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Lost I lost I
Lost my sense

Don’t I know it
How no sense

Vision dark my 
Vision cloud

Often jig jag 
sense is out



Heart my throbs

And brain is light

Body my sweat

And breath not quit

Eye is dark

and mind unrest

Where I where I

Going next 



I am on the ground
How fallen 
Who fell
is unknown 



What is syncope

• Syncope is a symptom , not a diagnosis . 

• self–limited TLOC and postural tone ,

• Relatively rapid onset,

• Variable warning symptoms,

• Spontaneous , complete and usually prompt recovery

• Without medical or surgical intervention.



wakefulness to death
a sea of sense and no sense

Syncope Confusion 



Floating in the sea of sleep, oh! Sea of tranquility 



Sleep to death-A six coloured flag
Sleep

Syncope

Stupor

Coma

Brain death

death



Sleep to death-differentiation 
Awareness Vital signs Reflex Response 

Sleep Superficial loss 
of awareness

Intact Normal Easy

Syncope Loss of 
awareness

Intact Normal Auto 

Stupor Deeply lost Intact Normal Minimum 
response to 
maximum stimuli

Coma Loss of 
consciousness

Intact Variable No response or 
minimum 
response

Brain death Loss of 
consciousness

Absent 
(on ventilator)

Absent. Heart
goes by its own 
rhythm

No response

death Loss of 
consciousness

absent Absent .  heart 
stops 

death



Evaluation

Diagnosis

Treatment



Evaluation of syncope 

? Syncope 

? Type ? Cause 



Syncope related phenomenon
• TLOC

• Syncope

• Mimicking syncope

• Pseudosyncope

• Malingering

• Found lying on the ground

• Acute illness (causing syncope)



Real/Apparent TLOC

real TLOC malingering 
pseudosyncope

syncope                 syncope mimic

sense absent                              sense present

metabolic disorders falls
Epilepsy drop attacks
Intoxications cataplexy



Versus
• TLOC vs Syncope

• Malingering vs pseudosyncope

• Pseudosyncope vs Syncope

• Syncope vs seizure 

• Syncope vs akinetic seizure 



TLOC vs syncope 

TLOC syncope 

Due to any cause Only cerebral hypo 
perfusion 

All Syncope are TLOC All TLOC are not 
syncope



Acute illness causing syncope

 Infection

 Acute coronary syndrome

 Bleeding 

** transient ischemic attacks do not cause syncope 
without focal neurological symptoms. 



Found lying on floor
The precipitating event-

The patient is unable to get up from the floor and may 
not have a clear memory of events. Common presentation in 
older people 

Acute illness

syncope

seizure

fall



Malingering

Pretend to be ill in order to escape duty or work. 



Psychogenic Pseudosyncope(PPS)

• Appearance of transient loss of consciousness
(TLOC)

• In the absence of true loss of consciousness.



Difference between malingering and 
pseudo syncope

Malingering Pseudosyncope

Not a psychiatric disorder Psychiatric disorder

Dominantly male Dominantly female 

On undesired duty or on 
punishment 

Prolong mental agony, prolong 
conflict

All the clinical findings for pseudosyncope are positive in malingering 
also



Difference between pseudo syncope and 
syncope

Pseudo syncope Syncope

Predominantly female Male and female

Bizarre posture Straight helpless attitude

Blinking of the eye lids No blinking

Lock jaw No lock jaw

Bizarre respiration Regular respiration



Pseudo syncope Syncope

Eye ball roles lifting of the upper eye 
lid

No rolling of the eye 
role

This rolling increases when light focus 
on it.

Not a such

Stimulation of nostril- patient response No response

Painful stimuli- Patient response 
No response





Clue and clinical diagnosis

Clue clinical diagnosis 

History of minor/subtle trauma concussion

psychological trauma hysteria/pseudo syncope 

Starring look, unmindfullness akinetic seizure 

Prolong standing orthostatic syncope



Clue clinical diagnosis 

History of drug drug induced TLOC

History of heart disease cardiac syncope

History of upstairing, rapid 
walking 

aortic stenosis 

exhaustion Pulmonary hypertension, HCM



Difference between seizure and syncope

seizure syncope
Overactivity of cerebral neuron Cerebral ischemia

Any position Rarely in recumbent position 
except stokes Adam attack.

Often with Aura. No Aura

Followed by rapid return to 
normal or loss of consciousness.

Followed by rapid return to 
normal

Tonic convulsion with upturning 
eyes .

Not in syncope



Difference between akinetic seizure and syncope

Akinetic seizure   syncope
Unmindful and starring gaze Not such

Sudden loss of muscle tone. Not such

Remaining conscious or briefly 
losing consciousness.

unconscious

Nodding head (occasionally). No head nodding

Falling straight to the ground is a common feature of both akinetic 
seizure and syncope



Types of syncope 
•

Syncope

orthostatic cardiac Neural unexplained

1/3rd of the syncope is unexplained 
syncope 



Etiology of syncope



Common to uncommon
Neural

Unknown

Cardiac

orthostatic



Syncope in the Elderly

• Retrospective Review 
from 2002-2006 at Yale

• 2106 syncope admits, 
aged ≥65

• Admission or discharge 
diagnosis of syncope

• Syncope Etiology:

 Unknown 47%

 Vasovagal 22%

 Orthostasis 13%

 Arrhythmia 12%

 Dehydration 8%

 Other cardiac causes 4%

 Situational 3%

 >1 Etiology 9%

Mendu ML, Arch Intern Med 
2009



Causes of syncope by age

Parry SW, BMJ 2010

The more the age the less the neural cause
The more the age the more the orthostatic and cardiac cause



• Age more than 60
Neural(commonest)

 Orthostatic

Cardiac 

• Age less than 40
 neural(commonest)

Orthostatic

cardiac



Cause of syncope



Neural Syncope

• Vasovagal Syncope (VVS)

• Carotid Sinus Syndrome (CSS)

• Situational syncope
 Post-micturition

 Cough

 Swallow 

 Defecation

 Blood drawing, etc.



VVS vvsvvs



vvs



CSS

head turning 
shaving , 

wearing  a tight 
collar

Carotid sinus pressure decreases heart rate  and blood pressure 



Orthostatic
Etiology:

 Drug-induced (very 
common)
 Diuretics
 Vasodilators

 Primary autonomic 
failure
 Multiple system atrophy
 Parkinson’s Disease
 Postural Orthostatic   

Tachycardia Syndrome 
(POTS)

 Secondary autonomic 
failure
 Diabetes
 Alcohol, Amyloid



Cardiac syncope
1. Arrhythmia 

 Brady
 SN dysfunction

 AV block  

Tachy
VT

SVT

Long QT syndrome

2. Aortic stenosis 

3. HCM

4.Pulmonary hypertension

5. Pulmonary embolism 



Diagnosis 

History and physical examination

Initial  
investigation 

Sequential  
investigation 



History and physical examination aiming 

1. To find out real unconciousness or 
malingering or pseudosyncope.

2. Syncope or other TLOC

3. If syncope whether cardiac or neurological or 
orthostatic or unexplained 



History
History from patient

History  from any available 
eye-witnesses

5 Ps
• Precipitants

• position

• Prodrome

• Palpitations

• Post-event phenomena
 Prodome
 Dizziness
 tiling 
 Sweating
 Blackout

Others :

• Appearance-
Abnormal 
movements

• Eyes open or closed
• Mental state
• Incontinence/tongue 

biting



Physical examination

• Vital signs
 Pulse 

 Blood pressure (Orthostatic change)

 Respiration 

• Precordium-exclude cardiac disease 

• Neurological exam

• Carotid sinus massage (after seeing carotid 
bruit)



Carotid Sinus Massage (CSM)

• Method1

 Massage, 5-10 seconds

 Don’t occlude

 Supine and upright posture 
(on tilt table)

• Outcome
 3 second asystole and/or       50 mmHg fall in systolic 

BP with reproduction of symptoms = Carotid Sinus 
Syndrome

1Kenny RA. Heart. 2000;83:564.
2Linzer M. Ann Intern Med. 1997;126:989.
3Munro N, et al. J Am Geriatr Soc. 1994;42:1248-1251.



• Absolute contraindications2

 Carotid bruit, known significant carotid arterial 
disease, previous CVA, MI last 3 months

• Complications 
 Primarily neurological

 Less than 0.2%3

 Usually transient

1Kenny RA. Heart. 2000;83:564.
2Linzer M. Ann Intern Med. 1997;126:989.
3Munro N, et al. J Am Geriatr Soc. 1994;42:1248-1251.



Investigations
I. Initial investigation

 Complete blood count 

 Peripheral blood film

 X-ray chest P/A view

 Urine RE

 ECG-Echo 

 Blood biochemistry (lipid profile, Blood 
sugar and hbA1c, creatinine)



II. Sequential investigation

arrhythmia suspected : ( may do )
 Ambulatory ECG

 Holter monitoring
 Event recorder
 Intermittent vs loop
 Insertable loop recorder (ILR)





neurological syncope suspected 
EEG
Head CT
Head MRI 

Difficult syncope (still unexplained)
Head-Up till test (HUT)

Adenosine triphosphate test(ATP)
Electro physiological study (EPS)

After doing all the test still cause of some syncope is not 
found these are really unexplained syncope.



Head-Up Tilt Test (HUT)

Record 

symptom

Pulse

BP

ECG

O2 sat

Brignole M, et al. Europace. 2004;6:467-537.

60° - 80°

Test is positive

symptom+

BP falls

arrhythmia



Adenosine Triphosphate (ATP) Test

• Ongoing investigation 
in the USA

• Provokes a short and 
potent cardioinhibitory 
vasovagal response

• Advantages
 Simple

 Inexpensive

 Correlation with 
pacing benefit

• Seems to identify a unique 
mechanism of syncope found 
in patients with:
 Advanced age

 More hypertension

 More ECG abnormalities

Brignole M. Heart. 2000;83:24-28.     
Donateo P. J Am Coll Cardiol. 2003;41:93-98.
Flammang D. Circ. 1999;99:2427-2433.



Adenosine Triphosphate (ATP) Test
• Adenosine test:

supine admn 20 mg IV bolus 

with ECG and BP  monitoring.

• Recomm by ESC guidelines: 

an ‘experimental’ test in the diagnosis of unexplained   

syncope.



• The test is quick and cheap.

• a positive test: the induction prolonged asystole  ( 6s) 

 or high degree AVB ( 10s).

• Adenosine unmasks cardio-inhibitory VVS SND or high 
degree AV block .



Must-nice-may-avoid
• Must do every time:
 History 

 Pulse 

 blood pressure 

 Precordium 

 Neurological 
examination

 Blood biochemistry

 Nice to do:

• ECG ,Echo and EEG

May do 

 Ambulatory ECG

 HUT

 ATT

 EPS

 Try to avoid:

• CT  scan and MRI of head 

Other testing according to clinical diagnosis.





Treatment 



VVS 
General Treatment Measures 

Acute intervention

• Physical maneuvers, 
eg, 
crossing legs or tugging 
arms

• Lowering head

• Lying down

Long-term prevention

 Diet, fluids, salt 

 Education

 Tilt training

 Drug therapy

 Pacing

Brignole M, et al. Europace, 2004;6:467-537.



VVS 
Pharmacologic Treatment

• Fludrocortisone 

• Beta-adrenergic blockers

 Preponderance of clinical evidence suggests minimal 
benefit1



• SSRI (Selective Serotonin Re-Uptake Inhibitor)

 1 small controlled trial2

• Vasoconstrictors

 1 negative controlled trial (etilefrine)3

 2 positive controlled trials (midodrine)4,5



Orthostatic Intolerance

• Patient education, injury avoidance

• Hydration

 Fluids, salt, diet 

 Minimize caffeine/alcohol

• Sleeping with head of bed elevated

Brignole M, et al. Europace, 2004;6:467-537.



• Tilt training, leg crossing, arm pull

• Drug therapies

 Fludrocortisone, midodrine, erythropoietin

• Tachy-Pacing



Treatment of Long QT
• Emergency treatment

IV magnesium

Pacing (to overcome bradycardia or pauses)

Isoproterenol (to increase heart rate and shorten 
repolarization)

ICD (if prior SCA or strong family history)

Schwartz P, Priori S. In: Zipes D and Jalife J, eds. Cardiac Electrophysiology. Saunders;2004:651-659.



If drug induced: 

• Reverse bradycardia

• Withdraw drug

• Avoid ALL long-QT provoking agents

If genetic:

• Avoid ALL long-QT provoking agents



Bradyarrhythmia

• dual chamber pacemaker : 
Class I indication for pacing 

• Ventricular pacing :
atrial fibrillation with 
slow ventricular 
response

ACC/AHA/NASPE 2002 Guideline Update. Circ. 2002;106:2145-2161.



Tachyarrhythmia

• Atrial tachyarrhythmia

AVRT due to accessory pathway – Ablate pathway

AVNRT – Ablate AV nodal slow pathway

Atrial fib – Pacing, linear/focal ablation for paroxysmal AF

Atrial flutter – Ablate the IVC-TV isthmus of the re-entrant 
circuit  for ‘typical’ flutter .



 Ventricular tachyarrhythmias

Ventricular tachycardia – ICD or ablation where 
appropriate

Torsade de pointes – Withdraw offending drug or implant 
ICD 
(long QT/Brugada/short QT)

• Drug therapy may be an alternative in many cases
Brignole M, et al. Europace. 2004;6:467-537.



Conclusion

• Syncope is a common symptom with many causes

• Deserves thorough investigation and appropriate 
treatment

• A disciplined approach is essential

• ESC guidelines offer current best practices

Brignole M, et al. Europace, 2004;6:467-537.



Brain’s verse 
Sometimes wakeful

Sometimes sleepy 

Mood is cool and

mind is happy

Sometimes dizzy

sometimes drowsy

Body lazy 

vision fuzzy 

Sometimes syncope

syncope syncope

Don’t be worried

we have much hope

Sometimes stupor 

Often coma 

Hope is fading 

Trauma trauma

Brain death and death

No more no breath

Life is ended

and recommended.



Last but not the least 
No more agony

Laughing laughing

Syncope syncope

For time being
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