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Clinicopathological Conference
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A 75 year old man with episodic lumbago and fever
(the tenth case)
Case presentation

Institute of Geriatric Cardiology, Chinese PLA General Hospital

The patient, male, 75 year old, was admitted on
emergency because of episodic lumbago over 5 months,
which got worse accompanied by fever for 5 days on
December 3, 2003. The patient had felt paroxysmal
lumbago at left
ccompanied by polyuria, urgency of urination, but without

side without obvious inducement,
obvious hematuria since June 2003. The body temperature
was 40°C. In department of urology of this hospital, the
anti-infective agent and symptomatic treatment were given
and fine effectiveness was obtained. In the course of
treatment, acute ST segment elevation myocardial infarction
and multiple organs failure occurred, then he was
transferred to the department of cardiology. The patient’s
condition took a favorable turn and he was discharged after
half a month. On November 28, 2003, the patient got
The body
temperature was 39.2%Cand the lumbago became worse at

the same time. His condition had little improvement after

fever again without obvious inducement.

one day, so he came to our hospital. After SARS was
ruled out in the fever out-patient clinic, he was admitted
on emergency as urinary system infection.

In the past, the patient had diabetes, high blood
pressure, coronary heart disease, cerebral hemorrhage,
brain atrophy and old cerebral infarction. Cholecystectomy
was performed because of biliary calculus 10 years ago.
There were no hepatitis and tuberculosis in his past
medical history.

Physical examination: T 39.4°C ;P 94/min; BR 23/
min; BP 136/74 mmHg. He was conscious but apathetic.
Breath sound was rough. There was no bubble and

wheezing sounds in both lung fields. The heart rate was
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94/min, cardiac thythm was regular, no murmur at any
valve auscultation field. There was a 15 cm scar at right
upper quadrant of abdomen. Right lower quadrant
tendemness was suspected. Rebound tenderness was
negative. There was no shifting dullness in abdomen.
Spine and limbs were non-deformed. There was no edema
at both lower extremities. The myodynamia of left side
was grade 4, and that of right side was grade 5. The left
upper extremity had in voluntary trembling on lifting.
Knee jerk reflex and achilles tendon reflex were decreased.
Pathologic reflex was absent. lLaboratory examinations:
blood routine: WBC 17.6 x 10°/L, neutrophils 0.85; urine
routine: erythrocyte 50/pd, leucocyte 100/pl, protein
25 mg/dl, glucose 1000 mg/dl.

After hospitalization, he was given diabetic diet and
treated with antibiotics, controlling blood sugar, reducing
the blood pressure, adjusting electrolyte balance and fluid
replacement, etc. The patient’s condition was improved
for a time, but he got fever again on December 20.
Klebsiella pneumoniae was found in blood culture and he
was isolated for treatment. Many kinds of sensitive
antibiotics were used, but the fever was not improved at
all. During this time, gram-negative bacillus was found
many times in blood culture. Through the abdominal CT
lumbar
vertebrae damage and abdominal aortic pseudoaneurysm
were found at mid-January 2004 (fig.1, fig.2).

A whole hospital consultation was held and the
diagnosis was made as the lumbar vertebrae tuberculosis,
paravertebral ~ abscess and  abdominal
So  antituberculous
initiated. Guided by CT, a liquid opaque area at left

and lumbar vericbrae X-ray examination,

aortic
pseudoaneurysm. treatment  was
upper side of the pseudoaneurysm was punctured and about
5 ml of bloody thick liquid was drawn out. Pathological

diagnosis was inflammation; tuberculosis and tumour were
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fig. 1 Abdominal CT
7 : Abdominal aortic areurysm; # : Paravertebral abscess; | : Distruction of vertebal body

and sequestrum formation

fig. 2 Picture after reconstruction

1} : Abdominal aortic areurysm; 4 : Paravertebral abscess; .

not found. Anemia occurred in the course of disease, the
Blood

transfusion was given many times and the hemoglobin was

patient’ s condition was aggravated gradually.

maintained at 80 g/L.

The patient stayed in hospital for 132 days
altogether. During this period, antituberculotic agent,
infusion of anti-infective agent, autipyretics, regulating
water-electrolyte  balance, improving immunity and
nutritional support were used, but the condition was
aggravated gradually. Two weeks just before dying, the
fever became worse obviously, broad-spectrum antibiotic

such as Tienam was ineffective. There was large amount

of sputum and moist rales at both bases of the lungs could
be heard. Acute left heart failure occurred three times in
the last week and all were rescued successfully. At the
night of April 12, 2004, Chyne-Stokes respiration
occurred and cough reflex decreased. The treatment of
sputum and oxygen inhalation was
strengthened. At 2: 40 of April 13, the patient got

respiratory arrest and cardiac arrest suddenly. The rescue

suction  of

course lasted 40 minutes, but all kinds of measures were
proved to be ineffective, and the patient was declared to
die at 3:20.

Clinical Discussion

Dr. Yin Tong: The main findings of autopsy :
There were aortic atherosclerosis and aneurysm in the
abdomen. The aneurysm was ruptured and an abscess was
formed around it. Hyalinization of arterial wall,
thrombosis in lumen of blood vessel and inflammatory
necrosis could be found at the rupture site and abscess
formed wunder microscope. There was coronary
atherosclerosis, which reached grade Il at some sites.
Calcification and hyalinization of their wall, as well as
hyperplastic fibrous tissue in tunica intima of the vessel
could be found under microscope. Small focal fibrosis of
left ventricle wall could be found. Some cardiac muscle
fibers became necrotic, with neutrophilic infiltration.
Pigment deposition could be found on the other cardiac
muscle fibers. Both lungs were plump with crepitant

feeling, bloody foamy fluid flowed out when they were

pressed after cutting. Congestion and inflammatory cell
infiltration of interstitial tissue of the lungs, dilatation of
some pulmonary alveoli filled with homogenous pink
material could be found under microscope. There was
congestion in many organs such as liver, spleen and
kidney. Arteriolosclerosis occurred in thyroid, spleen and
kidneys. Cerebral arteriosclerosis and old cerebral
infarction could be found.

Combining  the
pathological findings, we think that the cause of the

clinical medical history and

patient’ s death was that on the basis of atherosclerosis,
arterial aneurysm was formed and ruptured, then
secondary infection occurred. Based on coronary
atherosclerosis and the old myocardial infarction, acute
small focal myocardial infarction took place, which caused

circulation failure, followed by multiple organ congestion.
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At the same time, pulmonary edema occurred and caused
body hypoxia, resulting in breathing and circulation
function failure and finally death.

Arteriolosclerosis could be found in many parts of the
body and renal glomerular sclerosis was obvious, which
might be related to diabetes or /and high blood pressure.
The patient had diabetes and hypertension for many years,
arteriolosclerosis supported the existence of hypertension
and diabetes.

About infection, abscess formation was found beside
the abdominal aortic aneurysm close to the vertebral
column. It was a non-specific inflammation seen under
microscope and had no sign of tuberculosis, so the
abscess was a secondary infection caused by rupture of the
aneurysm.

Dr. Zhao Shaohong: Two questions about this
patient need to be clarified. The first is how the aneurysm
is formed, is it a true or false one ? The second is what is
the etiology of this severe infection. The CT showed that
the destruction of lumbar vertebrae was obvious. A
possible condition was that the destruction of lumbar
vertebrae was a primary lesion, which extended ahead and
made abdominal aorta eroded, then the aneurysm was
formed . Another condition was that the vertebral body was
compressed by aneurysmal dilatation and destroyed. True
aneurysm is dilataltion of total arterial wall. Its wall has
tunica intima, tunica media and tunica adventitia just as
normal blood vessel. It is the expansion of cavity only.
From the shape of aortic lumen, we can see that the
patient’s abdomial aorta was not expanded clearly. False
aneurysm has two conditions, one is that because of
arteriosclerosis, tunica intima and tunica media were
damaged, tunica adventitia was expanded by pressure of
blood. Another is that the vessel is eroded from outside by
external cause, resulting in bleeding which is packed by
fibers, so the false aneurysm is formed. The lumen of
artery of false aneurysm is not expanded, but damaged at
the local site. According to the screenage, the patient’s
aneurysm was a false one. The origin of it should be
infection of lumbar vertebrae. The common cause of
lumbar vertebral damage is tuberculosis. The patient was
an old man and had diabetes mellitus, so he was apt to
suffer from tuberculosis. Lumbar vertebral tuberculosis

caused abscess formation, and the abscess eroded the
abdominal aorta, so the false aneurysm was formed. The
whole pathophysiological process was caused by abdominal
aorta eroded by external infection. From the screenage, we
can not define the bacteria causing the infection, but
tuberculosis has the highest possibility, although other
bacteria can not be ruled out.

Dr. Shen Baoxia : The infection of the patient was a
bacterial infection obviously, eumycetes culture was
performed many times but nothing was detected. Viral
infection is not like this entirely. This condition makes us
to think of the tuberculous infection first, but the etiology
and pathology did not support the TB. If it was a common
bacterial infection, it must not be a single but a mixed
infection. The Staphylococcus epidermidis which was
Klebsiella

times had

cultured once may be a contamination.
pneumoniae  which was cultured many
significance, the abscess might be related to it. However
been confirmed whether the Klebsiella
pneumoniae can damage bone. I agree with Dr. Zhao, the

it has not

aneurysm is a false one surely.

Dr. Han Li: The autopsy was performed the third
day after the patient had died. There might be a flora
changing course after death. The Enterococcus faecalis
and gram-positive bacillus detected in this autopsy are the
most common contaminating bacteria. These two bacteria
could not explain the whole pathological changes.
Athough the result of pathological diagnosis did not
support the tuberculous infection, it was still a reasonable
explanation for the pathophysiological processes. Maybe
there was some endogenous standing flora which we did
not find had taken a colonization transfer. Klebsiella is a
kind of aerogen. If it formed such a big abscess, the gas
cavity should be showed at screenage, but it was not.
Therefore the nature of infection can not be defined
certainly .

Dr. Zhao Yusheng: We can judge clearly from our
discussion today: The patient’ s aneurysm was a false
aneurysm, and it was formed because of erosion of
abdominal aorta damaged by external infection. Because
the abscess was in deep part of the body, the infection
can not be controlled thoroughly. According to our

discussion today, we still can not draw a certain
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conclusion about the nature of the infection. The
possibility of tuberculous infection which we considered
before had no evidence found. Klebsiella infection can
form abscess, but we could not find direct evidence of it.
Moreover there was no any report about destruction of
bone matrix by Klebsiella. We should find more evidence
and will discuss this question further in the future. The

cause of the patient’s death is clear and should not have
any question since the result of pathophysiological analysis
is very correct. We hope every expert to collect the data
and reports related to this case, and to study the causes
more clearly in the future.

(Translator: TIAN Jinwen, ZHAO Yusheng)
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