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ARate:9 0

ARhythm: sinus

APRI: normal

AQRS: 8.12

A : Rwaveprogression normal

ASTseg biphasicTwavesvi-V3

A slight STE V ?,
ANo Q waves =,
AAVR normal C 1;
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EKG - ISCHEMIC PATTERNS

Wellens’ Sign:

LAD-T Wave Inversion

Life threatening T wave inversions in
precordial leads. Often V2-V3

75%

TYPE A Wellens’ TYPE B Wellens’

T waves inversion:
symmetric
deep (>2mm)

25%

T waves inversion:
Biphasic

Initial deflection +ve

Specific for critical stenosis of proximal LAD.

High rate in <1 week of becoming acute
anterior wall Ml — ‘widow maker’ lesion

Typically with history of angina; but T wave
changes often occur during a period without
chest pain, as they result from myocardial
reperfusion. Serial EKGS in pts are crucial.

CRITERIA

T wave Aes: often during pain free period
Cardiac Enzymes: Normal / slightly 1

Q waves: no pathologic

ST elevation: none / minimal

Precordial R-wave progression: normal

MANAGEMENT

Requires urgent cardiac angiography
Place on ACS protocol

Do not stress test, can be fatal

IMIG
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Differential Characteristics:

AProgressivesymetrical deep T wave Inversion in chest lead2 &hd V3. The
slope of the T waves are generally @0A90A

ALittle or NO enzyme elevation
ALittle or NO ST segment elevation
ANo loss of precordial R waves
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Diagnosed withWellenQ Syndrome

Coronary angiogram showe85% stenosis of LAD
Percutaneous angioplasty and stinting performed
Patient discharged days later

1982WellenQet al first published ECG criteria for subgroup of pt. with AMI
Later came to be known a@/ellen@syndrome
Wellen@syndrome is a prenfarction stage of coronary artery disease

Recognition of this ECG pattern allows identificationpfwith severe LAD disease and
hence at risk of anterior wall Ml 7
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Figure 2a. His coronary angiography was perfonned on the same day
Anteroposterior cranial view showed
{left anterior descending artery).




Figure 2b. Right caudal obligque view also demonstrates the
' - Right coronary arteriogram {not in this figure) showed that the stent in
RCA (right coronary artery) was patent
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Coronary Angiography Report

. - - ar
After prep and drape by local anesthesia with xylocaine from femoral artery ¢

catheterization was done and following data were obtained
| Co dominant. | Efecti
| Normal. - - S = e S

LAD
L 6:00 * 4 left
0.014 choice

No significant lesion. S

No significant lesion. 3.5 * 24mm Biomatrix

No significant lesion.
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Cerebral T Waves. This ECG was obtained on a patient with a severe acute hemorrhagic CVA

AECG Findings

A Inverted, wide T waves are most notable in precordial
Aleads (can be seen in any lead).

A QT interval prolongation
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The ECG above belongs to a patient with APICAL hypertrophlc cardlomyopathy Deeply negatlve T waves in precordlal Ieads ST segment
depression and voltage criteria for left ventricular hypertrophy suggested a diagnosis of apical hypertrophic

cardiomyopathy. The increased R wave amplitude in right precordial leads (C1-C3) -




i

JJ h U T A
i i G Fﬁ_ﬂf i?ﬁJ' i € B s ¢ b | b A“"

...'lr**“lk* e ~F i m_{;m M?[m_hLﬁJrﬂ_,J 53

!

VJL/ *-—wm e A}r—‘v—nﬁ-.rlr—'*—qax 'l/\ \’Lr-a_mJlMl‘,_hﬂhLﬂ A~
SK YT FrFT1Tph MWM%mwmwmmyw@mm

bpbp. . TBPpD M MI ATrFrT1Tpp F2 M pmMITB 2pFTI MK QAD



ANy
yaz| PN e
= e s 9 N
3 pr. 4
B '.4;;,
= ]
>
K &5
%
Y {,{"/
g o
~Hlac N A
[

- Rate: 75

- Rhythm: sinus

- PRI: normal

- AXis: normal

- QRS:RSRIW2, Incomplete RBBB
- ST elevation ¥V2, downsloping
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Described by Brugada and Pedi992

Freguent cause of death in pt. with normal hearts

Also a cause of sudden death in athletic population

More frequently diagnosed in males of South East Asian descer
Characterized by ECG abnormalities ihtd V3:.incomplete RBBB

ST sagniait elevatiomu



