 
PLACE 

EXPOSURE 
TIME (years) 

INITIAL 
PRESENTATION 

TYPE OF 
INFECTION 

TREATMENT OUTCOME 

34/M Abu Dhabi 2.5  hematochezia VL no treatment died 
30/M Saudi Arabia 2 sporotrichoid distribution 

of papules, arm 
OWCL; sporotrichoid itraconazole resolved 

50/M  Saudi Arabia  12  ulcerating  bite-like lesions  leishmania recidivans  1.  sodium stibogluconate   
2.  rif + LNC 
3.  keto, iso 
4.  sodium stibogluconate + keto, iso 
5.  sodium stibogluconate , keto  

resolved  

36/M  Saudi Arabia  5  verrucous plaque, arm  OWCL; localized  sodium stibogluconate  resolved  
34/M  Saudi Arabia  unknown  erythematous plaque, neck  OWCL; localized  no treatment  lost to follow-up 
45/M  Colombia ~ 1-2  ulcer on l hand  NWCL; L. amazonensis  liposomal amphotericin B  resolving  

 

VL – visceral leishmaniasis, OWCL – Old World cutaneous leishmaniasis, NWCL – New World cutaneous leishmaniasis, rif – rifampicin, LNC – liquid nitrogen cryotherapy, 
 iso – isoconazole cream, keto - ketoconazole 
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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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