
(4) Veins of Retzius—the veins of a second-
ary retroperitoneal structure may anastomose
with the veins of the dorsal body wall, forming
veins of Retzius.

Thus, there is no recognised anastomosis
between lingual venous drainage and the portal
circulation.

Discussion
A varicosity is a condition indicating an
enlarged and tortuous vein. Previously de-
scribed lingual varices referred to sublingual
varices on the ventral surface of the tongue or
floor of mouth. These were ascribed to the use
of dentures, and vitamin C deficiency in an
elderly population.3

Burket associated the occurrence of lingual
varices with cardiorespiratory disease,4 how-
ever this assumption was shown to be unsub-
stantiated in a double blind study by
Kleinman.5

This represents the first reported case of
dorsal tongue base varices in a patient with
portal hypertension. We propose three expla-

nations for this association. Firstly that the
varices represent a spontaneous entity unre-
lated to systemic disease. Secondly, they are a
manifestation of cardiopulmonary disease, an
association endorsed by the known anatomic
connection, but improbable given that there
was no other clinical evidence of heart failure
such as a raised jugular venous pressure. Lastly,
that there is an, as yet, unrecognised anasto-
motic connection between lingual venous
drainage and the portal circulation.

Tongue base varices should be considered in
cases of blood expectoration and portal hyper-
tension.

1 Gray H. Gray’s anatomy. 15th Ed. New York: Bounty Books,
1978: 598.

2 April EW. Anatomy. 2nd Ed. National Medical Series.
Baltimore: Williams and Wilkins, 1990: 229–30.

3 Colby RA, Kerr DA, Robinson HBG. Colour atlas of oral
pathology. 2nd Ed. Philadelphia: JB Lippincott, 1961: 125.

4 Burket LW. Oral medicine. 4th Ed. Philadelphia: JB Lippin-
cott, 1961: 146.

5 Kleinman HZ. Lingual varicosities. Oral Surgery, Oral Medi-
cine, Oral Pathology 1967;23:546–8.

Cefuroxime induced lymphomatoid
hypersensitivity reaction

S A M Saeed, M Bazza, M Zaman, K S Ryatt

Abstract
An 84 year old women developed ery-
thematous blotchy erythema and purpu-
ric rashes over the lower limbs three days
after being started on intravenous cefuro-
xime for acute diverticulitis. A skin biopsy
specimen showed a mixed infiltrate of
lymphoid cells and eosinophils; many of
the lymphocytes were large, pleomorphic,
and showed a raised mitotic rate. Immuno-
histochemistry showed the infiltrate to be
T cell rich, with all the large cells being
CD30 positive. Typical mycosis fungoides
cells, marked epidermotropism, and Pau-
trier’s abscesses were not seen. The rash
disappeared 10 days after cessation of
cefuroxime and the patient remained
asymptomatic 15 months later. This ap-
parent cutaneous T cell lymphoma-like
reaction is best described as lymphoma-
toid vascular reaction. The drug induced
immune response with an atypical cutane-
ous lymphoid infiltrate mimics a cutane-
ous pseudolymphoma.
(Postgrad Med J 2000;76:577–579)

Keywords: cefuroxime; atypical cutaneous lymphoma-
toid infiltrate; cutaneous T cell lymphoma

Case report
An 84 year old women, with established diver-
ticula disease, presented as an emergency with

a short history of fever, acute abdominal pain,
and diarrhoea. On examination she was found
to be toxic, febrile, dehydrated, with a tachycar-
dia of 110/min and blood pressure 80/40 mm
Hg. The left iliac fossa was tender. Haemo-
globin, full biochemistry profile,
including serum amylase, chest radiography,
plain abdominal radiography, and an abdomi-
nal ultrasound scan were normal. Her white
cell count was raised at 20.4 × 109/l with
marked neutrophilia at 14.2 × 109/l.

A provisional clinical diagnosis of acute diver-
ticulitis with septic shock was made and she was
started on intravenous (IV) fluids, IV metroni-
dazole 500 mg eight hourly, and IV cefuroxime
750 mg three times a day in a sequential
manner. Three days later and after five doses of
IV cefuroxime, purpuric and erythematous
macular rashes developed over the lower limbs.
Cefuroxime was considered to be responsible
and was discontinued; metronidazole was con-
tinued for another week. The rashes were treated
with flucinolone acetonide 0.00625% cream.
Further investigations at this stage showed nor-
mal immunoglobulins, antinuclear factor, an-
tineutrophilic cytoplasmic antibodies, and au-
toantibody profile. A haematoxylin and eosin
stained section of representative skin biopsy
showed a mixed dermal infiltrate of lymphoid
cells and eosinophils, marked red blood cell
extravasation indicative of ongoing small vessel
damage, minimal focal vacuolar interface
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change and some basement membrane hyalini-
sation, both within the papillary dermis of the
inflamed skin and in the immediate vicinity. The
lymphoid cells were predominantly lym-
phocytic, with many of these being large and
polymorphic and showing hyperchromatic and
irregular nuclei and mitoses (fig 1). Epidermo-
tropism was only mild and focal and there were
no Pautrier’s abscesses. Immunohistochemistry
showed the infiltrate to be T cell rich, with
virtually all of the large cells being CD30
positive (fig 2). Direct immunofluorescence
showed fine linear deposition of IgG along the
dermoepidermal junction.

Pyrexia, diarrhoea, tachycardia, and hypo-
tension improved rapidly with supportive
measures and the rashes began to fade quickly
and cleared within seven days. She was
completely asymptomatic and clear of all
rashes when reviewed more than 15 months
after the initial episode.

Discussion
Cephalosporins are widely used for the treat-
ment of septicaemia, pneumonia, meningitis,
biliary and urinary tract infection, and perito-
nitis. Both the old and new third generations of
cephalosporins are generally well tolerated at
standard recommended dosage.1 The sequen-
tial cefuroxime regimen was chosen as it has
been shown not only to be an eVective
treatment for severe infections but also easier
to administer.2 The incidence of adverse eVects
is approximately 2.5%,3 the most common
being gastrointestinal—for example transient,
mild to moderate nausea, diarrhoea, increase in
serum transaminases and alkaline phosphatase,
and very rarely Clostridium diYcile induced
pseudomembranous colitis. Other adverse re-
actions include central nervous system
complaints—for example headache, dizziness,
somnolence, confusion, hyperactivity, and re-
versible encephalopathy4 and transient haema-
tological changes—for example leucopenia,
thrombocytopenia and eosinophilia, serum
sickness reaction, and renal failure.5 Cutaneous
reactions are observed less frequently but urti-
caria, angio-oedema, erythema multiforme,
exanthema, pruritus, pustular eruptions, fixed
drug eruptions, glossitis, oral ulceration, and
vaginitis have been described.6 Henoch-
Schönlein purpura with systemic manifesta-
tions, including renal involvement7 and acute
generalised exanthematic pustulosis8 have re-
cently been reported. Phenytoin,9 car-
bamazepine,10 phenothiazine,11 angiotensin
converting enzyme inhibitors,12 â-blockers,13

antidepressants,14 and benzodiazepines15 have
already been reported to cause atypical cutane-
ous lymphoid infiltrates, mimicking pseudo-
lymphoma but cephalosporins, to our knowl-
edge, have not been previously linked with this
tissue response. Unlike the blotchy macular
erythema and purpuric rashes as observed in
our case, the more common mode of presenta-
tion was with solitary erythematous or purple
nodules, a few infiltrated plaques or multiple
infiltrative papules .11–15 Some diagnostic confu-
sion, both clinical and histological, occurs most
commonly with mycosis fungoides and lym-
phomatoid vascular reaction (table1).

The precise mechanism of this drug induced
lymphomatoid vascular reaction is unknown.
However, the â-lactam ring of cephalosporins
is well known to impart a degree of instability
to the cephalosporin molecule; the ring can
open up, conjugate with proteins, become a
hapten and immunogenic, and thus induce a
delayed type of hypersensitivity reaction. In-
deed, moderate spongiosis, keratinocyte necro-
sis, papillary dermal oedema, the presence of
angiocentric infiltrate of atypical lymphocytes,
absent or minimal vessel wall damage, minimal

Figure 1 High power view, haematoxylin and eosin stain, demonstrating large,
pleomorphic lymphoid cells with mitotic activity and lymphocytes in the background
(original magnification × 40).

Figure 2 CD30 immunohistochemical stain demonstrating CD30 positive cells in the
infiltrate (original magnification × 20).

Table 1 Comparison between microscopical features of Mycosis fungoides and
lymphomatoid vascular reaction

Microscopical characteristic Mycosis fungoides
Lymphomatoid
vascular reaction

Epidermotropisim Marked and diVuse Minimal and focal
Pautrier’s microabscesses Usually present Usually absent
Eosinophils Minimal or absent Moderate
Basilar vaculopathy Usually absent Usually present
Marked spongiosis, dermal

oedema, and keratinocyte
necrosis

Usually absent papillary dermal
fibrosis rather than oedema is
the rule

Usually present

Intraepidermal population of cells Markedly atypical cytomorphology Mildly atypical
cytomorphology
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and focal exocytosis of cells in the epidermis
overlying the inflamed dermal papillae ob-
served in this case are well recognised features
of delayed type hypersensitivity reaction. Such
a delayed type reaction with a cutaneous T cell
lymphoma-like morphology has been de-
scribed as lymphomatoid vascular reaction.16

Most of the large lymphocytic cells in the infil-
trate stained CD30 positive. In the context of
neoplasia, CD30 is positive in Reed-Sternberg
cells of Hodgkin’s disease, the cells of lympho-
matoid papulosis and in anaplastic large cell
lymphoma (Kil lymphoma). This has been
shown to carry an excellent prognosis.10 17

The close temporal association of starting
cefuroxime and the appearance of the rash, the
cutaneous T cell lymphoma-like histology with
more features of a lymphomatoid vascular
reaction than mycosis fungoides and rapid
resolution of rash on cessation of the suspected
drug, all favour lymphomatoid hypersensitivity
reaction to cefuroxime as the most likely diag-
nosis. This reaction pattern, not previously
described with cephalosporins, appears to be a
benign reaction, with there being no relapses
for more than a year after cessation of the
original oVending drug. Our patient remains
well and clear of her rash as well as showing no
sign of developing any cutaneous or systemic
lymphomatous pathology 15 months after her
discharge.

We are grateful to Dr D Slater, Consultant Histopathologist,
Rotherham General Hospital and Dr C Allen, Consultant His-
topathologist, Walsall Manor Hospital for their advice on skin
histology.
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Colonic carcinoma after ureterosigmoidostomy

A Huang, G A D McPherson

Abstract
Urinary carcinogens promote late malig-
nant transformation of the colon after a
ureterosigmoidostomy. An unusual case is
presented where, despite the early re-
moval of the latter and hence cessation of
urine flow, a colonic carcinoma developed
at the site of previous anastomosis. The
importance of surveillance of all patients
who have undergone this procedure to
avoid an iatrogenic cancer is emphasised.
(Postgrad Med J 2000;76:579–581)

Keywords: rhabdomyosarcoma; ureterosigmoidostomy;
colonic carcinoma

Colonic carcinoma arising from the site of a
functioning ureterosigmoidostomy anastomo-
sis is a recognised late complication. If the
anastomosis is subsequently taken down with
no further urine flow into the bowel, the risk of
neoplasia is reduced. We describe a rare case

where a colonic carcinoma developed coinci-
dentally at the site of a previous ureterosig-
moidostomy after a long latent period.

Case history
A 41 year old man presented with rectal bleed-
ing without bowel habit changes. At the age of
3 he underwent cystectomy with ureterosig-
moidostomy formation for a rhabdomyosar-
coma. Due to recurrent pyelonephritis the ure-
ters were divided near the sigmoid colon and
implanted in an ileal conduit seven years later.
Two short segments of ureters were left
attached to the colon.

Physical examination was normal and a
barium enema revealed a lesion in the sigmoid
colon. At laparotomy a circumferential cancer
was found at the exact site of previous ureteric
implantation (fig 1). Histological examination
revealed a moderately diVerentiated adenocar-
cinoma with two short segments of residual
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