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Post Myocardial Injury Syndrome Following PCI
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Introduction
Post-Cardiac Injury Syndrome (PCIS) is term for inflammatory pericardial conditions including 

postmyocardial infarction pericarditis (Dressler's syndrome), Postpericardiotomy Syndrome (PPS), 
and post‐traumatic pericarditis [1,2]. PCIS after open‐heart surgery is common with an incidence 
of 10% to 50% [3]. However, the incidence of PCIS after Percutaneous Coronary Intervention (PCI) 
is rare [4,5].

Case Presentation
A 76 yr old lady was admitted with ACS. Her ECG showed ST T changes in anterior leads. 

She was subjected for coronary angiogram which revealed a complex tight proximal LAD lesion 
with mild calcification and chronic total occlusion of RCA. She underwent successful angioplasty 
of both lesions with implantation of 2 drug eluting stents. In view of complexity of lesions the 
procedure was prolonged lasting over 3 hrs. 3 hours later she had fever and complained of left sided 
chest pain aggravating with postural change. Her ECG did not reveal any fresh changes. She was 
managed symptomatically initially and moved out of ICU couple of days later. However she was 
not comfortable having intermittent fever, dyspnoea and atypical chest pain. This prompted detail 
investigative work up. Her chest X-ray revealed cardiomegaly and left pleural effusion (Figure1). 
Ultrasound chest revealed moderate left pleural effusion and 2 D echocardiogram showed moderate 
pericardial effusion (Figure 2). She had leukocytosis with total count of 14200/cc and ESR was 140.

Diagnostic pleural fluid aspirate was exudative (proteins 4.6 gms%, ADA 14.4 IU/L, cytology 
showed 495 cells/cmm predominantly lymphocytes). The diagnosis of tuberculosis was briefly 
entertained and empiric anti tubercular treatment contemplated. However acuteness of history 
favoured against the diagnosis of tuberculosis. This led to search on the internet for possible etiology. 
There were stray case reports with near identical features with the diagnosis of post myocardial 
injury syndrome which is usually seen after myocardial infarction and cardiac surgery.

She was started on steroids to which she dramatically responded symptomatically and both 
pleural and pericardial fluid nearly completely resolved in 5 days (Figure 3 and 4).

Discussion
Post-Cardiac Injury Syndrome (PCIS) is term for inflammatory pericardial conditions including 

postmyocardial infarction pericarditis (Dressler's syndrome), Postpericardiotomy Syndrome (PPS), 
and post‐traumatic pericarditis [1,2]. PCIS after open‐heart surgery is common with an incidence 
of 10% to 50% [3]. However, the incidence of PCIS after Percutaneous Coronary Intervention 
(PCI) is rare [4,5]. The etiopathology of PMIS is not fully understood. The post-cardiac injury 
syndrome, including post-traumatic pericarditis, appears to start by the combination of damage to 
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mesothelial pericardial cells and blood in the pericardial space [2,6]. 
The initial injury is thought to release cardiac antigens and stimulate 
an immune response. The immune complexes that are generated are 
then deposited in the pericardium, pleura, and lungs, eliciting an 
inflammatory response [6]. This theory finds support with following 
observations:

•	 The discrete latent period from cardiac injury to the clinical 
onset of post-cardiac injury syndrome.

•	 Coexistent pleural effusion and/or pulmonary infiltrates in 
some cases.

•	 Studies in patients undergoing cardiac surgery have found 
a statistically significant correlation between the postoperative to 
preoperative ratios of anti actin and antimyosin antibodies and the 
clinical occurrence of post-cardiac injury syndrome [7,8].

•	 The generally excellent response to anti-inflammatory 
therapy, and occasional relapses after steroid withdrawal [6].

Support for anti heart antibodies being an epiphenomenon comes 
from a prospective study of 20 surgical patients in whom serum was 
sampled for antiheart antibodies before and periodically after elective 
coronary artery bypass surgery [9]. Antiheart antibodies were absent 
in all patients on the day before surgery. Three patients developed 
post-pericardiotomy syndrome. All were seronegative at the time of 
diagnosis, but they became seropositive within the ensuing 14 days.

The difference between the present case and classical PMIS after 
cardiac injury is early onset in the present case as early as 3 hrs as 
against couple of weeks in classical PMIS.

Another case of rapid onset (4 hours) of PCIS symptoms after 
PCI was reported by Setoyama et al. [5]. The authors explained that 
this rapid onset of PCIS was due to stimulation of the immune system 
by a recent myocardial injury prior to the PCI. Present patient had 
NSTEMI and chest pain for 2 weeks prior which could have caused 
cardiac injury triggering immune mechanism. The other possible 
explanation could be micro perforation of coronary as it was a 
complex procedure needing multiple wires including stiffer ones, 
micro catheter etc. However that does not explain such a rapid onset. 
Extensive internet search failed to find similar Indian case report.

Learning point: Pericardial effusion immediate after complex 
PCI may raise suspicion of coronary rupture however fevers, raised 
inflammatory markers will lead to diagnose this relatively benign 
totally treatable condition.
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Figure 1: Chest X-ray showing cardiomegaly and left pleural effusion.

Figure 2: 2 D echocardiogram showing moderate pericardial effusion.

Figure 3: Chest X-ray showing regression of cardiomegaly and left pleural 
effusion.

Figure 4: 2D echocardiogram showing regression of pericardial effusion.
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