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Introduction nephritis, and gastrointestinal manifes-  ture [2, 3, 4, 5]. Herein, we present a
tations [1]. Cardiac involvement is ex-  patient with HSP and acute inferior MI.

Henoch-Schoénlein purpura (HSP)isa  tremely rare [2], although it is consid-

leukocytoclastic vasculitis of the small ered to be one of the possible features Case report

vessels characterized by nonthrombo-  of severe HSP [3]. The association of
cytopenic purpura, polyarthritis, local-  acute myocardial infarction (MI) and A 33-year-old man with HSP, who had
ized subcutaneous edema, glomerulo-  HSP was rarely reported in the litera-  been in the remission for 5 years, was
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Fig. 1 < a Initial electrocar-
diogram showing ST seg-
ment elevation in leads

I, I, and aVF; reciprocal

ST segment depression in
leads |, avL, and V1-3.

b Right-sided ECG show-
ing ST segment elevation in
leads V4g.gr. € Coronary an-
giogram revealed near to-
tal occlusion of the right
coronary artery with high
thrombus burden. d Coro-
nary angioplasty and sub-
sequent stent implantation
resulted in TIMI 3 flow with
no residual stenosis
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Case study

Abstract - Zusammenfassung

admitted to our emergency depart-
ment with sudden onset chest pain that
was stabbing in character and radiat-
ing to his left arm. He also had nau-
sea and vomiting before admission. He
had been diagnosed with HSP at the
age of 8 years and was taking medica-
tion, i.e., azothiopurine and predniso-
lone. He underwent renal transplanta-
tion because of glomerulonephritis on
the ground of HSP 4 years previous-
ly. On admission to the emergency de-
partment, his medication included az-
othiopurine, prednisolone, and tacro-
limus. He had no additional cardiovas-
cular risk factor.

Physical examination revealed
blood pressure of 110/70 mmHg, pulse
70 bpm, purpuric rash over the lower
extremities, and unremarkable find-
ings in other systems. The initial elec-
trocardiogram showed sinus rhythm
(75 bpm), 2 mm ST segment eleva-
tion in leads II, III, and aVF and recip-
rocal ST segment depression in leads
I, aVL, and V; (B Fig. 1a). In addi-
tion, the right-sided ECG demonstrat-
ed 1.5 mm ST segment elevation in Vg
er (B Fig. 1b). Aspirin (300 mg), clop-
idogrel (600 mg), unfractioned hepa-
rin (4,000 IU bolus, 800 IU/h mainte-
nance dose), and atorvastatin (80 mg)
were initiated. The patient developed
bradycardia and 3° atrioventricular
block with no hemodynamic insta-
bility during follow-up. Thus, the pa-
tient was diagnosed as inferior ST seg-
ment elevation myocardial infarction
(STEMI) and transferred to the cath-
eterization laboratory immediately for
primary percutaneous coronary inter-
vention (PCI) because of ongoing chest
pain (door-to-balloon time 20 min).
Coronary angiography revealed a nor-
mal left coronary system and near to-
tal occlusion at the mid segment of the
right coronary artery with high throm-
bus burden and TIMI 1 flow in the dis-
tal segment (B Fig. 1¢). No difficulties
were encountered by the guidewire
during advancement throughout the
right coronary artery (RCA). Throm-
bus aspiration was unsuccessful to pro-
vide TIMI 3 flow. Tirofiban was admin-
istered as an intracoronary bolus injec-
tion (10 pg/kg over 3 min) before bal-
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loon angioplasty. Successful predilata-
tion with a 2.5x 20 mm balloon (Mav-
erick, Boston Scientific, Natick, MA,
USA) and subsequent 2.75x 28 mm
drug-eluting stent (Genius® TAXCOR
I, EuroCor GmbH, Bonn, Germany)
implantation was performed with op-
timal angiographic results (B Fig. 1d).

After the procedure, the patient was
transferred to the coronary care unit
for further observation. He was in sinus
rhythm 4 h after PCI. Intravenous tirofi-
ban infusion after PCI was maintained at
arate of 0.15 pg/kg/min for 24 h. Further
evaluation for thrombophilia (including
antiphospholipid antibodies, prothrom-
bin G20210A mutation, protein C, pro-
tein S, anti-thrombin III, lupus antico-
agulant, activated protein C, factor V
Leiden mutation, methylene tetrahydro-
folate reductase (MTHFR) C677T muta-
tion, and plasma total homocysteine lev-
el) revealed negative test results. In addi-
tion, C3 and C4 levels, erythrocyte sed-
imentation rate, and C-reactive protein
levels for disease activity assessment re-
vealed normal results. Thus, no addition-
al immunesuppressive therapy was giv-
en to the patient. The patient was dis-
charged from the hospital uneventful-
ly. He was asymptomatic at the 6-month
follow-up visit with ongoing dual an-
tithrombotic agents and anti-ischemic
treatment.

Discussion

Acute ST elevation myocardial infarction
(MI) is uncommon in young individu-
als. A 10-year incidence rate of MI was
reported in 0.52% and 1.29% of young
women and men, respectively [6]. In old-
er age groups, atherosclerotic coronary
artery disease is the main cause of acute
coronary syndrome in young adults, ac-
counting for around 80% of events [7].
Fatty streaks begin at early ages and lead
to coronary lesions. It takes several de-
cades for progression to fibrous plaques
that may be complicated by erosions or
rupture with concomitant thrombosis.
This is the main pathophysiologic mech-
anism of acute coronary syndromes 8,
9]. Myocardial infarction in young pa-
tients may have some characteristics that
are different from those in older patients.
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Myocardial infarction due
to coronary thrombosis
in a patient with Henoch-
Schonlein purpura

Abstract

Henoch-Schonlein purpura (HSP) is charac-
terized by vasculitic involvement of small-
sized vessels and results in multisystem man-
ifestations. Cardiac involvement is extreme-
ly rare and myocardial infarction with coro-
nary thrombus formation in those patients
has also rarely been reported. Herein, we re-
port a 33-year-old man with acute myocar-
dial infarction due to coronary thrombus for-
mation and HSP.
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Myokardinfarkt durch
Koronarthrombose bei
einem Patienten mit Purpura
Schonlein-Henoch

Zusammenfassung

Die Purpura Schonlein-Henoch (PSH) ist gek-
ennzeichnet durch eine Vaskulitis kleinkal-
ibriger GefaBe und manifestiert sich multisys-
temisch. Eine kardiale Beteiligung ist extrem
selten, auch ein Myokardinfarkt mit Throm-
busbildung bei PSH wurde nur selten doku-
mentiert. Wir berichten von einem Patienten
mit durch einen Thrombus und PSH beding-
ten akuten Myokardinfarkt.

Schliisselworter
Purpura Schonlein-Henoch - Myokardinfarkt -
Thrombus - Vaskulitis - Glomerulonephritis

This could indicate a higher prevalence
of nonatherosclerotic causes of MI (con-
genital coronary artery anomalies, myo-
cardial bridging, spontaneous coronary
artery dissection, vasculitis, “dilated cor-
onaropathy”, coronary lesion secondary
to radiotherapy, or coronary emboliza-
tion), hypercoagulable states, vasospasm,
or drug use [10, 11, 12, 13, 14, 15, 16]. Con-
nective tissue disorders, vasculitism and
other autoimmune diseases cause myo-



cardial damage by several mechanisms,
e.g., coronary artery or aortic dissection,
coronary artery aneurysm formation,
and thrombus formation.

The presented case is important be-
cause of the discrepancy between ab-
sence of traditional cardiovascular risk
factors for coronary artery disease and
development of acute MI with coro-
nary thrombus burden in a young pa-
tient. This relationship was previous-
ly shown in patients with thrombot-
ic thrombocytopenic purpura without
any chest pain [17] and also in a young
patient with HSP [5]. In accordance
with the recently published guidelines,
the patient underwent primary PCI
and drug-eluting stent implantation
due to high restenosis risk of our pa-
tient (long lesion, male gender, STEMI,
vasculitis) [18]. We suspect that mac-
roangiopathic involvement and coro-
nary thrombus formation in a young
patient with HSP in remission for sev-
eral years may be secondary to system-
ic vasculitic involvement due to HSP.
The rarely observed findings of HSP
as coronary thrombus formation and
acute MI development make this case
report interesting.
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