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• Wellen’s Syndrome (WS) describes a particular electrocardiographic 
(ECG) pattern including deep T waves inversions in leads V2-V3 that 
are highly suggestive of severe proximal stenosis of the left anterior 
descending artery (LAD). 

• This phenomenon is a specific indicator of pre-infarction of the 
anterior myocardial wall that could lead to death if not rapidly 
identified and managed. Patients with these changes usually present 
with typical chest pain (CP) complaints consistent with unstable 
angina (UA) with normal or slightly elevated cardiac enzymes.

• However, non-infrequently these changes may present with atypical 
CP or pain-free making the diagnosis of acute coronary syndrome 
(ACS) more challenging. However, once confronted with this 
characteristic ECG pattern, therapy for ACS should be started, 
followed by coronary angiography and subsequent revascularization 
if suitable. 

• Furthermore, the patient may present with an alternate initial 
diagnosis. In such cases, prompt identification, stratification and 
management becomes crucial to avoid detrimental results. 

• An 88-year-old male with medical history of end-stage renal disease, 
hypertension and Diabetes Mellitus Type II presented to the emergency 
department after an episode of syncope associated to an abdominal 
pain, vomiting and fever. 

• Physical exam was significant for abdominal pain on palpation. Relevant 
workup for his initial symptoms revealed leukocytosis and an abdominal 
CT was consistent with diverticulitis, for which IV antibiotics were 
started. 

• His arrival ECG demonstrated biphasic T waves inversions (WS pattern-
A) in anterior precordial leads (V1-V3, Figure-1B) not present on older 
ECG. Despite the absence of CP, serial high-sensitive troponins were 
elevated with peak measurement at 995 ng/L (abnormal cutoff >22ng/L) 
and with a significant increasing delta trend, consistent with an acute 
myocardial injury. The patient was then admitted to Coronary Care Unit 
with a diagnostic impression of Type 2 Myocardial Infarct (T2MI).

• Repeated ECG evaluations demonstrated new deep T waves inversions 
(WS pattern-B) in V2-V4 and markedly prolonged QT segment intervals 
(Figure-1C). For this reason, he was treated with anti-ischemic 
medications with nitrates and BB (suspecting silent ischemia), a statin 
and with DAPT (in view of concern with ischemic burden).

• After completing treatment for his acute diverticulitis, he was evaluated 
with an inpatient coronary angiography. This study revealed a 90% 
stenosis of the proximal-LAD (Figure-2 A-B).

• Subsequently the patient underwent percutaneous coronary 
intervention with drug-eluted stenting (Figure-2C).  After discharge the 
patient remained clinically stable and with improved ECG changes. 
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CONCLUSION

• WS and its association with severe proximal LAD occlusion was first 
described in 1982. WS is associated with increased risk of AMI 
progression if neglected or if the patient is treated conservatively.

• Electrocardiographic changes may present in two patterns. WS Type A 
describes a biphasic T wave inversion, while Type B marks deep and 
symmetrical inverted T Waves. This pattern may be usually progressive 
from Type A to B. 

• Early discrimination of T1MI vs. T2MI is important since therapy of T2MI is 
principally to correct the supply and demand (S/D) mismatch (figure 3-4). 
In the setting of T2MI with known CAD, GDT (i.e., aspirin, BB, statin) 
should be considered. 

• In the presence of high-risk features of objective ischemia (e.g., 
profound ST-Tw changes, marked cTn elevation, LV dysfunction or 
large new regional wall motion abnormalities) more aggressive care 
with coronary angiography and DAPT may be considered. This needs to 
be tailored according to patient comorbidities and procedure risks.

• WS identification should lead to an earlier and more aggressive course of 
care, in which coronary angiography and revascularization may be 
necessary once stabilized from the disorder that led to the S/D mismatch.  
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• WS is a pre-infarction indicator of a significant myocardial territory. It is 
important to recognize these electrocardiographic findings promptly as a 
higher-risk feature. 

• Although most patients with this condition will present with typical 
ischemic chest pain symptoms, a substantial portion may present with 
other complaints such as atypical chest pain or free of symptoms, which 
may hinder correct diagnosis. 

• In patients presenting with alternate conditions, an ECG with either 
Wellen's patterns should lead to making a high-risk lifesaving connection. 

• Even in settings of T2MI, correct assessment of ECG for significant 
ischemic changes (such as with WS Type A or B) should lead to 
consideration of inpatient invasive stratification & revascularization 
according to GDT. 
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T2MI HIGHLIGHTS
• T2MI occurs due to myocardial oxygen supply/demand 

mismatch and usually without acute atherthrombotic 
plaque disruption.

• T2MI is a heterogeneous entity usually caused by a 
noncoronary trigger. Individualized care is needed.

• In the absence of myocardial ischemia (clinical, ECG or 
imaging), the diagnosis of myocardial injury is favored.

• Observational studies suggest that T2MI patients with CAD 
have increased CV adverse outcomes.

T2MI HIGHLIGHTS
• For patients with T2MI & CAD, GDT are appropriate. 
• Invasive angiography is reserved for those w high-risk features 

of objective ischemia (e.g., profound ST-Tw changes, marked 
cTn elevation, LV dysfunction or large SWA) once acute issues 
have been resolved. 

• Patient comorbidities and procedure risk should be weighed.
• The role of revascularization in T2MI remains uncertain, but is 

under investigation in the ACT-2 trial.

https://www.ncbi.nlm.nih.gov/pubmed/6121481/
https://www.ncbi.nlm.nih.gov/pubmed/30975302/
https://www.ncbi.nlm.nih.gov/pubmed/2784024/

