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Introduction 

Myeloid sarcoma (MS) is a rare soft tissue tumour. 
Its presentation can vary from an isolated extra 
medullary leukaemic tumour, concurrently with or  
at relapse of acute myeloid leukaemia (AML) (1). 
The clinical presentation of MS varies according     
to the site of involvement. Common sites include      
sub-periosteum of skull, paranasal sinuses, sternum,   
ribs, vertebrae and pelvis. Lymph nodes and skin are    
also common sites. We report a case of MS in a 
sixteen year old girl presenting with acute flaccid 
paraparesis due to cord compression. 

Case report

A 16-year-old, previously healthy girl presented with 
acute weakness and numbness of lower limbs and 
lower trunk for few hours. She had not passed urine 
for 12 hours. She had history of varicella infection 
one week prior but not sought any medical advice. 
Two days before admission, she was treated for 
dyspepsia and epigastric pain by her general 
practitioner. She denied having any trauma, history 
of exertional dyspnoea, recurrent infections other 
than the varicella infection or any abnormal bleeding 
manifestations. 

On examination, she was febrile and anicteric. 
Healed ulcers of varicella infection were evident. 
There were flaccid hyporeflexic lower limbs with 
sensory loss of all modalities up to T6. Rest of        
the neurological examination including the upper    
limbs was normal. There was no lymphadenopathy 
or hepatosplenomegaly. Bladder was palpable 
extending up to umbilicus. Cardiovascular and 
respiratory system examination was normal.

Preliminary investigations revealed pancytopaenia 
9 9(Hb - 7g/dL, WBC - 6.1x10 /L, platelet - 57x10 /L) 

and her peripheral blood film showed normal red cell 
morphology, leukopaenia and neutropaenia with 
some blast cells and moderately low platelets. The 
haematological findings suggested acute leukaemia. 
Bone marrow aspiration and trephine biopsy 
confirmed acute myeloid leukaemia with maturation 
(FAB AML M2). Chest radiograph showed retro 
cardiac shadow separated from cardiac border 
(Figure 1). An urgent Magnetic Resonance Imaging 
(MRI) of the spine showed paraspinal mass 
extending from T2 to T7. The mass extended into   
the spinal canal through left T4/T5 and T5/T6       
exit foramina and there was an evidence of severe 
cord compression at the same level. Biopsy of        
the paraspinal mass under the ultrasound guidance 
was done and the histology was compatible with 
myeloid sarcoma.

Figure 1:  Retrocardiac shadow (arrow)
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The diagnosis of myeloid sarcoma concurrent with 
acute myeloid leukaemia was made based on above 
investigations and the patient was referred to 
neurosurgeon and oncologist for urgent de-bulking 
surgery and radiotherapy. Patient underwent 
laminectomy followed by radiotherapy.

Discussion 

Myeloid sarcoma is defined as an extramedullary 
tumour consisting of myeloid blast cells with or 
without maturation, with associated effacement      
of tissue architecture (2). MS may be secondary        
to AML, chronic myeloid leukaemia (CML),      
blast crisis or myelodysplastic syndrome in the 
descending order of frequency (3). The other sites of 
occurrence of MS include mediastinum, pancreas, 
parotid gland and uterus (4). The presentation of 
myeloid sarcoma as acute paralysis due to cord 
compression by MS is rare and diagnostically 
challenging (5).

As this patient had varicella infection one week    
prior to the presentation with acute flaccid paralysis,      
the first differential diagnosis was post-viral 
transverse myelitis. But pancytopenia and blast   
cells in blood picture suggested an alternative 
diagnosis. Imaging revealed a paraspinal mass 
causing cord compression and the possibility of 
ganglioneuroblastoma or ganglioneuroma were 
considered. With the haematological and blood 
picture findings suggestive of AML, it was necessary 
to differentiate between ganglioneuroblastoma 
infiltrating marrow causing pancytopenia and 
leukemic deposits causing cord compression. 
Findings of the biopsy of the paraspinal mass and 
bone marrow aspiration finally confirmed the later 
diagnosis. 

Finding of myeloid cells with different maturation 
with strong positivity of myeloperoxidase staining  
of paraspinal mass biopsy (Figure 2) further 
supported the diagnosis of MS. The varicella 
infection prior to this presentation could be due to 
immunosuppression secondary to leukopenia with 
AML.

The diagnosis of AML with maturation (classified 
according to the WHO classification) was made with 
the morphological appearance of blasts of more than 
20% in the bone marrow with more than 10% 
maturing granulocyte component and less than 20% 
of monocyte lineage.

Patient underwent debulking surgery followed by 
radiotherapy under the oncologist’s supervision. But 
the observed clinical improvement from paralysis 
was minimal two weeks following therapy.

        Figure 2(a):  Haemotoxyline and Eosin stain                        

Figure 2(b):  Myeloperoxidase staining

Figure 2: Biopsy of paraspinal mass.

Conclusion 

The acute flaccid paralysis following viral infection 
is not always transverse myelitis. The high degree    
of suspicion to exclude local causes is important      
to prevent / reduce rate of permanent neurological 
damage. Early diagnosis and intervention will 
change the prognosis from “poor” to reasonable 
outcome even though the diagnosis is challenging.    



Case Reports 

 41Galle Medical Journal, Vol 20: No. 2, October 2015

References 

1. Ansari-Lari MA, Yang CF, Tinawi-Aljundi R, Cooper L, 

Long P, Allan RH, et al. FLT3 mutations in myeloid sarcoma. 

British Journal of Haematology, 2004; 126: 785-91.

2. Pileri SA, Orazi A, Falini B. Myeloid sarcoma. WHO 

classification of Tumours of Haematopoietic and Lymphoid 

Tissues. Lyon: IARC Press; 2008: 140-1.

3. Singhal RL, Monaco SE, Pantanowitz L, Cytopathology      

of Myeloid Sarcoma: A study of 16 cases, Journal of          

the American Society of Cytopathology, (2014), doi: 

10.1016/j.jasc.2014.10.001.

4. Massimo Breccia, Franco Mandelli, Maria C. Petti, 

MariellaD' Andrea, Edoardo Pescarmona, Stefano A. Pileri, 

Ida Carmosino, Eleonora Russo, Paolo D Fabritiis, Giuliana 

Alimena. Clinicopathological characteristics of myeloid 

sarcoma at diagnosis and during follow-up: report of 12 

cases from a single institution. Leukaemia Research, 2004; 

28: 1165-9.

5. Landis DM, Aboulafia DM. Granulocytic sarcoma: An 

unusual complication of a leukaemic myeloid leukaemia 

causing spinal cord compression. A case report and literature 

review. Leukaemic Lymphoma, Oct 2003; 44(10): 1753-60.

.



Case Reports

42 Galle Medical Journal, Vol 20: No. 2, October 2015

Infective endocarditis by an unusual organism - Abiotrophia species

Sudusinghe DH
1 2Department of Physiology, Department of Medicine, Faculty of Medical Sciences, University of Sri 

3
Jayewardenepura, Sri Lanka.  Colombo South Teaching Hospital, Kalubowila, Sri Lanka.

Correspondence: Dr. Dinesha Himali Sudu

e-mail:  dinesha94@yahoo.com

1 2 2 3,  Liyanage A ,  Marasinghe C ,  Chandrasiri S

inghe 

Introduction

Infective endocarditis (IE) is one of potentially life 
threatening condition presenting with pyrexia of 
unknown origin. The commonest organism of IE     

   
in Sri Lanka is viridans streptococcus species (1).
We report an uncommon bacterium causing IE, 
which is Abiotrophia species and we were unable to 
find previous records of IE caused by this organism. 

Abiotrophia is also known as nutritionally variant 
streptococci (NDS). It is a part of oral, upper 
respiratory tract and urogenital flora (2). Infective 
endocarditis due to this organism is associated with 
high rates of treatment failure, relapses and mortality 
than Viridans streptococci (3). It is a slow growing 
organism with special nutritional requirements and 
challenging phenotype testing. Hence it is a major 
cause for culture negative infective endocarditis 
(3,4). Therefore an early identification is necessary 
to reduce morbidity and mortality.

Case report

A 48-year-old male presented with a history of 
intermittent fever for three months. One week before 
admission he had an episode of right ankle joint pain 
and swelling, which settled with analgesics. He also 
had loss of appetite, fatigue and weight loss.There 
was no past history of rheumatic fever. He denied 
recent history of dental extractions, intravenous 
cannulation, substance abuse or catheterization.

On admission he was febrile, pale and had first 
degree finger clubbing. A pan systolic murmur was 
heard at the mitral area suggestive of a mitral 
regurgitation without evidence of pulmonary 
hypertension or heart failure. Rest of the clinical 
examination was unremarkable. Full blood count 
showed neutrophil leukocytosis and normochromic 

normocytic anaemia. Urine analysis showed field 
full of red cells. Ultrasound scan of abdomen 
revealed 5 mm calculus in the right kidney. ESR   
was 100 mm and CRP was 45.9 mg/L. Transthoracic 
echocardiogram revealed a mass attached to the 
posterior mitral valve (Figure 1) with normal left 
ventricular function.

Three blood cultures were positive for the same 
organism after 24 hour manual sub culture. A minute 
colony appeared on blood agar without evidence     
of haemolysis. But it did not grow on MacConkey 
agar. The colony did not show carbon dioxide 
dependency. It showed gram positive cocci smaller 
than usual streptococci with short chains and 
Lancefield grouping did not give agglutination. 
Since this organism was fastidious, antibiotic 
sensitivity was done on both chocolate and blood 
agar. Both ABSTs did not show sensitivity zone     
for ceftriaxone but penicillin gave a good zone 
diameter making penicillin the choice of treatment. 

Figure 1: Trans esophageal Echocardiogram 
of the patient showing the healed vegetation
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In Clinical and Laboratory Standard Institute (CLSI) 
test method there is no interpretation criterion for this 
type of organism given in M100. It was sub cultured 
in CLED medium and the organism grew in larger 
colony size. Because of this, the isolated organism 
was assumed to be cysteine dependent. There were 
no centers with biochemical test kits (ex: API step) 
that can identify streptococci species in Sri Lanka.

Our patient was initially started on ceftriaxone, 
before the transthoracic echocardiogram after taking 
blood cultures. As we suspected infection with 
Abiotrophia species, he was started on penicillin   
and gentamicin. Antibiotics were continued for six 
weeks. Fever responded well and inflammatory 
markers were normalized. Patient went home after 
full course of antibiotics without complications.

Discussion

Abiotrophia is a rare cause for IE which accounts for 
 5-6% of all causes of IE in developed countries (3).

Abiotrophia is a cause of serious infections including 
endocarditis, brain abscess and septic arthritis and 
known to associate with higher morbidity and 
mortality (3,5). One of the serious complications of 
IE due to this infection is destructive valvular lesions 
causing heart failure in which early surgical 
intervention should be considered. Slow growth of 
the organism and need of unique nutritional 
requirement for growth make the isolation of the 
organism difficult. However, early antibiotic 
treatment with penicillin and gentamicin gives a  
high rate of success. Although infective endocarditis 
caused by Abiotrophia is extremely rare, early 
identification is crucial to improve the outcome of 
the patients as treatment with ceftriaxone leads to 
treatment failure.

Conclusion

It is possible to isolate Abiotrophia species even with 
manual blood culture system. As this organism can 
cause complications and treatment failure, attempts 
should be taken to take blood cultures before starting 
antibiotics and it is important to know when to 
suspect this organism in the blood culture since rapid 
identification of this organism is not available in Sri 
Lanka.
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Case Report

A 77-year-old labourer was admitted to medical 
ward at Base Hospital Tangalle with bilateral leg 
swelling of one week duration. He had repeated 
hospital admissions to other hospitals over the last 
twenty years for chronic cough, breathlessness and 
wheezing and had several diagnosis cards issued for 
chronic obstructive pulmonary disease, bronchial 
asthma pneumonia and bronchiectasis. Pulmonary 
tuberculosis has been excluded on three occasions 
but there was no regular clinic follow-ups.

He had no history of ischaemic heart disease, 
hypertension or diabetes. Patient had attended school 

rdonly up to 3  grade and had a very poor social-
economical background.

On general examination his upper limb nails were 
dystrophic, yellowish (Figure 1) and both legs were 
swollen (non pitting oedema) up to the thighs  
(Figure 2). He had bilateral basal crepitations and 
ronchi. Air entry was less in the right lung base.        
His cardiovascular, abdominal and central nervous 
system examinations were unremarkable.

Routine investigations including ECG, full blood 
count, serum creatinine, electrolytes, blood urea, 
TSH, serum albumin and liver function tests were 
normal. He had a normal 2D echo with ejection 
fraction of 45%. Three sputum samples were 
negative for acid fast bacilli (AFB).

His chest radiograph showed a moderate right    
sided pleural effusion (Figure 3) and 400ml straw 
coloured clear fluid was aspirated. It showed, 
protein; 6.4g/dL, sugar; 146mg/dL, LDH; 303u/L, 

3               
amylase; 44u, Red Blood Cells 650/mm , leucocytes 

3      
1042/mm  with 80% lymphocytes and was 

 
negative for malignant cells and AFB. Ultrasound 
examination showed a small (4.4cm) echogenic right 

kidney and normal (9.7cm) left kidney and no other 
abnormalities or ascites. 

There was no cause detected for his pleural effusion 
or lymphoedema and the diagnosis of Yellow nail 
syndrome was made in the presence of the typical 
triad of yellowish discolouration of nails, pleural 
effusion and lymphoedema with recurrent attacks of 
bronchitis or bronchiectasis.

Figure 1: Dystrophic,yellowish nails

Figure 2: Bilateral non pitting oedema of legs

Yellow nail syndrome; a well documented condition but missed for many 
years due to unknown reasons  
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Figure 3

Discussion

The ellow nail syndrome is a very rare disease with 
a typical tirade of yellow nails, lymph edema and 
pleural effusions (1) Typically, the nails are slow-
growing, thick and dystrophic with a yellowish 
discolo ration and there may be onycholysis (2). It is 
commonly associated with recurrent respiratory 
problems such as bronchitis, bronchiectasis 
recurrent pneumonia and sinusitis (1,2). It is usually 
acquired later in life but there may be congenital 
cases. Most of these signs coexist simultaneously, 
but usually develop at different stages of life as seen 
in our patient. As different clinical features of the 
syndrome may occur at wide intervals patients may 
not present with the classical triad of symptoms (2). 
Our patient has been suffering from chronic 
respiratory problems over the last 20 years with 
multiple hospital admissions. Although he had a 
yellowish nail discolo ration it remained unnoticed 
due to the coexisting fungal infection. Typically 
yellow nails are seen in both limbs but this       
patient only presented with upper limb involvement.

Y
o

. 

u

u

His pleural effusion and lymphoedema developed 
most recently and simultaneously. All common 
causes for pleural effusion and oedema were 
excluded before arriving at this diagnosis. As seen in 
this patient non pitting leg swelling (lymphoedema) 
occurs more than 80% but there may be hands,   
facial and genital involvements (3). Pleural effusions      
are commonly exudates and are predominant with 
lymphocytes (3). The etiology of this syndrome is 
unknown and management is largely symptomatic 
(4). There are other reported associations of this 
condition such as chylous ascites, intestinal lymph-  
-angiectasia, thyroid abnormalities, malignancies; 
immunological abnormalities and rheumatoid 
arthritis (2,5). Our patient had unilateral contracted 
small kidney.
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Introduction

Varicella Zoster virus is a double stranded 
deoxyribonucleic acid virus of alphaherpesvirinae 
subfamily. It is the aetiological agent of usually     
self limiting primary disease commonly known       
as chickenpox in children and adolescents. 
Reactivation of dormant infection is known as  
herpes zoster (“Shingles”). Disseminated Varicella 
infection with organ dysfunction is sometimes rarely 
seen amongst diabetics and immunocompromised 
patients (1).

We present a case of presumably healthy adult 
female who acquired primary Varicella infection 
which progressed to malignant disease with lung, 
liver and haematological complications and then 
discuss the therapeutic options available. 

Case report

A 60-year-old female presented with high fever, 
epigastric pain and vomiting for one day duration. 
Pain was severe and did not respond to analgesics 
including opioids. On admission patient was in pain, 
heart rate of 110/min with blood pressure 160/100 
mmHg. There were few bilateral coarse crepitations 
in lower zones of lungs with epigastric and          
right hypochondriac tenderness on abdominal 
examination. No evidence of hepatomegaly or 
peritonitis. She was conscious rational, without any 
features of encephalitis and cerebellar disease.

On second day of admission she developed classical 
blisters with “Dew-drop on Rose-petal” appearance. 
Vesicles started to spread from the chest and rapidly 
generalized with haemorrhagic transformation. Oral 
mucosa was also involved with palatal ulcers. Oral 
acyclovir was started at the first crop of blisters but 
she developed generalised abdominal pain with 

petechiae and ecchymoses of skin on the third day. 
Large spontaneous bruise marks were seen in limbs 
and simultaneously she started passing red coloured 
urine. Marked guarding and rigidity of abdomen 
were noted. Complete blood count showed 
lymphocytic leukocytosis with a total count of 

324,000/mm  with lymphocytes 54% and neutrophils 
40% on differential count. Haemoglobin on 
admission was 12.1g/dL and reduced up to 7.1g/dL 

3   
by third day. Platelets were initially 140,000/mm  

3but rapidly reduced to 8000/mm  with bleeding 
             

manifestations. Blood picture showed evidence
 of microangiopathic haemolysis with probable 

 
disseminated intravascular coagulation.

Prothrombin time was 20 sec with an INR of 1.44, 
APTT 50 seconds and d-dimers were elevated.  
Liver profile showed elevated transaminases of 
SGPT; 2080U/L, SGOT; 4220U/L, total bilirubin; 
2.15mg/dL, ALP; 665U/L. Ultrasound abdomen 
scan was normal. Chest radiograph showed  features 
of bilateral Varicella pneumonia with evidence of 
bronchopneumonia. Saturation on high flow oxygen 
was 84%. Arterial blood gas analysis revealed pH; 
7.01, PO ; 55mmHg, PCO ; 50mmHg and HCO ; 2 2 3

11mmol/L. ECG showed sinus tachycardia and    
2D-ECHO revealed no evidence of myocarditis or 
heart failure. Urine output was throughout adequate 
despite haematuria and serum creatinine was 0.5 
mg/dL. Fasting blood glucose was 116 mg/dL.

Patient was started on intravenous acyclovir and 
vancomycin according to the advice of 
microbiologist. Fluids and semi-solid food were 
administered through intravenous route and 
nasogastric tube, respectively because patient found 
oral intake excruciatingly painful. Septic screening 
with cultures was negative. Eight units of platelets 
and ten units of fresh frozen plasma were transfused 
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for component correction. Patient was admitted to 
rd

intensive care unit on the 3  day of admission for 
increasing dyspnoea, low blood pressure and multi 
organ failure, where she was intubated and 
ventilated. Acidosis was corrected and inotropes 
commenced. Despite intensive support she 
succumbed due to fulminant sepsis and organ failure 
on sixth day.

Figure 1: Haemorrhagic Varicella blisters of          
an arm day three 

Figure 2: Large patch of ecchymoses with             
onset of coagulopathy

Disseminated haemorrhagic Varicella can cause 
Varicella pneumonia, encephalitis, hepatitis and 
haemorrhagic complications (2). People with blood 
or solid organ malignancy who are on immuno-         
-suppresants, thrombophilics (protein C and S 
deficiencies) and diabetics are considered as 
susceptible groups (1,3).

Haemorrhagic complications seen prominently in 
this patient, are described in five major clinical 
syndromes (4). Febrile purpura, malignant 
chickenpox with purpura, post-infection purpura, 
purpura fulminans and anaphylactoid purpura. Our 
patient fits second type criteria the best. Acyclovir     
is a guanosine nucleotide analogue and a selective 
inhibitor of herpes virus replication. Oral acyclovir 
and valacyclovir are considered for healthy adults   
at increased risk of fulminant Varicella. Acyclovir    
in a dose of 800 mg five times a day for a week 
minimizes symptoms and disease duration. Lung 
and nervous system involvement is sometimes  
rarely seen in healthy individuals.

In contrast immuosuppresed patients benefit from 
intravenous acyclovir. Some of these patients turn 
out to be acyclovir resistant due to either resistant 
viral strain or host factors. Alternatives in this 
situation are brivudin, foscarnet, vidarabine and 
interferon (5). Prompt initiation of anti-viral 
treatment, being vigilant on herpes viral infections in 
immunocompromised patients and intensive care 
support are fundamental to success in managing 
fulminant chickenpox patients. Susceptible patients 
should take necessary precautions to prevent 
acquiring the disease at the first place.
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Introduction

Hypertrophic cardiomyopathy (HCM) is a disease 
state characterised by unexplained left ventricular 
hypertrophy in the absence of another cardiac or 
systemic disease which can explain it (1). HCM is 
inherited as an autosomal dominant trait and has 
diverse clinical manifestations ranging from 
asymptomatic patients with normal life span to 
sudden cardiac death (2). A considerable proportion 
of patients with HCM have left ventricular outflow 
tract obstruction (LVOT) at rest or on provocation. 
Medical management of HCM involves beta 
blockers and calcium channel blockers. Patients  
with LVOT obstruction, refractory to medical 
management are considered for septal reduction 
therapy with alcohol septal ablation (ASA) or 
myomectomy. Complete heart block is a known 
complication of ASA which is usually transient. We 
report a HCM case with LVOT obstruction needing 
permanent pacing following ASA.

Case report

In 2005, a 51-year-old male presented with shortness 
of breath on moderate exertion and systolic    
murmur was found on clinical examination. His 
ECG revealed bizarre ST and T wave changes. 
Transthoracic echocardiogram (TTE) confirmed the 
diagnosis of HCM with interventricular septum 
diameter of 20mm, LVOT obstruction of 85mmHg 
and systolic anterior motion of mitral valve. He    
was started on beta blockers following which         
the patient became asymptomatic. Meanwhile, the 
family screening with echocardiography revealed 
negative results.

In January 2013, patient presented with worsening 
dyspnoea accompanying chest pain on moderate 
exertion. He underwent coronary angiogram which 
showed a prominent first septal branch in left 
anterior descending artery (LAD). There was no 
evidence of syncopy and his left ventricular (LV) 
ejection fraction was satisfactory during the course 
of illness. Since he continued to be symptomatic 
despite maximum medical therapy it was decided to 
proceed with ASA.

Pre procedure simultaneous pressure recordings at 
LVOT and LV apex revealed a difference of 
72mmHg. We proceeded with the coronary 
angiogram to identify the first septal perforator of 
LAD which was subsequently engaged with 2mm 
over the wire balloon (OTW). With the inflation      
of OTW balloon the pressure gradient across LVOT 
and LV reduced dramatically to 20mmHg. Area 
supplied by the first septal branch and absence of 
backflow to LAD were confirmed with contrast 
injection. A temporary pace maker (TPM) lead was 
placed in the right ventricular apex anticipating 
atrioventricular blocks. 1ml of 100% alcohol was 
slowly injected with 0.5ml at a time and kept for 15 
minutes. There was a dramatic reduction in pressure 
gradient across the LVOT (4mmHg) and the patent 
went into complete heart block and became 
dependent on TPM.

During the seven day stay at coronary care unit, the 
patient continued to have intermittent complete heart 
block and was TPM dependent. After consulting 
cardiac electrophysiology team, it was decided to 
insert a permanent dual chamber pacemaker. 
However following the insertion of permanent 
pacemaker he became asymptomatic and gradually 
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resumed his usual life style. TTE done 1month later 
revealed only 30mmHg pressure gradient across the 
LVOT which is expected to reduce in next few 
months.  

Discussion

ASA is accepted as a reliable modality of treatment 
for symptom relief in patients with HCM since   
1994 (1,3). The indications for ASA are refractory 
symptoms despite medical treatment, resting or 
provocable pressure gradient across LVOT more 
than 50mmHg and inter-ventricular diameter more 
than 18mm. As our patient fulfilled these criteria    
we considered him for ASA (1,3).

Tributaries of the first septal branch of the LAD   
have significant individual variations. They supply   
a large area of myocardium including right 
ventricular septum and the LV apex. Therefore, the 
exact localisation of the septal branch supplying 
basal septum is paramount in ASA. Anatomical 
variations of LAD can result in post procedural 
atrioventricular conduction defects but they usually 
recover spontaneously within 24 - 48 hours while   
10 - 20% will persist and require permanent pacing 
(1). The myocardial contrast echocardiography 
(MCE) during procedure gives an opportunity to 
select the target septal branch in each individual, 
minimizing above complication (3,4). Thus the 
reduction of the incidences of post procedure 
pacemaker implantation is a proven advantage of 
MCE guided ASA which is yet to establish in our 
country (4).

Alternatively the dual chamber pacing is considered 
as an effective mode of treatment for symptom relief 
in HCM (1).  The right ventricular apical pacing  
with the maintenance of atrioventricular synchrony      
has been reported to decrease the LVOT pressure 
gradient. Therefore, our patient was benefitted in 
both aspects with permanent pacing.
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