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asthma before kidney function decreas-
ing. Satisfactory treatment was ob-
tained with only corticosteroid. This
case is a direct proof that allergy is not
only the secondary reaction, but also be
one of the important precipitating fac-
tors of CCE.

One month before admission, a 71-
year-old male presented with asthma
and eczema. Then he had lower limb
edema, anorexia, and toe pain. He had
a long history of eczema and asthma
over 20 years, with no history of chest
pain, anticoagulant therapy, cardiac
catheterization, or angiography. Uri-
nary sediment showed BLD±, PRO±.
Blood chemistry showed renal function
insufficiency (BUN: 118.8mg/dL, Cr:
4.28mg/dL). Blood routine showed
anemia (90g/L), thrombocytopenia
(81x109/L; normal range, 100 to
300x109/L) and eosinophilia (absolute
eosinophil count, 1.6x109/L; normal
range, 0 to 0.5x109/L). Immunological
examination showed increased IgE lev-
el (3080IU/mL; normal range, 0 to
165IU/mL). The symptoms got worse
gradually and the serum Cr had in-
creased to 6.72mg/dL before admission.
On admission, the patient presented
with marked lower-extremity pitting
edema with bilateral pre-tibial skin
eczema. Feet pulses were preserved.
The skin temperature of the first one-
third of the dorsal feet decreased.
Cyanosis was present in the toes with
overt tenderness.

On admission, serum creatinine had in-
creased to 7.88mg/dL. Urinalysis
showed slight proteinuria (272mg/24h)
and increased N-acetylglucosaminidase
(29.9U/gCr; normal range, 2-
21.6U/gCr). IgE level was very high
(3650IU/mL). Doppler ultrasonic imag-
ing study of arteries revealed athero-
sclerosis and small mural plaques of bi-
furcations for the common carotid
artery, the internal carotid artery and the
proximal and middle vertebral artery.

Percutaneous kidney biopsy was per-
formed. The results revealed as follows
(Figure 1 A). Among all 12 glomerulus,
5 glomerulus showed ischemic global
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Dear Editor,
Cholesterol crystal embolism (CCE) is
characterized by multi-system organ
dysfunction resulting from occlusion of
arteries by atheromatous plaque. Most
CCE occur following vascular surgery
or radiological procedures, and the
CCE which occur without history of in-
terventional operation or surgery is of-
ten called “spontaneous CCE”.1 How-
ever, CCE is commonly accompanied
by eosinophilia which is an important
characteristic of allergy. Although
eosinophilia is generally considered as
the secondary reaction after CCE oc-
curring, allergic disease has been
proved to be the risk factor of athero-
sclerotic disease.2-4 So the relationship
between CCE and allergy is still de-
served to discuss. Here we describe a
case of CCE which occurred after the
attack of allergic disease. The patient
had a long history of allergic disease
(allergic asthma and eczema) over 20
years and an acute attack of eczema and

sclerosis and 2 glomerulus showed is-
chemic atrophy. Others showed diffuse
slight to mild proliferation of glomeru-
lar mesangial cells. Multifocal tubular
atrophy and interstitial fibrosis were
present and accompanied by focal infil-
tration of mononuclear cells, neu-
trophils and eosinophils in the intersti-
tium. The most noticeable changes
were found within the small arteries, ar-
terioles and vascular pole of the
glomeruli presenting with cholesterol
crystal gaps. On immunofluorescence,
mesangial deposits of FRA (+) were
present while IgA, IgG, IgM, C3, and
C1q were weak or negative.

Although the creatinine clearance rate
(Ccr) was as low as 7.3ml/min/1.73m2,
hemodialysis was not administered im-
mediately because of no oliguria. Intra-
venous methylprednisolone was admin-
istered at a dose of 40mg/day. Three
days later, the patient’s general condi-
tion improved dramatically. Pain of toes
was obviously relieved and no further
cutaneous lesions appeared. One week
after treatment, the skin temperature of
feet increased and the cyanosis turned
shallower than before. Blood routine
showed eosinophil count decreased to
0.18x109/L. Serum creatinine and IgE
decreased to 5.57mg/dL and
2970IU/mL, respectively. Oral triamci-
nolone was given at a dose of
24mg/day. Three weeks after treatment,
serum creatinine decreased to
4.26mg/dL. Pre-tibial skin eczema and
pain of toes diminished. The tempera-
ture of feet skin recovered. Five weeks
after treatment, serum creatinine de-
creased to 2.69mg/dL. Eosinophil count
turned normal. Steroids were tapered 10
% every 2-4 weeks. Triamcinolone has
been tapered to 4 mg/day for mainte-
nance treatment without CCE relapse
so far. The serum creatinine of the pa-
tient was 2.81mg/dL during last visit
(Figure 1 B).

The relationship between CCE and au-
toimmunity is an interesting issue. De-
tails of the inflammatory response have
been documented in animal models that
cholesterol emboli could not only me-
chanically occlude the vessel but also
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indicated that Anticoagulant therapy,
which is generally essential in he-
modialysis, was harmful to patients
with CCE because it was a potent risk
factor for plaque rupture and choles-
terol embolism.8 Since the present pa-
tient was cured successfully with corti-
costeroid, hemodialysis was avoided
and the renal function kept stable to
date. So we think treatment with corti-
costeroid should be a recommended al-
ternative for patients with CCE, espe-
cially for patients who had obvious
allergic conditions.
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Cierre percutáneo 
de fístula arteriovenosa
para hemodiálisis 
por hipertensión
venosa secundaria 
a oclusión de vena
subclavia
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Sr. Director:
La enfermedad venosa central es un
problema frecuente en pacientes en he-
modiálisis a través de una fístula arte-

Figure 1. The kidney biopsy and clinical course of the patient
(A) Kidney biopsy showed cholesterol clefts in the artery (PAM stain, x400).
Empty clefts were seen within the obliterated lumen of small arteries in the kidney
(PASM stain x 200).
(B) The clinical course of the patient.
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