Syncope Definition of SYNCOPE

« , i~ , g
A Diagnostic and - sudden and transient loss of '
Treatment Strategy consciousness that may result from a wide
spectrum-of cardiovascular, neurologic and

Azad Ghuran MB ChB (Edin), MRCP, MD (Edin), FESC metabolic abnormalities”

Consultant Cardiologist
Self-limited loss of consciousness and postural tone

Relatively rapid onset
www.hertslondoncardiology.co.uk

Variable warning symptoms

Spontaneous complete recovery

Greek words:  ‘syn’ = ‘with’ ‘koptein’ = ‘to cut’ or interrupt

Definition of SYNCOPE

Section I:

Prevalence and Impact

Syncope Mortality
Syncope
Reported Frequency

= Individuals <18 yrs 15%

= Military Population 17- 46 yrs EIEEY/S

Probability of Survival

16-19%

= Individuals >70 yrs* 23%

Follow-up fyrd

*during a 10-year period
Brignole M, Alboni P, Benditt DG, etal. Eur Heart J, 2001; 22: 1256-1306.

NEnglJ Med. 2002;347(12):878-885. [Framingham Study P



Impact of Syncope

Proportion of Patients

Anxiety/ Alter Daily Restricted Change
Depression Activities Driving Employment

zer, J Clin Epidemiol, 1991
2Linzer, J Gen Int Med, 1994

Terra Mitica, Benidorm, Spain

Syncope: Aetiology

Cardiac related

. Structural Non-
Neurally- [l orthostatic [if , Sardia

. Cardio- Cardio-
Mediated ARyt Pulmonai vascular

1 2 3 4 5
« Vasovagal *Drug + Brady « Aortic .
« Carotid Induced >Sick sinus Stenosis N P5Y°h°99"'°
Sinus +Dehydration >AV block . HOCM * Metabolic
+ Situational [l + ANS e.g. hyper-
>Cough Failure ventllatlo‘n
>Post- >Primary « Neurological
micturition »>Secondary

* Pulmonary
Hypertensio

Syndrome

24% 1% 14% 12%

Unknown Cause = 34%

DG Benditt, UM Cardiac Arrhythmia Center

FALLS IN THE ELDERLY

» Each year, more than one third of persons over
the age of 65 fall.

¥ In half of such cases falls are recurrent

» One in 10 falls results in serlous injury.

¥ Falis are responsible for two-thirds of the deaths

resulting from unintentional injuries.

Major health

and socioeconomic problem

Syncope:
A Symptom...Not a Diagnosis

Section lll:

Diagnosis and
Evaluation Options




Initial Evaluation
(Primary Care/Clinic/Emergen

= Detailed history

= Examination

.| _—

Neurally-mediated syncope

« Absence of cardiac disease

» Long history of syncope usually occurring before 40 yrs.

« After sudden unexpected unpleasant sight, sound, smell or pain
« Prolonged standing or crowded, hot places

» Nausea, vomiting associated with syncope

Tunnel vision, tinnitus, yawning

« During or in the absorptive state after a meal

___+ With head rotation, pressure on carotid sinus (as in tumours, shaving, tight

collars)
« After exertion

During a meal

3 P’s : Provocation, Prodromal, Postural

Syncope caused by orthostatic hypotension

and other syndromes of orthostatic intolerance

« After standing up

« Temporal relationship with start of medication leading to hypotension or
changes of dosage

« Prolonged standing especially in crowded, hot places
« Presence of autonomic neuropathy — Diabetes Mellitus or parkinsonism

« After ex n

Syncope
Evaluation and Differential Diagnosis

History — What to Look for

= Complete Description
> From patient and observers, mobile phones-videos

= Associated/Prodromal Symptoms
—=Onset——

= Posture

= Duration of Attacks

= Sequelae

Thank you very much for referring this pleasant 4l-year-old gentleman for a
cardiology opinion.  Approxcimately one week ago. he was at a work event and had
appre ely five pints of beer in the evening. This is more than his normal mtake
which amounts to about five pints i oo week.  The following day. he had a big
breakfast as he was staving in o hotel and ate more than he wsually does. He was at o
meeting and whilst sitting, presenting. started to feel unwell with blurred vision,
lightheaded and sweating, He later stood up, felt unsteady on his feet and lost
consciousness.  He quickly recovered but started to feel ill again with sweating. On
arrival of the paramedics, it was commented that his blood pressure was low and his
ECG showed a ventricular rate of 75 beats per minute (1 have reviewed the ECG)
After laving on the floor for o whale and drmkimg a lot of {lods, he started o feel
better. He felt twed for the rest of the day and by the following day he was back to
normal,  There has been no previous history of svncope or tendency to famt in the

past.

He suffers with mild asthma

His corrent medication consists of a Ventolin imhaler

49 year
old male

He was disgnossd wi
initially cor
Lz biad an uleer om b

His pist medical history includes an appendectomy 1

o consisis of N | and & slow acting imsulie. He was
he stpper as it was i e

nd suffers with Type IT diabetes meflits.

{ERELTS i
of dizzmess during h
abdomen were unremn
dopalis pedis aptery




Cardiac syncope

* Presence of severe structural heart disease
« During exertion, or supine
* Preceded by palpitation or accompanied by chest pain

« Family history of sudden death

- Abnormat€CG—

| Ea—-_

Diagnoses:
%

Large left MCA infarct July 2014
2 Hypertrophic cardiomycpathy (asymmetrical septal hyperrophy IVSD 1.7 cm)
. MR| scan 23" Oclober 2015 showed marked asymmetrical septal hyperrephy (23 mm), mild

LYVOT obstruction and SAM of the mitral valve at rest. Extensive fibroses in the hypenrophled
septum and anterior wall with near transmural and circumferential extension to the mid and
apical segments,
a. Coronary angiogram June 2075 showed unobstructed corenary aneries
5 Post-CVA sezures
| reviewed this genflenan ioday in clinic. Since he was last seen in Apnl 2016 he has had twe
seizures. His wife found him leaning to the left with rhythmical contractions of the amm and legs. He
thien falls askeep for half an hour and on recovery he is 8 ftte confused. His seizures are assoc@ated
with tongue biting and urinary incantinence.
There is no separate history of syncope or palpitations. He gets short of breath on walking 100 yards.
Furesemide made no difference to his symptoms which he disconfinued as it only increased his
urinary fraguency

His current medication consists of Lipitor 40 mg daily, Warfarin 5 mg daily, Bisoprolol 2.5 mg daily
Episenta 20 mg bd and Ramipril 1.25 mg daily.|

Examination

= Cardiovascular
Pulse
Blood Pressure — supine and upright (1, 3 min.)
Heart murmurs

Signs of Heart Failure

Carotid-si >60 j

Abnormal BP fall is defined as a progressive and sustained fall in systolic BP
from baseline value >_20 mmHg or diastolic BP > 10 mmHg, or a decrease
in systolic BP to <90 mmHg.

Epilepsy versus syncope

Symptoms pre event

Findings during LOC

Tongue biting
Incontinence
Symptoms after the event

Epileptic seizure

Aura (déja vu, jamais vu),
chewing, lip smacking,
abnormal stereotypical
behaviour

Tonic-clonic movement, 1-
2min., rhythmic,
hemilateral clonic
movements

Blue
Common (side)
Common

Prolonged confusion >
10min., aching muscles

Neurocardiogenic
syncope

Situational, nausea,
vomiting, abdominal
discomfort, yawning,
dizziness, sweating,
blurred vision.
Improvement lying down
Myoclonic jerks~80%,
<15-30 sec.,

Pallor
Uncommon/rare (tip)
Common

Short duration (<30sec),
nausea and vomiting

RED FLAGS Symptoms and Signs

Syncope with:

- No warning

- With Exercise/ exertion.

- Palpitations

(sequence of events v. important i.e. if palpitations & THEN dizziness = more likely cardiac)

- Chest pain/ SOB

- Being supine

- Cardiac hx

- Signs of heart failure
- Abnormal ECG

- Prolonged LOC, post recovery confusion for longer than a minute or so.

- FH of sudden death even neonatal deaths, Cot deaths, drowning

- New onset or severe headaches

- Frequent recurrence, severe injury or driving involvement e.g. PSV,HGV drivers.

Carotid Sinus Massage

= Qutcome:

» 3 sec asystole and/or 50 mmHg fall in systolic blood
pressure with reproduction of symptoms =

Carotid Sinus Syndrome (CSS)

= Contraindications

previous CVA, Ml last 3 months

= Risks
> 1in 5000 massages complicated by TIA




12-Lead ECG

Normal or Abnormal?
. . >MI (Q waves, ST-T wave abnormalities)
I n Vestlg atl O n S > Severe Sinus Bradycardia/pauses
»>Bundle Branch block, Axis deviation, AV Block
> Preexcitation (WPW), Long QT, Brugada
> Tachyarrhythmia (SVT, VT)

= Short sampling window (approx. 12 sec)

The Beginning: 1949
HOLTER Analysis

Montana physician
Dr Norman Jeff Holter

Rocky Mountain Med J
1949; 747-751

Holter monitor VS Event monitor Conventional Diagnostic Methods/Yield

Test/Procedure Yield

(based on mean time to diagnosis of 5.1 months’

History and Physical 49-85%
(including carotid sinus massage)

2-11%:2
Electrophysiology Study without SHD* 1
Electrophysiology Study with SHD

Ambulatory ECG Monitors:
Holter

P

Holler
monitor

External Loop Recorder
(2-3 weeks duration)
Insertable Loop Recorder
(up to 14 months duration)
Neurological t
(Head C Carotid Doppler)




Head-Up Tilt Test (HUT)
TILT TABLE TEST rmmmm———— —.

!
1
Y e i

e

= PREPARATION:

» 2 hour fast,

» no drugs for 5 half-lives before

= TEST:
» Rest quietly for
—» Head-up tilt 60-80 degrees

» Duration 45 mins

= Continuous monitoring HR / BP .

= Resuscitation equipment / staff

DG Benditt, UM Cardiac Arrhythmia Center

Implantable Loop Recorder

9t positivity rate

Typical VVS, emotional
trigger {Clom)=*

Typical YV, situational
trigger (TNGY#*

Typical VVS, miscellaneous
(Clom)# {TNGY

Likely reflex, atypical

ol (THG)=m Patient Activator Revesal” Plus ILR 9790 Programmer

45%

36%-30%

Subjects without syncope 3
(Passive)= (Clom}?* (TNG)™ | =

ESC guidelines 2018

Conventional EP Testing in Syncope

T N \ . S .
o | NN N A = Limited utility in syncope evaluation
gt il ll Nl bl
83 yo woman N B ) l_ -_k
Bradycardia: Pacemaker | Rl i e e M " " i i i
T l””| | | g/:::; ;Jeseful in patients with structural heart

xirs ijl“:ih—_]\—‘lkjlj‘qukj—l‘ > Heart disease -80%

> No Heart disease...11-50%

= Relatively ineffective for assessing
bradyarrhythmias

Brignole M, Alboni P, Benditt DG, etal. Eur Heart Journal 2001; 22: 1256-1306.
LR recordings; Medtronic data on file rignole i, Alboni, Bendlibs, etal Bur ourna




Unexplained Syncope Diagnosis

History and Physical Exam
Surface ECG, supine and upright BP

Electroencephalogram

- = = Endocrine
= Not a first line of testing Evaluation
. i ﬂwso—):,r':cuo’fie +Glucose
= Syncope from Seizures Neurological « Cortisol
Testing * Holter
= Abnormal in the interval - Head CTScan [l * Tit Table Other CV
~ between two attacks — Epilepsy -Carotd Doppier [ ° " O e

“MRI «Echo « Exercise Test
+ Skull Films EarsiogEm

= Normal — Syncope e
“EEG l

Psycholo
Evaluation

Principal Causes of Orthostatic Syncope

Drug-induced (very common)
Diuretics
Beta blockers N
Antihypertensives Fall in SBP >20

. Tamsulosin/indoramin mm Hg orfall in
Section IV: DBP>10 mm Hg

Elderly - polypharmacy TR 3 mies

Secondary autonomic failure of standing
. g g Diabetes
Specific Conditions and sl
myloi

rea e n p Io S Spinal cord injuries

Alcohol
> Orthostatic intolerance apart from neuropathy

Primary autonomic failure
> Multiple system atrophy
> Parkinsonism

—— ”J“m”_m e Postural Orthostatic cardiac syndrome (POTS)

Dysautonomia

Err— Anclliry e Tima e

upriphs pestion
0 ahnarmt AP
fw—

Orthostatic intolerance, young females (12-50 yrs).

Increase in heart rate by 30 beats/min (>40 bpm, 12-19 years),
from baseline or >120/min within 10 minutes from lying to
standing. No fall in BP

Symptoms: headache, fatigue, nausea, weakness, sweating,
anxiety, palpitations, dizziness, vertigo, presyncope, tremulous,
dyspnoea/hyperventilation, sleep disorder

Labelled “neurosis” or “panic attacks”

Associated with deconditioning, recent infections, chronic fatigue
syndrome, joint hypermobility syndrome, and a spectrum of non-
specific symptoms such as headache and chest pain.

Pathophysiology: heterogeneous, ? deconditioning, immune-
mediated processes, excessive venous pooling, and a




Neurally-Mediated Reflex Syncope
(NMS)

= Vasovagal syncope (VVS)

= Carotid sinus syndrome (CSS)
= Situational syncope

> post-micturition
> cough

> swallow

> defecation

> blood drawing
> post prandial

> etc.

Vasovagal Syncope (VVS): Clinical Pathophysiology

Erasions Vingers

= Neurally Mediated Physiologic
Reflex Mechanism with two
Components:

Somatic aed el
riggers

» Cardioinhibitory ( HR)) |variable

l » Vasodepressor ( BP) contribution

= Both components are usually
present

Reflex syncope

DOE 290111875
erts SG13 7JU

1 Meurecardiogenic syncope with a significant cardigin
1 3 nds

2 Asthma

3. Maother has idopathic pulmonary Tress

iy response with ssystole up to at least

| reviewed this lady feday in clinic. As you know she was admitted back in January 2016 with
presyncopal and syncopal episodes. A1 That ima she was undar a fol of stress at her work. On tha
avenng before her admission, she ale soms olives which had been opsned for aporoximatsly a

wesek. In the sardy hours of momang sha awoke feelng unwell with diarrhoea and vomiting. She then
had & syncopal epsode in the toilet sustaming a laceration to her scalp which was subsequently

Qiuad  On recovery from the syncopal episode sha remainad unwell bphtneaded and calad her
father who then calied the ambutance. Whilst in the ambulance she inued 1o fesl nausested and
weak and | understand there was an altermpt to insert a Venflen during which she had analhar
syncopal episode with an asystobc pause of at least 11 seconds {the cing was cut &t this point
and therefore | was unabie to determme the full duration). \Whdst being monitored in hospital she falt
unwill siting in the chair and again sha had another syncopal episeda with a simikar Zsysio

pause. She was commenced an IV hydration and remamed well. She has a past history offfainting in
the past and some of heso episodes Included whilst being on & plane, Tollowing Immurisations belore
travelling and snother episode when she was sick associated with vomiting in the past. Following 1V
hydrstion she improved and was subsequantly discharged. Her echocardogeam was nocmal Thera
is ro family histary of sudden unexpected desth

Since discharge she has remained well and | am glad to hear thai she has nof had any furihar
syncopal episodes. | have armangad for harto have & corhisol level for completeness. | will review her
again in three months® time and if all & wall | think we can discharge her from cknic.

Prevalence of VVS

In general:

> VVS patients younger than CSS patients

> Ages range from adolescence to elderly
(median 43 years)

> Pallor, nausea, sweating, palpitations are commo
> Amnesia fi arning symptoms in older patients

The older you are:
+ Consider other causes besides is neurally mediated reflex syncope
* The less likely the cause is benign

Management Strategies for VVS

= Optimal management strategies for VVS are a
source of debate
> Patient education, reassurance, instruction
> Fluids, salt, diet
> Tilt Training
> Support stockings
> Counter-pressure maneuvers

— = Drugtherapes ——
= Pacing

> Class Il indication for VVS patients with positive HUT and
cardioinhibitory or mixed reflex



Counter Pressure Manouvres

VVS: Pharmacologic Rx

= Salt /Volume

> Salt tablets, ‘sport’ drinks, fludrocortisone

= Beta-adrenergic blockers
> 1 positive controlled trial (atenolol),
> 1 on-going RCT (POST)

= SSRIs

> 1 controlled trial

= Vasoconstrictors (e.g., midodrine)
> 1 negative controlled trial (etilephrine)

VVS: Tilt-Training

= Objectives
> Enhance Orthostatic Tolerance

> Diminish Excessive Autonomic Reflex
Activity

>Reduce Syncope Susceptibility /
Recurrences

= Technique
> Prescribed Periods of Upright Posture
> Progressive Increased Duration

Circulation T Jesol

ol necuimenoe

clurstars - Tsal-chamber permancar pacing

patients =401 vears asystolic NMS. The

redhction in sy

sppett this invas

M Brignole et al. Circulation. 2012 May 29;125(21):2566-71

Status of Pacing in VVS

= Reserved for patients who have failed
medical therapy

= Most useful in cardio-inhibitory syncope
(>3 sec. with sycope or asymptomatic and
>6 sec.)

—=Dual chamberpacing———
= Sophisticated algorithims — rate drop
response

Carotid Sinus Syndrome (CSS)

= CSS may be an important cause of
unexplained syncope / falls in older
individuals



Role of Pacing in CSS --
Syncope Recurrence Rate

Class | indication for
pacing (AHA and BPEG)

Limit pacing to CSS that Syncope Due to Arrhythmia or
ety Structural CV Disease

IS:

% Recurrence

No Pacing Pacing

Brignole et. Al. Diagnosis, natural history and treatment. Eur JCPE. 1992; 4:247-254

Principal Causes of Syncope due to ] .
Structural Cardiovascular Disease Syncope Due to Cardiac Arrhythmias

= LV systolic dysfunction

= Acute Ml / Ischemia
» Acquired coronary artery disease
» Congenital coronary artery anomalies > High grade or acute complete AV block

= HOCM = Tachyarrhythmias

* Acute aortic dissection > Atrial fibrillation / flutter with rapid ventricular
- = Pericardial disease / tamponade ~ rate(e.g. WPWsyndrome)
= Pulmonary embolus / pulmonary > Paroxysmal SVT or VT
hypertension > Torsades de pointes

= Valvular abnormalities
> Aortic stenosis, Atrial myxoma

= Bradyarrhythmias

» Sinus arrest, exit block

W 44 yr. old male

Drug-Induced QT Prolongation

= Antiarrhythmics
> Class IA ...Quinidine, Procainamide, Disopyramide
> Class Ill...Sotalol, Ibutilide, Dofetilide, Amiodarone, (NAPA)
= Psychoactive Agents L
S

e o X X . X SRS T8 e i |
> Phenothiazines, Amitriptyline, Imipramine, Ziprasidone ."l"“..‘I"]'J'-J'.{.‘".P'-‘;'-.'-.;"_l"'ai WA p I ',.,, PLRE] . Structurally normal heart on echo

On flecainide 50 mg and
bisoprolol 2.5 mg — pill in
pocket

. Paroxysmal atrial fibrillation

. Possible pericarditis/myocarditis
and pneumonia aged 19

= Antifungal Agents

> Fluconazole, cotrimoxazole, itraconazole), ketoconazole

. Hay fever
NN SRR 98 B
= Antibiotics TR -J\J B R y fll 5. Normal CT coronary angiogram,
N g m with a calcium score of 0 and no
> Erythromycin, Pentamidine, coronary artery disease (2014)
= Nonsedating antihistamines N R R AR |
> (Terfenadine), Astemizole, azelastine, diphenhydramine, ebastine*, aRCLT
hydroxyzine, r | i | T l
aa Lk 906 B PR AR T . Fractured left ankle, left hip and
= Others Ab kM -J“.".q._|.‘_..J._..._If.“i-ul.4-.,4.1,4\..4

!"11-1".] i Wk | left shoulder — 2015.
L] i

> (Cisapride), Droperidol (http://www.sads.org.uk/drugs_to_avoid.htm)




Treatment of Syncope Due to
Tachyarrhythmia

= Atrial Tachyarrhythmias;
»AVRT due to accessory pathway — ablate pathway
» AVNRT - ablate AV nodal slow pathway
» Atrial fib— Pharmacotherapy, pacing, ablation
» Atrial flutter — Ablation of reentrant circuit

= Ventricular Tachyarrhythmias;
) ia— 1CD )
> Torsades de Pointes — withdraw offending Rx or ICD (long-
QT/Brugada)

= Drug therapy may be an alternative in many
cases

At a Glance
Guide for
Medical
Practioners

Feb. 2020

Treatment of Syncope Due to
Bradyarrhythmia

= Class | indication for pacing using dual-
chamber system wherever adequate
atrial rhythm is available

« Ventricwl ineLin. atrial fibrillat

with slow ventricular response

neSE
Nati Refer within 24 hours for specialist
Health and € cardiovascular assessment by the most
appropriate local service, anyone with
TLoC who also has any of the following:

+An ECG abnormality

« Heart failure (history or physical signs).

« TLoC during exertion.

« Family history of sudden cardiac death in

people aged younger than 40 years and/or an
inherited cardiac condition.

- Quick reference guide

Syncope associated with: « New or unexplained breathlessness.

No warning & assoc. with trauma | . A heart murmur.

Occurring whilst supine

Cardiac History
(IHD/Cardiomyopathy/ Congenital




W
wint” which started around seventeen years

This pleasant, vear old lady from Quatar came to see me for a cardiology rev
with a history of syncope. She has a tendency
of age, usually around when blood is taken. She also gets dizzy in the moming when she gets
out of bed and stands up quickly., She generally returns 1o bed and has to lie down for
approximately ten minutes before she feels better. She had one episode whilst sitting, when
she did not eat breakfast and suddenly felt light-headed, dizzy, sweaty and then lost
consciousness for a few seconds. She quickly recovered

She was complaining of palpitations which she describes as a hig beat'missed beat that lasts
for seconds. This occurs approximately once a week. She has never had any sustained rvapid
palpitations. She provided me with a dossier of her previous medical reports which she has
had done in Qatar. T was able to find the reports from a cardiologist in 2011 around the time
she was complaining of palpitations and dizziness. He felt she may have sick sinus node
disense based on ¢
marked sinus arrh
also had an eche

24 hour tape. T was able to review this 24 hour tape and this showed
thmia with an appropriate dmrnal variation of her heart thythm. She has
rdiogram in 2012 which was reported as normal and another 24 hour tape

in May 2012 which was also normal. She had an exercise tolerance test in June 2012 during
which she had a normal chronotropic and blood pressure response. She clearly docs not have
sick sinus node disease, She has always had 2 tendency to Jow blood pressure

Her past medical lustory incudes an appendicectomy . She is on no regular medication,

Brother’s ECG - Brugada syndrome

P8 She was able to send me a copy of her brother’s ECG. This is indeed very interesting as it
showed a 5 mm. J point clevation with cove shape 8T clevation and T wave inversion in lead V2
Based on this ECG pattern T think Brugads syndrome needs to be excluded and 1 have informed
hoth and her sister whe accompanied her today that T would like to see her brother as soon
as possible or alternatively for him to see a reputable CardiologistElectrophysiole i

S B, o YO Y 7 O, e I . T P Y M S T B
| | |
| | |

Her father
nd suflers w
epilepsy.

serzures. 1 umdersta,
This happens fwice a year.

i the age of 72 with stomach cancer and her mother is alive af the age of 62
t osed a8 lavitg
nochirnal

¥102'+0°0E

O examnotion pulse 62 beats per mmmite, T

107/64 mm Hp.. sanding st one minmge 11269 mm. Hg., pulse rage 67 beats per
Standig ot thres minmes 10968 mm. He., pulse rate 70 beats per minute, Heart sonnds 5
phes 82 plus a soft mild (18] systolic munmur at the left sternal edge and spex. Her chest and
abdomen were unremarkable. Her BCG soday showed sinus eliythin with left axis deviation
and normal GRS moerphology and conduction indices. In her medical dossier, 1 was able to
find an FOG dated 24% June, 2012 which showed a secondary R wave in lead v
point elevation f lead V2 with a biphasic T wave, There was alse an ECG from the 17 May,
2012 which was similar 1 therefore repeated her ECG with feads V2 W in the sece
intercosial space and this did not show any major difference. She had some blood tests done
howed normal Us and Es, fall blood com ose, liver function te:
Her cholesterol was 6,14 mmolL with o iriglyceride of 1.2 mr 1 could not se2 a thyrok
function test.

The majority of this I
1

ymptomms are related o er low blood pressure and most likely
eurocardiogenic (vasovagal) 2y I have asked her to mcrease her salt and fluid intske |

¢ ves 1o perform when she feels light-
iven her ECG and her brother's and I have
e o (latas in
om and we

headed or dizzy. 1 was quite intrigued
asked her to send me a copy of her broghe:
due course. I'would like to review her again when sl
cat always consider perfor
tesl. T have also asked her © ensur
for completeness. She will need to have a repeat fastisg lipid profile at some point in the
future s instance T have recommended she makes some lfestyle changes by
altering b

pinig 8 24 b

disris.
revpliss right e brueeh Hick
Ly et faciear ek
2l Aspieaiis

HATHINALIT (AT

I reviewed this pl
his sister [ in April 2014, when she was reviewed with symptoms
consistent with newrocardiogenic syncope. Fatima's ECG showed a secondary R wave
in lead V1 and 2 mm J pont elevation in lead V2 with a biphasic T wave, She
formed me about her brother who alse had recurrent syncopal episodes and

el

HEH

nt 3%-vear old gentleman today for a cardiology opinion.

I asked her to send i showed a type 1 Brugada pattern and |
suggested that he was reviewed by a cardiologist in Qatar.
:’ has a history of recurrent syncope uvsually precipitated by blood lettin

emotional stress, during exam times. diarthea illness and pain. His first cpism}c
imnd nine vears old after jumpme and horting lus pelvie bone. He knows
when he 18 going to have an episode as he feels dizzy. weak. diminutive hearing.
vision  goes  fuzey with a black  elowd and he then loses conscionsness for
approximately 1-2 muutes. He can abort a svneopal episode if he lays flat. On
regaining conseionsnes d and “not right” for up to three hours. He
has two-three episodes a vear. He admits that his Muid mtake 11 poor,

ovenrred 4

he feels exhau:

Al age 28 wvears, he had one episode when he awoke at might feeling exhausted
analogons o his svmptoms when he has a svncopal ¢

ode.

23/12/15
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lwere ail premarkable.

tnedication, & a8 1ecorimendad
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Apart Tran
uopected death,

Dear [ 78 years

= - R

Dringnoses: Mild aortic vaive disease. Peak gradient 26 mm. Hg
with good LV svstelic fiunciion, ne offeer siguificant vafvndar
abparnalit
Lonbar spical stenosis treated with decompression surgery
Hypertension
Astima
Rivisritis
Degenerative right lip diseasy

Thank you very much for asking me to review this gentleman in view of his recent
falls and for monitoring his aortic valve disease. [ understand he is being considered
for night p replacement surgery sometims in October.

From a cardiac point of view there is no history of chest pain or increasing shortness
of breath on exertion or palpitations. At the beginning of Augnst he climbed up three
stairs with some i backwards when he hit his

4 pet 2006

To: aghu: i vakho

Hey Doctor Tt was Thurs
el anad all of a sudden opencd my eves and I knew ir's

round (1230 am T was sleep on
coming. [ wag still and T did not

1. all Ddid is proying for it to go away but it hit me so fast. During the episode [
g my sell to wake up but it was like 1 want to wake up then | die then [ wake up
then 1 die was like this for duno maybe 1) or more times. Topened my eves later on vomiting
wl ickir Arms arounc. Tt v i
all were sprprised how [ swrvive episodes like the:
Lwill advice you with amy new thing:

Many Thanks Doctor

T mect three Docs here and

ppreciate vour following and support.

nd s

ing 1w

ally tryi
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Case 2A

His father s alve at T8 years, having had & myocardial infarction at 53 years and |ster coronary artery Dypass
surgery  His father alse suffers wih hypertension and had a carctid endarterestomy  Ha mother i alive at 74
years, having been treated for breast cancer. There & no Family hisfory of sudden cardiac death of syhcope.

He lives with his wife and has one san, 11 years. He does not smoke. He drinks between 2-4 units of akohol a
week. He is 3 manager in the heaithcars industry.

On systemic enaulry he mentioned that he s a heavy snorer, however there (s no histery of any daylime
hypersamnoience of ethargy

Examination: puise 54 beats per minute and regular. JWF was not elevated. Blood pressure, lying: 168100 mmiHg
and 158/100 mmHg.  Standing at one minute 150¢100 mmHg and standing &t three mnutes 150/100 mmHg. His
JVP was not elevated. Heart scunds 51 4 52 His chest and abdomen were unremarkable. There were no carobid
bruks. Carctid sinus massage was unremarkable

His ECG showed normal sinus rhythm, with a ventricular rate of 54 beats per minute and normal condustion indic:

| suspect the cause of this gentleman's symptoms i syncope. For compl s | have arranged for him
to have a 48-how ECE, an ambulatery bload pressure monilor and blood tests, For the time being, | have not
arranged a it test, | have asked him o provide me with copies of his previous nvestigations, and he wil endeavour
1o to $o whan he next attends.

Case 2A

I (- 19/05066)

Thank you very mush for referring this pleasant 52-year-ok! gentleman for a cardiology opinion.  Approximately two
weshs ago, in the evening, he was al a bar in London and drank two rum cocktails. He had not eaten for a few
hours. At about 10:00pm he decided to eat and started to feel warm, sweaty. unwell and nauseated. He waked up
some stairs to go cutside and leaned against a wall. The next thing he knew he was on the ground having briafly
is1 conscicusness. He sustainad bruising to his left knee. a laceration 1o his forehead, and abrasions to the left side
of his face. He was taken to St Mary's Hospital, where he had stitches for the lacerstion. He had some blood tests
an ECG and was remssured thal there were no significant findings. There has bean na histery of any headsches
focal weakness, visusl disturbances, finntus, nasal or ear dacharges.

Yesterday, whilst driving, he felt Ightheaded and queasy. He said this Bsted approximately sight haurs, He went
10 bed and by the following day he was back to normal He also drinks up to twa lires of water a day, particulary
during the hot weather. There has baen no previews history of syncope or pre-syncoge. He & usually active, goes
1o the gym twice a week and walks regularly

There & a streng family history of ischaemic heart disease and Ist year he had a number of cardiac investigations,
which included biood tests, an echacardingram, an exercise tolerance test, an ambulstory biood pressure monitar
and a cardise CT sean. He was that his were all He was not commenced on
a slatin agenl. His blood pressure fends 1o be bordering and his hame biood pressure |s around 140/82 mmiHg

His past medcal history includes a mole resecton wih early cancerous changes from his abdomen, a scrotal
eystectomy and renal calouli which was endoscopically remaved

He is on no regular medication

Case 2A

| reviewed I EEEENN today in clinic. He has episcdes where he feels a little nauseated and "usteady”,
which tends to occur if he is driving fast. There is no history of any headaches, visual disturbances or focal
neurology.

He provided me some correspondence from June 2017 from Dr BB which reported satisfactory biood
pressure controd and a negalive exercise tolerance test.  His echocardiogram showed mild seplal
hypertraphy, with good function. There was na farmal repon of his cardiac CT scan and | would appreciate
if you can forward to me correspondence confirming that this was indeed normal as stated by Mr Segal.

His recent ambulatory blood pressure monfor showed an overall average of 134/87 mmHg, a day average
af 136190 mmHg and a night average of 130/60 mmHg, His blood pressure is borderiing elevated and the
main question is whether to len,

His 10-year cardicvascudar risk s 11%, with a Hetime risk of 45.5% (80 years). If treatment for
hypertension & commenced, his 10-year risk is reduced to 3% and ifetime risk 3%%. The predicted
cardiovascular event risk curves begin to separate at around 55 years. Given his recent syncopal episode,
ane has to be caulicus in ing antihy i ication, in order to not reduce his blocd
pressure teo much. | would suggest cheerving him a bit longer and reviewing hs home blood prassure
recordings owver the next six months.

In view of his intermittent nausea symptoms and recent head injury, | have arranged for him to have an

MR of his head. This was done on the 25/08/18 and reported as showing a space occupying lesion in the

region of the pitutary fessa, | have therefore referred him to Mr. Consultant Neurosurgeon at
| Hespital far an urgent opinion

Yours sincerely




12t February 2013

This gantieman was refermed to my ciinic having besn taken to RN
:thmomrwmabmut He s now aged 76 and well known to the

Given his cardiac status and the change in the medication | suspect that this has more
1o do with his biackout than anything alse. | note a CT ecan was performed when at
I :d this was thought to show somae periventricular lucencies suggestive of

nmwuw;ﬁwﬂamndmmdmpplngmwm Biseprolol he had two small vessel disease.

events. His h:hmmﬁrqlmmmuwaﬂbmawdcbamhhmmbw
appointment on 24" October. This occurred whilst in the car and the patient was
driving. She noticed hia hands ware clenched on the wheal and there was na respense
when she spoke ta him. The car aiso wandened a little. He drove past whera they
sheuld h_lnamwped. He came to and she made him pull up but ha had ro idea that
this had He: d y on 24™ Ootaber whers his Bisoprolol was
Increased. Cin 26™ Oclaber his wife thought he was a long time upstairs. When she
went up she found him standing by the basin looking vacant and unresponsive. He was
pala. He than gave a shrisk and collapsed backwands with some twitching of all four
limbs. Bhe called the paramedics. He had siopped twitching by the time they arrived
but was confused. He was taken o ABE. He 9 Upstairs to the bathroom but
the next thing he remambare is baing in ARE

| understand he has & cardiclogy follow-up appaintment next month and | will ba writing
1o the camdiologists to make them aware of what has happsned. | have wamed him that
should he have any further events he should stop driving immadiataly and seek medical
advice.

| have dischargad him.

Yours sincerely
Dictated but not signed
Blacpreiol has been stopped and Atenslol reinstituted and ha has remained well with no
further events since. He remembers fooling unwell on Bisoproiol genarally.

Consuitant Newclogist

As far a8 his ganeral health is concemed he has mitral disease and had & mitrel
vaive repalr and has bean in atrial fibllation m_ﬁ.‘%fﬁ- s

On examination teday his pulea was initially quite ragid but than siowed to B4iminute,
He has cataract. There was no other neurclogica! ebnormality.

20t March 2013 (5 weeks later)

Discharge Date: 11/06/13
02:47

1 . . cimission Date: 030513 18:34
t i to Electrophysiologist
Primary Disgnasis; i sizure: wi wt Petit Mal
Iw'ﬂ'm“”m*}”m"”' ! LV et m'a -Q—:;ym"::: @rand Mal Seizures (with O Without Petit Mai) 77 Male
m-xlﬂm Iﬁ%ﬂd ‘Wi shenged b Blacprolcl wil “,m infecton contiel MREA atatis i unknown
clvic vislt to Smg dally. in Dessmber he than had 2 spisodes whars ha "slightly vecent, He han
had an splsoce of ranien! 97mo0pe s ettendd e A b E deparimant o
28mg od. ity [Fraomtod viith LG while driving in an T, next thing h:;nx;nbl:rs is being :;td‘:‘a‘::‘«‘vl:h:’ that

His 12 loud ECA shows orgentsed wrial sctivity, stypiotl futter wim veniriouler nris of 8bpm. His 24 v staring shiid weod Biracl n fié o i L d eplande of
R R—————— ““"#"‘W“m e ot e e e T e LR
1woncer If he e an styplosl fulier or @ focal ek AF. wile in the bathroom No memory of incident.

L wvm ot him o0 Atwnaial od for the meantime. One eption would ,n:lnm. \aap reacried but | [BME HTH, AF, Mitral Vahen repair 5 years ago, Primary dilated cardiomyopathy.
thers =

‘wonder i you think 8 role for shiston in the first instanos,

[ECG showed AF

Echo showsd preserved LY systalle function, Mildly dilated RV with preserved RV function, Mild
MRIAR

FMH HTH. AF, Mitral Valve repalr 3 years ago, Primary dilated cardiomyopathy.

pviswed b I He fo't likely dlagnosis - Started on sodium valprogte and

pivised not to drive and inform DVLA

Also followed up by neurologist

DONT DRIVE
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| was pleased to review I in the avtonomic clinic ioday. She was accompanied by her
bayfriend. We were able to go through the resuits of the autonomic testing, which showed no
avidence of cardiovascular autonomic failure, ne postural lachycardin and we were not able to
provoks a syncopal event  Her catechelamine ievels (adrenafin and neradrenaling were rormal
with an apprepriate rse on tilf {sdrenalin 28 supine, 35 tited and noradrenakn 227 supine, 207
tshed)

There was some evidence of blood pooling and afttough she verlly iypermosile at the
ioirts, we do sae paople with increased flexibidy within the body that do not inveive the jeints

Triggers for coltapse contirwe 1o be acule abdominal pain and occasionally waking up in bed or
oftan whilst sitfing an the tailat

'We fee! fhis syncopal response (s in response 12 pain and while there are things that may heip
circulation, the bes: reatment is kkety 10 be managing the pain itself
. have also suggestas that she use 3 1oilel poslure that elevates Mes feat, 1o ba ina mare
nitural positien la prevent straining
She could think about strengthening the core muscles in the pelvs ard abdomen to see if
this wea'd help with gastric motlity
= She should continue to manage and have a good fluid intake. which i3 230 lkely 1o be
helpf

| was pleaged to see that sha is dug o be reviewed by the Gl team as they might have additonal
' nting the pain If no everl cause can be found, which happens from fime to time
may be batter in @ pain management clinic for further nep.

ged further foliow-up 8t this tme, however, would be happy 1o review her &t
ture and we wish her all the best for the fulure

With best wishes
‘Yourg sincarely

Austenamic MDT Summary

1010 detuss T e

Vi 9seD

reviewed I (odzy in ciinic. | am glad lo hear that she has nol fainted for a while since ihel

commencement of Fludrocortisone.

Her welght today was 47.1kg and blood pressure 112/61mmHg with a pulse of 78 beats per minute
Al some point, she would ke to have a family and | would suggest discontinuing the Fludrocortisane]
priar to becoming pregnant. | explained to her thal patients are variable and some patients havel
increase fainting episodes whereas others have & reduction during pregnancy.

| will keap her under review and plan o see her again in 12 months' time or earlier should the need)
arise,

Yours sincersf

Bietatpd and verified by Boetor bat not signed

Dr Azad Ghuran MB ChE, MRCF, MD, FESC
Consultant Cardiclogist

VG 8sed

Esst and arth Herts MHS Trust
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Thank you very much for informing me that this gentleman has had further syncopal episodes. |
agreed with you that he needs further prolanged monitoring and | have listed him for an implantable
faop recorder.

B made an appoinimaent for a cardiology review. He had & syncopal episode on the 267

i ¢ 2020. He was on holidays and had Just eaten dinner and had a few more alcohelic drinks
than usual. He retumed to the cottage where he was staying. There was an open firepiace and the room
Yours sincerely, was vary hol. He had just had Intercourse and shortly after climaxing he fel i a dry throat and
he subsaquently losl eonsciousness. When he came round, he heard hi him. His wile
commaented that his eyes were closed and ha was not responded to verbal stimuli for approximately a
4 months later minute. He quickly recovered but felt tired. He then went to bed and was back ko normal the following

Dr Azad Ghuran MB ChB. MRCF, MD, FESC day.
Consultant Cardiologist On the 8 October, afler & poor night's sleap, with nasal and throat congestion, he woke up feeling

_ nauseated and fall the urge lo vomil Whilst waiking 1o the bathrcam, he falt weak and then later kneit
over the fcilet bowl to vomit, He fell weaker, leaned against the wall and subsequently lost

Bictated awd verified by Poctor bub wet

[This gentleman aftended today for a routine interrogation of his ILR device, This demonstrated consclousness. He had urinary Incontinence and bit his tongue. His wife, who again witnessed the
pertricular standstilllcomplate heart block up to 4 sacands. There wara some other eplsodes lasting event, commented that he was pale and, on recovery, ha was moving his right leg as if trying to press
up 10 3 saconds. He was asymplomatic during these episodes bul given his history of recurrent the brakes of a car. Mr commented that, when he stared fo come reund. he had tinnitus, and he
pe | have ged o implant a dual pacemaker. was dreaming of driving a car and trying to press the brakes. He heard hs wife caling hem whan ha
came round. He fell tired. His wife contacted the paramedics. wha ook Bim o Luton Hospital. By the
‘ours sincaraly, time he amived to Luton Hespital, he felf a lot better. He had blood tests, a CT of his head and an ECG,

which were all normal.

Bietated and verifled by Boctor bat pot aigned 6 months later

He subsequently had & telephone consufation with & neurclogist from Liton Hospital, whao felt that this
IDr Azad Ghuran ME ChE, MRCP, MD, FESC was a non-neurological episode, and requested a cardiclogy review.

IConsultant Cardiologist oo -
M hois & lendency to faint when he drinks toe much, and also fainted as a leenager after playing

_ EEEEEEE—

His past medical history includas hasmaorrhoids, and urethral dilatation. He mentoned that
when he was born he had "a hole in the hearl”, and was followed up for a few years al Princess
Alexandra Hospital, and was subsequently discharged as everything resolved

Conclusion

He currenily takes Witamin O

His mother is allve al 66 years and has a platelel problam.

In patients with known cardiac disease

He lives with his wife and has two sons, 9 years and 14 years. He does not smoke. He drinks between

5-10 units of alcohol a week He works as & cabinet maker. syncope should be fu"y investigated
Examination: pudse 62 bpm and regular. JVP was not elevated. Blood pressure lying down 146/84 . . . .
mimHg, 142/90 mmHg and 138/284 mmHg. Standing at 1 minute 150/84 mmHg and at 3 minutes 15586 DIaQHOSIS can be established in most cases

mmHg. Heart sounds 51 + 52, His chest and abdomen were
‘was unramarkable

unremarkable, Carotid sinus massage

with history and limited investigations

His

G showed normal sinus rhythm, with & ventricular rate of 63 bpm

Tilt table test useful in diagnosis of vaso-
vagal syndrome and carotid sinus sensitivity

| understand you recently did some blood tests including a lipid profile. He was fold thet his cholesteral
is mildly elevated and was recommended lifestyle changes Initially.

This gentleman has & history of vasavags! syncope, and his two recent episodes sound very much H i o
vasovagal in origin. | befieva the DVLA was contacted and he was advised lo avoid driving for he time MOSt patlents WIth vaso Vagal syndrome
being by the previcus medical team who saw him at Luion and Dunstable Hospital, | have arranged for respond to medical therapy

Mr Abelle to have an echocardiogram and a 24-hour ECGG. I these are normal, then | see no reason
why be should not restart driving, given that his recent syncopal episodes were vasovagal In arigin.

Syncope

A Diagnostic and
Treatment Strategy

Azad Ghuran MB ChB (Edin), MRCP, MD (Edin), FESC
Consultant Cardiologist

www.hertslondoncardiology.co




