
Figure 1: Set marker “c-KIT” showing the cytoplasm of reactive 
cells stained brown

Notwithstanding this, GISTs are the least common of  small 
intestinal malignant neoplasms and, because of  their insidious 
presentation, they are often not suspected prior to surgery. 
Consequently, their diagnosis is often delayed or even overlooked, 
and usually it is made after laparotomy and formal pathologic 
examination.[2] Small bowel tumors are uncommon and can 
have a long delay prior to diagnosis because they are usually 
asymptomatic, especially in their early stages, and they often go 
unrecognized until severe symptoms ensue, which can create 
surgical emergencies.[2,3] GISTs tend to grow in an extraluminal 
fashion; however, they can also erode into the lumen of  the 
gastrointestinal tract, inducing significant hemorrhage or anemia 
from occult bleeding.[4] They can also rupture into the peritoneal 
cavity causing significant hemorrhage. [5] In addition to symptoms 
from mass effect or bleeding, GISTs can cause intussusception 
or, rarely, intestinal obstruction. [1,5] In this case, the patient was 
asymptomatic until intestinal obstruction developed. Radiological 
studies such as computed tomographic scans, barium studies, 
abdominal US, plain film and radionuclide studies may be useful 
in its pre-operative diagnosis. [1,3] Intussusception is correctly 
diagnosed pre-operatively in only one-third of  the cases. Enteric 
intussusception is characterized in longitudinal section by an oval 
“tumor,” which, in cross-section, has a “target” appearance with 
infolding of  bright luminal interfaces giving multiple concentric 
rings, which was present in this case. Their biological behavior 
is difficult to predict, ranging from benign to malignant, thus 
rendering their size and mitotic index the most reliable prognostic 
factors.

Several mutations in the c-kit gene have been incriminated in the 
oncogenesis of  GIST,[5,6] leading to constitutive expression of  
the receptor tyrosine kinase involved in cell differentiation and 
proliferation. Expression of  this tyrosine kinase c-kit (CD117), 
demonstrated by immunohistochemistry, has been shown to be 
a sensitive and specific diagnostic marker for GIST.

Surgical resection is recommended in nearly all cases of  
adult intussusception inducted by GISTs because of  the high 

prevalence of  structural anomalies and the relatively high risk 
of  the underlying malignancy.[6]

This case presents an unusual malignant cause of  adult 
intussusception tumors of  the small intestine that may have a 
malignant potential. Radical surgical resection is essential and 
will determine the overall outcome.
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Chest pain in young 
people: Is cannabis a risk 
factor?
Dear Sir,
Cannabis is considered as a common recreational drug generally 
thought to be a relatively safe substance. However, we have, in 
the past 6 months, noticed that there is a possible connection 
between cannabis consumption and coronary disease. We report 
two cases of  young men with no previous medical history 
admitted to our University Hospital Emergency Department 
(ED) suffering from acute myocardial infarction (MI) after 
cannabis smoking 1 h before admission. A further complication 
occurred in one of  them with a cardiac arrest.A 23-year-old 
man spontaneously presented himself  to our ED, suffering 
from acute chest pain after having inhaled cannabis 1 h before 
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admission. He is a smoker (half  a packet of  cigarettes daily for 
10 years), with a daily consumption of  cannabis cigars (at least 
twice daily). Thorax examination and initial vital parameters 
were normal. The initial electrocardiogram (ECG) showed sinus 
rhythm with anterior ST elevation (V2 to V4) with reciprocal 
ST segment depression in the inferior leads [Figure  1]. Twenty 
minutes after admission, the patient had a sudden cardiac arrest 
due to ventricular fibrillation successfully reversed by electrical 
cardioversion. A coronary angiography was quickly carried out, 
which showed a unique thrombosis at the initial portion of  the 
anterior interventricular artery. A mechanical desobstruction 
was successfully performed with stenting, and angiographic 
control showed no abnormality. The angiogram did not show 
any obstruction of  the other coronary arteries. The initial 
biological findings were normal, in particular the serum 
troponine Ic level. Six hours after presentation, the troponine Ic 
rose from 101 ug/L (normal <0.4 ug/L) to 367 ug/L (after 12 h).  
The urine drug screen (cocaine, amphetamine, heroine, 
tetrahydrocannabinol [THC]) was positive only for THC. 
Clinical evolution was satisfactory, with full recovery, and 
the patient was discharged 7 days later. Further blood tests 
showed normal cholesterol and lipid levels. Connective tissue 
disorder (protein C and S, antithrombin III and cardiolipin) 
were negative.

A 29-year-old man spontaneously presented himself  to our 
ED 1.5 h after cannabis smoking with chest pain radiating to 
his left shoulder. He is a smoker (20 cigarettes a day for 10 
years), using cannabis daily. He has a positive family history of  
hypercholesterolemia. The initial ECG showed sinus rhythm 
with anterior ST elevation (V2 to V4) [Figure 2]. The initial 
serum troponine Ic level was at 1.1 ug/L (normal <0.4ug/L) 
and increased to 320 ug/L 6 h later. The urine drug screen was 
positive only for THC. Coronary angiogram showed a single 
thrombosis at the initial portion of  the anterior interventricular 
artery. A mechanical desobstruction was successfully performed 
with stenting. The patient was discharged 5 days later. As for the 
previous patient, further blood tests investigating coronary risk 
factors were negative.

Marijuana is the most widely used illicit drug in the Western 
countries. It has several well-known side-effects on the 
cardiovascular system, documented for three decades, and 
cannabis is suspected to cause sudden death.[1] In a recent 
report, Caldicott et al.[2] reviewed 43 patients affected by acute 
cardiovascular events associated with cannabis consumption 
and, among them, only six patients had MI. In the Determinant 
of  Myocardial Infarction Onset Study (3882 patients), the risk 
of  MI onset was multiplied by 4.8-times above the baseline 
in the first hour after the use of  marijuana.[3] However, the 
risk is less than the one observed with cocaine use (24 times), 
most likely due to more sympathetic stimulation.[4] More 
recently, in a prospective cohort study of  events after MI 
with an average follow-up of  3.8 years, Mukamal et al. found 
a mortality risk 4-times greater in cannabis users than in non-
users in an age- and sex-adjusted model.[5] Several mechanisms 
possibly explain why the drug can induce MI risk differently to 
atherosclerosis. In particular, smoking marijuana in a moderate 
dose is associated with a stimulation of  sympathetic activity 
leading to an increase in the pulse rate and blood pressure 
with a decrease in the left ventricular ejection time. At high 
doses, the parasympathetic activity will also increase, leading to 
bradycardia and hypotension.[3] Moreover, marijuana induces an 
increase of  carboxyhemoglobin, leading to decreased oxygen-
carrying capacity. This carboxyhemoglobin level is higher in 
cannabis users than in cigarette smokers.[3] This high level 
induces an increase in the myocardial oxygen demand, with 
a simultaneous decrease in the oxygen supply. These adverse 
changes can trigger plaque rupture in vulnerable patients or 
may induce coronary vasospasm in the presence of  normal 
coronary arteries.[1]

In conclusion, several authors clearly indicate that cannabis 
smoking could be a trigger for cardiac ischemic events in 
young healthy users.[6] Even though this risk factor is not as 
high as that in cocaine users, emergency physicians should 
not underestimate cannabis-addicted patients complaining of  
acute chest pain.

Figure 1: Initial electrocardiogram of Case 1, which shows anterior 
ST elevation (V2-V4) with reciprocal changes in the inferior leads 

Figure 2: Electrocardiogram of Case 2, which shows anterior ST 
elevation (V2-V3) 
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Role of clinical 
parameters and early 
noncontrast magnetic 
resonance imaging scan 
of brain in prediction of 
final neurologic outcome 
of hanging victims
Sir,
Hanging is a common mode of  suicide worldwide. However, 
almost 80% survive, often with permanent neurosequelae due 
to parenchymal brain damage. We tried to correlate clinical 
parameters and results of  noncontrast magnetic resonance 
imaging (MRI) of  brain with development of  neurologic deficits 
in patient presenting post hanging. Neurodeficits studied were 
the delayed development of  seizure, hemiparesis or movement 
disorders within a period of  6 months post discharge from 
the hospital.

We included 19 cases in our study (out of  which 10 were males 

and 9 were females). Data regarding Glasgow Coma Scale (GCS), 
systolic and diastolic blood pressure, pulse rate, respiratory rate, 
plantar and pupillary reflex were collected retrospectively from 
patient charts on all the 19 patients. Noncontrast MRI of  brain 
was done within 48 hours of  incidence of  hanging, irrespective 
of  duration of  hanging on all the patients. We excluded patients 
with a past history of  seizure, stroke or movement disorder. Out 
of  the 19 patients, 7 (36.8%) developed delayed neurosequelae. 
Two patients (28.57%) developed hemiparesis, four patients 
(57.14%) developed seizure disorder, while one patient (14.28%) 
developed hemichorea. The interesting part about these patients 
was that all of  them had a normal noncontrast MRI of  brain  
done within 48 hours of  admission.

GCS value below 10 at admission was associated with adverse 
neurological outcome (P = 0.035). Abnormal plantar reflex, 
defined as unilateral or bilateral equivocal or extensor response, 
strongly correlated with neurosequelae development (P = 0.015). 
Pulse rate (P = 0.516), respiratory rate P = 0.340), systolic blood 
pressure P = 0.336), diastolic blood pressure (P = 0.912), pupil 
size (P = 0.054) and pupillary reaction to light had insignificant 
association with future neurosequelae as was the case with non-
contrast MRI.

In hanging, the brain parenchymal damage results from either 
venous congestion in brain leading to hypoxic neuronal injury 
or hemorrhage from rupture of  vessels. Hypoxia can also 
occur from bilateral carotid compression at neck with severe 
constriction pressure. This ultimately results in damage to 
the basal ganglia, thalamus and cortex of  the brain, with 
development of  motor neurosequelae. It is clear from our study 
that in case of  hanging, clinical parameters at presentation, in 
particular GCS score below 10 and upgoing or nonresponsive 
plantar reflex, have significant correlation in predicting future 
neurosequelae.[1-3] Pupil size may also be useful for the purpose. 
MRI scan of  brain without contrast had no value in our patients 
but cannot be excluded, not to forget the challenges of  its 
limited availability, high cost and possible aggravation of  neck 
injury during transportation of  the patient to MRI unit.[4,5] 
Contrast MRI or Diffusion Weighted Images(DWI) images of  
brain may theoretically pick up the brain tissue injury early as 
seen in hypoxic brain damage in neonates. Magnetic Resonance 
Angiography(MRA)of  neck vessels and/or brain was not done 
due to logistic problem and again theoretically it is better in 
identifying early lesion. Further studies are needed to address 
these issues.
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