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Mephentermine triggered anaphylaxis in the 
peri‑operative period: An unusual occurrence

intubated and oxygenated with 100% oxygen. End‑tidal 
carbon‑dioxide was in higher side with obstructive pattern 
noted in monitor. IV adrenaline 200 mcg bolus followed 
by 1 mcg/kg/min infusion was started. He was shifted 
to intensive care unit. Serum tryptase (mast cell) and IgE 
were found to be positive. He was managed conservatively. 
Inotropic and vasopressor support was tapered off. On 
subsequent days he was doing well and discharged from 
hospital safely.

Peri‑operative anaphylaxis was previously reported 
with antibiotics, contrast media, muscle relaxant, latex, 
colloids, IV inducing agents, opioids, aprotinine, local 
anesthetics, protamine etc.[1] In this case discussed 
above, the preparation of  mephentermine used is 
with preservative, methyl‑paraben  (0.08%  v/v) and 
propyl‑paraben  (0.02%  v/v) named TERMIN  (Neon 
Laboratories LTD, Mumbai, India). It’s thought that 
para‑aminobenzoicacid, a metabolite of  ester local 
anesthetics or methylparaben is the main causative agent 
to cause anaphylaxis. In this case, it is postulated that the 
preservatives methyl‑paraben and propyl‑paraben are 
the causative agents for the anaphylaxis. It was type‑1 
hypersesitivity reaction with clinical classification of  
class  III.[2] After first exposure of  antigens in the body 
the IgE secreted from lymphocytes  (class switching by 
interleukin 4) are attached with the cell surface of  mast 
cells of  tissue and basophils in blood. After second 
exposure of  same antigens, there is cross‑linking between 
the IgE of  number of  mast cells through bridging antigens 
causing cascade of  release of  inflammatory mediators.[3,4] 

Sir,

Anaesthesiologist uses many drugs in a short time period. 
Mephentermine is one such drug. This sympathomimetic 
drug is frequently used to treat hypotension occurring due 
to peripheral vasodilatation by anaesthetic drugs, blood loss 
and many other conditions. There is no recommendation to 
do skin‑test for hypersensitivity of  mephentermine. We are 
reporting an unusual occurrence of  severe systemic allergic 
reaction to mephentermine. For best of  our knowledge, 
this kind of  reaction to intravenous (IV) mephentermine 
has never been reported before. Patient has given written 
informed consent for writing this case.

A 32‑year‑old man of  American society of  anaesthesiology 
physical status class  I with normal airway and spinal 
anatomy, a case of  primary infertility posted for 
trans‑urethral resection of  ejaculatory duct posted 
in urology theatre. After attaching basic monitors, 
sub‑arachnoid block with bupivacaine heavy 0.5% 2.5 ml 
with 25 mcg fentanyl was given at the level of  L3‑L4 in 
lateral position. Spinal level achieved upto T4.Episode 
of  hypotension (mean arterial BP <50 mm Hg) occurred 
with heart rate 55‑65/min. So, normal saline and IV 6 mg 
mephentermine were administered. Within a minute the 
patient complained of  itching in left hand and rashes 
developed in his upper‑limb and chest followed by 
breathlessness, tachycardia and more hypotension. On 
auscultation, bronchospasm was present. We administered 
IV hydrocortisone, promethazine, ranitidine bolus 
immediately and salbutamol nebulisation started. He was 
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Anaphylaxis can be manifested in first time due to exposure 
of  a drug as molecular composition in this drug cross react 
with daily used toothpaste, soap, cosmetics, food etc.[5] Our 
unusual occurrence may alert the anaesthesiologist using 
mephentermine in peri‑operative period and remind the 
utility of  resuscitation drugs preparation before proceeds 
of  any kind of  anesthesia.
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A case of extensive cardiac calcification

Sir,

Myocardial calcification occurs in either previously injured/
necrotic myocardium with normocalcemia or healthy 
myocardium with hypercalcemia.[1] Though localized 
myocardial calcifications are common after myocardial 
infarction; extensive myocardial calcification is rarely 
reported.[1] Extensive myocardial calcification in the setting 
of  severe acute pancreatitis (SAP) has not been described 
yet. We are sharing one such interesting case from our 
intensive care unit (ICU).

A 39‑year‑old businessman presented to ICU with 
history of  acute onset severe abdominal pain and 
vomiting, following a binge drinking. He was a chronic 
alcoholic since 10 yrs and had a history of  irregularly 
treated hypertension for two years with normal baseline 
creatinine values. He had no h/o chest pain suggesting 
myocardial infarction or chest trauma. On examination, 
he was conscious, restless, having distended and tender 
abdomen and was in shock. He had high total leukocyte 
count (28,000/cmm), serum creatinine (4 mg/dl) and lipase 
of  1500 IU/L. Screening electrocardiography (ECG) and 
transthoracic echocardiography  (TTE) were normal. 

Computed tomography  (CT) of  abdomen confirmed 
our working diagnosis of  SAP (pancreatic parenchymal 
necrosis >50%).

During his stay in ICU, he had issues like septic 
shock  (multiple episodes), acute kidney injury, and 
raised intra‑abdominal pressure. He was treated with 
broad‑spectrum antibiotics, anti‑fungals, vasopressor 
and inotropes, mechanical ventilation with tracheostomy, 
enteral nutrition, renal replacement therapy, and 
multiple percutaneous drainages followed by timely 
necrosectomy to drain necrotic abdominal content. 
TTE was repeated to re‑check his cardiological status 
as we were facing difficulty in weaning on 12th  week 
of  ICU stay. It showed calcification of  mitral leaflet 
and myocardium with grade I diastolic dysfunction of  
left ventricle. A ring calcification around left ventricle 
was prominent in subsequent CT scan [Figure 1]. ECG 
showed non‑specific ST‑T changes. Cardiac enzyme 
markers were normal. Serum calcium  (maximum 
10.2 mg/dl) and phosphorus levels  (maximum 5 mg/
dl) since admission were within normal limit (checked 
repeatedly). Retrospective analysis of  previous scans 
revealed that cardiac calcification was just started on 
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