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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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Introduction 

Patients with Juvenile Idiopathic Arthritis (JIA) are at an 
increased risk for the development of TB primarily because 
of altered cell-mediated immunity. This is especially 
important among patients in the Philippines where the 
National Prevalence Survey undertaken by the Tropical 

Disease Foundation in 1997 showed a 42% overall 
prevalence rate of active pulmonary TB in urban and rural 
communities combined, and 16.1% in children aged 5-9 
years.1,2 This risk is further confirmed by the WHO Global 
TB Report of 2010 which showed that the Philippines has the 
ninth highest burden of tuberculosis in the world. The 
country lists tuberculosis as the sixth leading cause of 
morbidity and mortality with an estimated all cases 
prevalence of 293/100,000 (0.29%).3 

Among JIA patients, the risk of TB is magnified as they 
have abnormalities in the immune system that activate 
inflammatory processes. Juvenile idiopathic arthritis is 
characterized by the production of auto-antibodies, immune 
complexes and complement. T-cell and humoral 
abnormalities activate the inflammatory cascade, resulting in 
widespread inflammation in the joints and synovial fluid; as 
well as in extraarticular organs (e.g., eyes, liver, lymph 
nodes).4 In addition, there is an association between the 
chemotherapeutic agents used in rheumatic diseases and an 
increased risk of TB infection. These agents include disease-
modifying anti-rheumatic drugs (DMARDs) such as 
methotrexate, anti-malarials, and leflunomide; 
corticosteroids; cytotoxic combinations; and newer biologic 
DMARDs in the form of tumor necrosis factor-alpha (TNF-) 
antagonists.5-9 

Recent studies that monitored the adverse events 
related to the use of TNF- antagonists among patients with 
rheumatologic disease showed an increased risk of 
reactivation of latent tuberculosis infection, further 
escalating active TB rates.10,11 Strategies are thus advocated 
to screen for and treat latent TB infection prior to treatment 
with TNF- antagonists.12 The Philippine Rheumatology 
Association has formulated national guidelines for screening 
patients for tuberculosis prior to the administration of 
biologic therapy13 to identify patients at increased risk of 
developing tuberculosis. 

Early detection of TB infection and institution of 
appropriate chemoprophylaxis and treatment decrease the 
risk of spread of transmission and progression to active 
disease with its associated morbidity and mortality.14 The 
Mantoux skin test, with its sensitivity of 87% and specificity 
of 80%,15 is the currently available and most commonly used 
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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

screening test for latent tuberculosis infection in the 
Philippines.16 However, there are no local studies using the 
Mantoux test in determining the prevalence of tuberculosis 
among Filipino children with JIA. 

 
Methods 

This was a descriptive, cross-sectional study conducted 
at the pediatric rheumatology clinic of a tertiary hospital. 
Twenty-eight patients with juvenile idiopathic arthritis who 
gave assent and whose parents/guardians gave written 
informed consent were included.  A baseline interview and 
physical examination was performed to gather demographic 
and clinical data. This included the age, sex, prior TB 
infection and treatment, history of TB exposure, history of 
BCG vaccination, symptoms of TB infection, presence or 
absence of a BCG scar, duration of illness, concomitant 
medications and disease activity. Active JIA disease was 
defined as having active synovitis and/or active extra-
articular features requiring drug therapy, or manifesting 
with increasing number of joint involvement irrespective of 
drug therapy. Inactive disease was defined as having no 
evidence of active synovitis; no fever, rash, serositis, 
splenomegaly or generalized lymphadenopathy attributable 
to JIA; no active uveitis; normal ESR and/or CRP; and no 
disease activity as measured by physician global 
assessment.17,18 

Tuberculin skin test:  Mantoux skin testing was 
performed using 5 TU PPD. The skin reaction was read after 
48 to 72 hours. A negative PPD was defined as an induration 
of <5 mm, while a positive PPD was defined as an 
induration of 5 mm for patients with juvenile idiopathic 
arthritis, who were considered a high-risk group because of 
their immunocompromised state and the medical treatments 
they receive.16 The gathered data was encoded in case report 
form. 

For subjects positive for Mantoux test, further history, 
chest radiograph and appropriate laboratory examinations 
were performed to rule out active tuberculosis. Patients with 
latent tuberculous infection were started on isoniazid or 
rifampicin, and combination therapy for those with active 
TB disease.14,16 All personal and clinical data gathered were 
kept confidential.  
 
Definition of terms 

Latent tuberculous infection (LTBI) was defined as 
infection with M. tuberculosis in a person with a positive 
Mantoux test result but no clinical or chest x-ray findings of 
TB disease or whose chest x-ray showed evidence of healed 
infection. Evidence of healed infection included granulomas 
or calcifications in the lungs, hilar lymph nodes or both.19 

Active tuberculosis disease in children was diagnosed 
when 3 out of the 5 following criteria were fulfilled: (1) 
exposure to an adult or adolescent with active tuberculosis 
disease; (2) positive Mantoux tuberculin test; (3) signs and 

symptoms suggestive of tuberculosis (history of recent 
weight loss or failure to gain weight, cough and/or wheezing 
for >2 weeks, and prolonged unexplained fever of >2 weeks); 
(4) abnormal chest radiograph suggestive of tuberculosis; 
and (5) laboratory findings suggestive of tuberculosis 
(histological, cytological, biochemical, immunological and/or 
molecular).19 

Statistical Analysis:  The prevalence of tuberculosis 
(including latent tuberculous infection and active TB 
disease) among JIA patients was estimated at 95% 
confidence level using adjusted Wald method.  A child was 
considered positive for latent tuberculosis if he/she had a 
positive tuberculin skin test.  Active TB disease, on the other 
hand, was defined as a positive tuberculin test with chest 
radiograph and/or microbiologic studies confirming active 
disease. 
 

Results 
Mantoux skin testing was performed in 28 Filipino 

children with JIA. Their demographic data and baseline 
clinical characteristics are summarized in Table 1. The mean 
age was 9.7 +/- 3.5 years.  The youngest was 2 and the oldest 
was 17.5.  Forty-three percent were males. There was history 
of BCG vaccination in all patients, with BCG scar noted in 
89.3%. There was TB exposure in 8 and history of treatment 
with anti-Koch’s in 9 patients. Of those who received 
treatment, 5 were treated for pulmonary TB, 3 for symptoms 
of prolonged fever and weight loss with no chest x-ray and 
microbiologic findings suggestive of tuberculosis at the time 
that JIA was not yet considered, and 1 for 2 months for 
possible TB arthritis but eventually ruled out.  

 
Table 1. Demographic and clinical characteristics of JIA 
patients (n=28) 
 

Demographic Features  
Age  
 Mean, years 12.3 
 Range, years 2 - 17.5 
Male: Female 3:4 
Disease duration  
 Mean, years 3.4 
 Range, years 0.2 - 10 
Clinical characteristics Number of patients (%) 
BCG vaccination 28 (100) 
BCG scar 25 (89.3) 
TB exposure 8 (28.6) 
History of TB treatment 9 (32.1) 
JIA patients with active disease 22 (78.6) 
Methotrexate use 12 (42.8) 

 
In these patients with JIA, the mean disease duration 

was 3.4 years and 22 had active disease. Methotrexate, a 
disease-modifying anti-rheumatic drug, was used by a total 
of 12 patients in a mean dose 7.4 (range, 4.3 to 10) 
mg/BSA/week for a mean duration of 9.6 (range, 0.8 to 72) 
months. It was used alone in 5 (17.9%) patients and in 
combination with naproxen in 7 (25%).   
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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 

Ten of the 28 patients (35.7%) had positive PPD skin test 
(95% CI, 20.6% to 54.2%). On further investigation (Table 2), 
7 had latent tuberculosis, and 3 with active pulmonary 
tuberculosis.  
 
Table 2. Tuberculous infection among JIA patients 
 

 Number of patients Percentage 95% CI 
Latent TB 7 25 -  
Active TB 3 10.7 - 
Total 10 35.7 20.6 – 54.2 

 
Discussion 

In the Filipino pediatric population, the problem of TB 
infection in urban poor settlements is worse with a 
prevalence rate of 39% compared with the national survey 
prevalence of 16.1%.2,20 Among immunocompromised 
patients, studies show that tuberculous infection has a 
prevalence rate of 45% among children with acute 
leukemia,21 56% among those with type I diabetes mellitus,22 
and 46.2% among children with idiopathic nephrotic 
syndrome.23 The results of this study showed that juvenile 
idiopathic arthritis patients had a comparable rate at 35.7%.  
This can even go as high as 54%. 

Among the subjects who had negative PPD, 8 out of 18 
were on methotrexate.  While those with positive PPD, 4 out 
of 10 were on methotrexate. Approximately the same 
proportion of patients in both groups had history of 
methotrexate use. To the knowledge of the authors at the 
time of this study, there is no published evidence indicating 
that methotrexate use increases the risk of TB infection in 
JIA. Our patients on methotrexate can be further monitored 
for possible susceptibility to mycobacterial infections. 

There is still a subset of JIA patients who do not 
respond to conventional therapies. Treatment of refractory 
cases has emerged as a problem among rheumatologists. 
Studies reveal that the pro-inflammatory cytokine, tumor 
necrosis factor alpha (TNF-), which correlates with disease 
activity, is found to be elevated in the blood and synovial 
fluid of children with juvenile idiopathic arthritis.24 TNF- 
has then become a target of newer biologic DMARDs.   

In our country, TNF antagonists are available in the 
form of etanercept and infliximab. Anti-TNF agents inhibit 
the ability of macrophages to phagocytose and kill 
Mycobacterium. Granuloma formation, which decreases the 
risk of TB dissemination in the host by walling off the 
mycobacteria, is also inhibited.25 The protective mechanism 
of the TNF- is suppressed. These findings have prompted 
the Philippine Rheumatology Association (PRA) to form a 
task force to develop practice guidelines for TB screening 
prior to the administration of biologic agents.13 The 
guidelines emphasize the need to screen the patient and all 
household and close contacts using the Mantoux test for 
latent TB and chest radiograph for active TB. All cases of 
active and latent TB should be treated appropriately. It is 

recommended that biologic therapy be initiated after the full 
course of anti-TB therapy in patients with active TB, or at 
least 4 weeks after starting TB prophylaxis in patients with 
latent TB.  Furthermore, candidate patients exposed to 
household contacts with TB, regardless of tuberculin skin 
test result, should be given TB prophylaxis prior to 
commencing biologic therapy. 

The high proportion of JIA patients with latent TB in 
our study further highlights the need to screen our patients 
and to treat them properly to decrease the risk of 
progression and spread of the disease. 

 
Conclusion and Recommendation 

There is a 35.7% prevalence rate (95% CI, 20.6% to 
54.2%) of tuberculous infection among pediatric patients 
with juvenile idiopathic arthritis based on the Mantoux skin 
test.  

Pediatric JIA patients are a high risk group for 
developing TB infection. They will greatly benefit if treated 
appropriately once detected. The Philippine guidelines for 
the screening of tuberculosis prior to the use of biologic 
agents among patients with rheumatologic diseases should 
be enforced to decrease the likelihood of reactivation of 
latent tuberculosis. 
 
 
___________ 
 
References 
1. Tupasi TE, Radhakrishna S, Rivera AB, et al. The 1997 Nationwide 

Tuberculosis Prevalence Survey in the Philippines. Int J Tuberc Lung 
Dis. 1999; 3(6):471-7. 

2. Tupasi TE, Radhakrishna S, Pascual ML, et al. BCG coverage and the 
annual risk of tuberculosis infection over a 14-year period in the 
Philippines assessed from the Nationwide Prevalence Surveys. Int J 
Tuberc Lung Dis. 2000; 4(3):216-22. 

3. World Health Organization. Global tuberculosis control report. 2010. 
4. Cassidy JT, Petty RE. Textbook of Pediatric Rheumatology, 5th ed.  

Philadelphia: Elsevier Saunders, Inc.; 2005. 
5. Lahdenne P, Vahasalo P, Honkanen V.  Infliximab or etanercept in the 

treatment of children with refractory juvenile idiopathic arthritis: an 
open label study. Ann Rheum Dis. 2003; 62(3):245-7.  

6. Lai JH.  Taiwan experience with etanercept in juvenile rheumatoid 
arthritis.  J Microbiol Immunol Infect. 2005; 38(6):451-4. 

7. Horneff G, Schmeling H, Biedermann T, et al. The German etanercept 
registry for treatment of juvenile idiopathic arthritis.  Ann Rheum Dis. 
2004; 63(12):1638-44. 

8. Lovell DJ, Giannini EH, Reiff A, et al.  Etanercept in children with 
polyarticular juvenile rheumatoid arthritis.  N Engl J Med. 2000; 
342(11):763-9. 

9. Gerloni V, Pontikaki I, Gattinara M, et al. Efficacy of repeated 
intravenous infusions of an anti-tumor necrosis factor  monoclonal 
antibody, infliximab, in persistently active, refractory juvenile idiopathic 
arthritis: results of an open-label prospective study. Arthritis Rheum. 
2005; 52(2):548-53. 

10. Wolfe F, Michaud K, Anderson J, Urbansky K. Tuberculosis infection in 
patients with rheumatoid arthritis and the effect of Infliximab therapy.  
Arthritis Rheum. 2004; 50(2):372-9. 

11. Saliu OY, Sofer C, Stein DS, Schwander SK, Wallis RS. Tumor-necrosis-
factor blockers: differential effects on mycobacterial immunity. J Infect 
Dis.  2006; 194(4):486-92.  



TB and Juvenile Idiopathic Arthritis

45VOL. 46 NO. 4 2012 - VOL. 47 NO. 1 2013 ACTA MEDICA PHILIPPINAVol. 43 N0. 4 2009      ACTA MEDICA PHIlIPPINA   13

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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