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Nephrotic syndrome with neck edema secondary to
communication between pleural space and neck : a case report.
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with neck edema secondary to communication between pleural space and neck :
a case report. Chula Med J 1995 Sep;39(9): 687-692

Neck edema is rarely observed in nephrotic syndrome. We report herein a 28
year - old Thai male patient who had primary nephrotic syndrome for 2 weeks and
progressive dyspnea for 1 week. He had diminution ofbreath sound and percussion dullness
of the lower lung fields, shifting dullness of the abdomen, and pitting
edema of the neck and both legs. Edema of the neck without facial edema was markedly
increased in the prone position. A radiograph of the chest showed bilateral pleural
effusion. The serum albumin was 1.5 mgsdl , and liver function tests were normal.
The pathogenesis of neck edema aggravated by recumbent position was investigated
by the injection of Techicium 99 (Tc-99m) into the pleural space of both lungs. The
radioactivity of the Tc-99m was detected in the neck region by scanning method at
30 minutes after injection. This indicated that the fluid shifted from the pleural space
to the subcutaneous area of the neck. The kidney biopsy revealed mesangial IgM
glomerulonephritis. The patient was treated with prednisolone 60 mg/day and a small
dose of loop diuretic. Five days later the neck edema was improved due to the diuretic
effect and he was discharged from the hospital. In conclusion, neck edema in nephrotic
patients could be caused by a shift of fluid from the pleural space to the subcutaneous
tissue of the neck if the swelling of the neck was aggravated by the recumbent position.
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Generalized edema is a common extra-
renal complication in the nephrotic syndrome.
Generalized edema includes soft tissue edema,
pleural effusion or ascites. Hypoalbuminemia is
commonly found in nephrotic syndrome and
plays a major role in the pathogenesis of
edema.(") Our case of nephrotic syndrome with
severe hypoalbuminemia and pleural effusion
involves a patient who developed neck edema
secondary to the shift of fluid from the pleural
space. To the best of our knowledge, this is a
first report of neck edema as a complication of
pleural effusion in primary nephrotic syndrome

with severe hypoalbuminemia.

Case presentation
History

The twenty-eight year-old Thai male
patient was admitted to the hospital because
of progressive dyspnea which he had experienced
for one week. His symptoms had begun two

weeks earlier with swelling of neck, dyspnea and
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chest discomfort. His symptoms were aggravated
by the recumbent position but improved in the
sitting or standing position. He had no cough or
febrile illness. Dyspnea was progessive for one

week before admissiom.

Physical examination

(Figures 1.1, 1.2) revealed a thin male
who was slightly distressed. The blood pressure
was 110/70 mmHg, the pulse rate 80/min,the
respiratory rate20/min and the body temperature
36.8 C. He was fully concious and co-operative.
He had no pallor, no jaundice and no superficial
vein dilatation. The cervical lymph nodes and
thyroid glands were not enlarged. Decreased
breath sound and dullness on percussion were
demonstrated in both lower lung fields but more
on the right side. The heart was normal and the
liver and spleen were not enlarged. The abdomen
was distended and shifting dullness was positive.

A mild pitting edema of both legs was observed.

Figure 1.1 The neck and face of the patient in

the upright position.

Figure 1.2 The trunk of the patient in the upright

position.
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Laboratory investigation

The complete blood count showed
hemoglobin of 15.9 gm/dl, leucocyte count at
16,100 cell/mm® with 81% neutrophil, 19%
lymphocyte and platelets at 531,000 cell/mm°.
Urinalysis showed a specific gravity of 1,028 and
protein 3+. Blood chemistries revealed plasma
glucose of 91 mgdl; blood urea nitrogen 17 mg/
dl; creatinine 0.9 mg/dl. The liver function tests
were normal except for albumin at 1.5 gmvdl,
globulin at 2.1 gm/dl. ANA CH50, and B1C were
normal. VDRL was nonreactive. HBsAg
and antiHIV were negative. Urine protein was

5.78 gm/sday. Chest roentgenography revealed

bilateral pleural effusion.

Clinical course
A kidney biopsy was performed in the
prone position two days after admission. In this

position the patient was in slight discomfort but
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the procedure was completed without difficulty.
After biopsy he was subjected to bed rest in the
supine position. In half an hour, he complained
of more dyspnea and chest discomfort. Physical
exmination found marked neck edema and mild
chest edema but without facial edema (Figures
2.1, 2.2). He was treated by changing to the
sitting position and the neck edema disappeared
in 24 hours. The dyspnea and chest discomfort
improved. The pathogenesis of neck edema was
investigated by radionucleotide scan. The Tc-99
(MAA) was injected in both pleural spaces
(Figure 3.1). A scan of chest and neck 30 min
later demonstrated that the Tc-99m was present

The kidney

biopsy revealed mesangial IgM glomerulo-

in the neck region (Figure 3.2).
nephritis. He was treated with prednisolone 60
mg/day and small dose of furosemide. Five days
after treatment the dyspnea was improved and he

was discharged from the hospital.

Figure 2.1 The neck and face of the patient in

the prone position.

Figure 2.2 The trunk of the patient in the prone

position.
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Figure 3.1 The Tc-99m was introduced into

both pleural spaces.

Discussion

Among the complications of nephrotic
syndrome, edema is one of the most common
extrarenal complications.(’) Edema is commonly
seen on the face and dependent parts of the body
and is associated with hypoalbuminemia.
Reduced intravascular oncotic pressure is believed
to be one of the pathogenesis of edema formation
in nephrotic syndrome. When hypoalbuminemia
is severe, generalized edema which includes
Neck

edema in this patient was aggravated by the

pleural effusion and ascites develops.
recumbent position. Neck edema was accom-
panied by chest edema but no facial edema was
observed. The pathogenesis of increased neck
edema in the recumbent position is not likely,
due to the leakage of fluid from the vascular
space secondary to severe hypoalbuminemia
because there was no facial edema and the radio-
nuclide scan of the chest and neck after injection
of the Tc-99m(MAA) into both pleural spaces
was positive for Tc-99m. Because Tc-99m
diffuses poorly to the blood, a positive scan of

the chest and neck indicates that the fluid must
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Figure 3.2 Thereafter the Tc-99m was found in

the neck region.

shift from the pleural space to the subcutaneous
tissue of the chest and neck. Since the pleural
space is not connected with the subcutaneous
tissue of the neck, it is likely that the fluid shifts
from the pleural space through the mediastinal
space to the subcutaneous tissue of the neck.
The pleural space is complete separated from
the mediastinal space.(z) Therefore, a tract which
connects the two spaces together should be
present in this patient. Unfortunately, we could
not identify this tract by the scan. Neck edema
in this patient could cause respiratory distress.
This complication should be aware of in the
primary nephrotic syndrome with severe hypo-

albuminemia and pleural effusion.

Summary

We report a patient with mesangial IgM
glomerulonephritis with nephrotic syndrome who
was presented with dyspnea, neck edema and
bilateral pleural effusion. The neck edema with-
out facial edema was increased in the supine
position and was accompanied by chest edema.

A radionuclear study indicated that the neck
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edema was caused by the shift of fluid from the
pleural space to the subcutaneous tissue of the
It is likely that the fluid shifts from the

pleural space to the subcutaneous tissue of the

neck.

neck space via the mediastinal space.
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