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ABSTRACT
On 30.08.2003, a 20-year-old boy met with a vehicular accident and sustained spinal injury and left

upper limb fracture. He was immediately hospitalized and seemed to recover well after treatment for a
period of 15 days, when just before discharge he suddenly had hematemesis and bleeding per rectum
and succumbed within another 24 hours. The case is discussed in detail.
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CASE REPORT
On 15.09.2003, dead body of a 20-year-old

boy was brought for post-mortem examination to
the mortuary of Government Medical College,
Surat.

History & Findings
The boy had a vehicular accident on

30.08.2003 while riding on a scooter and was
immediately taken to hospital with complaints of
quadriparesis and fracture of the left arm bone.
There was no history of loss of consciousness or
ENT bleeding. On examination, pulse was feeble
and blood pressure was low. After stabilizing the
blood pressure with blood transfusion, an
abdominal ultrasound, MRI scan of the spinal cord
and X-ray of the left upper limb was done on the
same day which revealed:
· No abnormality in the abdominal ultrasound.
· Intervertebral disc protrusion at C3-C4 level
with contusion and edema of spinal cord at C3-C4
level.
· Fracture of the shaft of humerus of the left
side.
Treatment was started with methyl prednisolone
for the cervical cord injury along with ranitidine,
diclofenac sodium and cefotaxime.

Progress
Over the next two days, he had occasional

chills with slightly elevated body temperature for
which paracetamol and artesunate were given.
Methyl prednisolone was replaced with
dexamethasone (6mg iv qds).

After a week of treatment, weakness of the
limbs continued. He developed loose motions that
were brought under control by conservative
management.

By the tenth day, he was continuing on
antibiotic, dexamethasone (same dose), ranitidine
and diclofenac sodium.

On the 11th day, the humerus fracture was
reduced under general anaesthesia. Post-operative
period was uneventful.

Subsequent MRI of cervical spine on 12th
September 2003 showed the same findings as in
the first MRI.

From the evening of 12th September, the boy
started having loose motions and on the 14th of
September, he had about 50-60 ml of fresh blood
in his stools followed by malena, as well as fresh
blood in the Ryle's tube aspirate.

Steroids and analgesic were omitted, packed
cells were infused and a stomach wash done with
cold water.

By the evening of 14th September, there was
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no blood in the RT aspirate but he continued to
have fresh bleeding per rectum. Bleeding time was
1 min 35 sec., Clotting time was 5 min 30 sec and
Prothrombin time was 11 sec (control 10 sec)

By 15th September morning, he again had
fresh hematemesis with his blood pressure falling
and rising pulse rate. In spite of immediate infusion
of two units of fresh frozen plasma, one unit of
plasma expander (hemacael) and Inj. somatostatin,
the blood pressure went unrecordable, the pulse
was not palpable and the boy died.

Routine laboratory tests were within normal
limits throughout the hospital stay. However, the
behavior of the boy throughout was recorded as
irritable.

Clinical Impression
1. Massive Gastro-intestinal tract hemorrhage
from post-traumatic stress ulcerations
2. Disseminated intravascular coagulopathy
3. Mismatched blood transfusion
4. Fat embolism
5. Acute tubular necrosis.

Findings on Post-mortem examination

General: Examination was done 9 hours after
death.
External findings: Rigor mortis was well developed
all over the body. Postmortem lividity was of a bluish
red color, was fixed and was present on the back
of the body. Fresh blood was present at the nostrils
and at the anus. Epidermal denudation had started
at many places over the body. Healing abrasions
with scabs falling off, contusions and injection
marks were present over the body.

Internal findings: Brain was pale and weighed
1320 grams. Pleural cavity on either side contained
200 ml of light amber colored clear fluid. The
tracheal lumen contained white froth and both lungs
appeared pale and on cut section exuded white
froth from the lower lobes. Multiple petechial
hemorrhages were present on the surface of the
heart over both ventricles.

The peritoneal cavity contained 800 ml of light
amber colored clear fluid. Lower end of the
esophagus contained clotted blood. However, the

walls of the esophagus were normal. Stomach
contained 200 ml of dark fluid blood and 400 gm of
reddish brown clotted blood. Wall of the stomach
was thinned out and hemorrhagic at places. No
ulcerative lesion was evident to the naked eye. The
small and large intestines contained dark red partly
fluid and partly clotted blood and no ulcerative
lesion was evident. Intestinal mucosa was stained
red. Grossly multiple granular growths were seen
projecting from the walls of the descending colon
and rectum. Pancreas, spleen, suprarenals and
kidneys were of normal size and appeared pale.

Vertebral column was exposed using the
posterior approach. Extravasated blood was
present in the muscles surrounding vertebral
bodies C2-C5 and T4-T6. The intervertebral disc
between C3 and C4 was found protruding inside
the canal. Spinal cord appeared swollen at C2-C5
and the spinal canal dilated at C3-C4 level. The
dura mater surrounding the cord at C3-C4 level
was thickened and contused and the grey matter
on the anterior aspect of the spinal cord at C3-C4
level showed contusion.

Viscera samples were taken from the body
for histo-pathological and toxicological examination
and specimens preserved for microbiological
examination. The chemical analysis was negative
for any poisonous substance or drug overdose.
Splenic swab and swab from the peritoneal cavity
taken with aseptic precautions were negative for
any organism. Histo-pathological examination using
the H & E staining technique revealed the following
-
· Polymorph and mononuclear infiltration in the
alveolar septal wall of the lungs
· Congestion and ballooning degeneration of
the kidneys
· Mild congestion of the supra-renal glands
· Mild congestion with mononuclear cells in the
mucosa of the wall of the stomach
· Polymorphic and lymphocytic infiltration in the
mucosa of the ileum, lower descending colon,
sigmoid colon and rectum along with edema and
minimal hemorrhage in the muscular and serosal
layers.
· No remarkable pathology in the heart, liver,
spleen, pancreas and brain including cerebrum,



194

JIAFM, 2005  ;  27 (3). ISSN 0971 -0973

cerebellum and spinal cord upto C7 level.
The conclusion as to the cause of death was

arrived as 'Bleeding from the gastro-intestinal tract
following injury to the cervical (C2-C5) and thoracic
(T4-T6) regions of the spinal column and injury to
the cervical spinal cord.'

DISCUSSION
Stress ulcerations of the stomach with

massive hemorrhage is a frequent companion of
trauma, sepsis, shock, massive burns, traumatic/
surgical injury to the central nervous system and
long use of NSAIDs and steroids. They are most
common in the acid-secreting portion of the
stomach. Foci of pallor and hyperemia appear in
the proximal part of the body of the stomach within
24 hours of stress followed by petechiae and
shallow erosions, which spread to the entire body
except the antrum.

Although elevated gastric acid secretion may
be noted in patients with stress ulceration after
head trauma (Cushing's ulcer) and severe burns
(Curling's ulcer), mucosal ischaemia and
breakdown of the normal protective barriers of the
stomach also play an important role in the
pathogenesis. The basic mechanism producing the
stress ulcerations is an episode of diminished
mucosal blood flow. In quadriplegic individuals,
however, the ulcer phenomenon may be due to
unopposed vagal action as are ileus and hyper
motility. Hyper secretion of gastric acid is postulated
to be one of the causes of the stress ulcerations
as a significant drop in bleeding is noted when acid
inhibitors are used as a prophylactic measure for
stress gastritis.

The ulcerations are usually silent with
absence of the characteristic pain pattern of the
chronic duodenal or gastric ulceration because of
their superficial nature. Perforation, similarly, is
extremely unusual.

The most common clinical finding is painless
gastro-intestinal hemorrhage. Blood loss is usually
minimal but may be substantial and life-threatening

carrying mortality risk of 50%. When massive, the
onset of bleeding is typically 2 - 3 days after the
trauma.

Complications such as severe respiratory
failure, massive wound sepsis and progressive ileus
may develop before bleeding.

Treatment for the stress ulcerations varies
from iced water gastric lavage to use of
vasoconstrictor agents locally. The prognosis,
however, is poor irrespective of the therapy. Once
stress ulceration has produced significant
hemorrhage, the mortality rate usually exceeds
50%. Pharmacological prophylaxis with intravenous
H2-receptor antagonist therapy decreases
bleeding, but it does not lower the mortality rate.

The present case, though not new, presents
the typical findings seen in a case of post-traumatic
(non-gastritis) stress related mucosal injury of the
gastro-intestinal tract. Mortality in such cases
depends on the quality of the intensive care
available to the patients at risk. This case is one of
the many examples of our country where precious
lives can be saved by providing quality intensive
care. In the unfortunate event of the death of the
patient as in this case, meticulous autopsy after
going through the antemortem treatment records
helps in coming to a conclusion to the cause of
death in such cases which otherwise would have
been difficult and misleading.
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