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(11). Post-PE rebound of Ab titers to initial level was observed
within 7 days. Though some redistribution of IgG (predominant
in secondary immune responses) from extravascular spaces may
partially account for recovery (12), Ab resynthesis was shown
to occur following depletion by PE (1, 13). In this study, the
presence of the spleen was clearly not required to develop post-
PE resynthesis of immune anti-SRBC Ab. This lack of effect
could be explained by PFC results, which showed similar con-
centrations of anti-SRBC Ab-producing cells in the spleen and
in the mesenteric lymph nodes 14 days after SRBC immuni-
zation. However, the route for antigen administration is prob-
ably relevant for interpreting these data, since i.p. and not 1.v.
SRBC administration was performed, the latter leading to
almost exclusive trapping of the particulate antigen by the
spleen. Nevertheless, according to this model and despite its
limitations, the apparently beneficial effect of Sx in ABO-
incompatible kidney transplantation may not be simply ex-
plained by inhibition of post-PE Ab rebound, with the further
restriction that immune (as in this model) or preformed (largely
predominant in ABO-incompatible transplantation) Ab are
probably produced by different lymphocytes populations, and
Sx may not have similar consequences for post-PE Ab resyn-
thesis in these instances. Whether a synergistic effect of Sx
and immunosuppressive drugs is involved in these instances
neéds additional investigations.

In summary, post-PE resynthesis of immune anti-SRBC Ab
was determined by hemagglutination assay in splenectomized
and sham-operated rats. The data presented here did not show
any significant effect of Sx on the kinetics of Ab rebound.
Persistent Ab resynthesis occurring in splenectomized rats may
be due to the intervention of Ab-producing cells in extrasplenic
sites, as shown by PFC data.
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KAPOSI'S SARCOMA IN A TRANSPLANTED KIDNEY

Kaposi’s sarcoma is a rare malignancy of mixed vascular and
fibroblastic origin that occurs with increased frequency in
transplant recipients and other immunosuppressed individuals
(1-3). Although frequently involving many sites, this tumor is
generally thought to be multicentric in origin and true metas-
tases are not thought to occur (4). Prognosis in transplant
recipients with this malignancy has been related to the presence
or absence of visceral involvement (I, 5, 6) and current staging
strategies are based on the presence or absence of tumor in-
volvement as noted by computerized axial tomography of the
chest and abdomen, together with findings on upper and lower

intestinal endoscopy (7). We describe a cadaveric renal trans-
plant recipient who developed cutaneous manifestations of
Kaposi’'s sarcoma less than a year following transplantation, in
whom extensive evaluation failed to reveal evidence of visceral
involvement despite the finding of diffuse sarcomatous infiltra-
tion of the transplanted kidney at nephrectomy. Cessation of
immunosuppression resulted in complete tumor regression
within three months. The finding of Kaposi’s sarcoma in the
transplanted kidney suggests a metastatic rather than multi-
centric origin, and failure to detect this involvement with
computerized axial tomography suggests that caution be exer-
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on either ultrasound or CT scan. Despite this, his course—with
regression of all tumor on cessation of immunosuppression——
has remained similar to that of individuals with localized cu-
taneous disease (1, 6). Moreover, the occurrence of the tumor
in the transplanted kidney suggests that this may have been
metastatic rather than multicentric in origin, and provides
circumstantial evidence for the metastatic potential of Kaposi’s
sarcoma.
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ORTHOTOPIC LIVER TRANSPLANTATION IN A PATIENT WITH A GIANT CAVERNOUS HEMANGIOMA OF
THE LIVER AND KASABACH-MERRITT SYNDROME

Hepatic hemangiomas are the second most common tumors
of the liver (1), usually smaller than 4 c¢cm in diameter. In
autopsy series the incidence ranges from 0.6 to 7% (2). Heman-
giomas are mostly solitary, 10% have multiple localizations (1),
but are seldom symptomatic. Giant hemangiomas are rare (3,
4). Even the larger ones are often symptomless and require no
treatment (5, 6). The bleeding risk seems to be low (3, 7, 8). If
treatment is necessary, surgical resection may be an option.
Radiation therapy (9) and corticosteroid treatment have been
tried with successs in some cases too (10). Large hemangiomas
may induce abnormal coagulation parameters, thrombocyto-
penia, and a tendency to bleed (7, 11--15), suggesting dissemi-
nated intravascular coagulation. Kasabach and Merritt origi-
nally described this syndrome in association with a cutaneous
hemangioma (16), but it can also be associated with heman-
giomas in other areas. The coagulopathy in this so called
Kasabach-Mggritt syndrome is thought to be due to clotting
and fibrinolysis within the hemangioma—i.e., a localized form
of intravascular coagulation with secondary increased systemic
fibrinolysis (8, 12). Treatment of this syndrome is often diffi-
cult, Recently a case report was published on aminocapronic
acid (17) and on its combination with cryoprecipitate (11).

In 1983 a 27-year-old man was referred to our hospital for
evaluation of hepatomegaly. Physical examination and liver

spleen scan showed that the liver extended to the edge of the
iliac crest. Arterial angiography and laparoscopy showed a giant
hemangioma of the liver. Liver function tests were normal. The
hemangioma was very large and involved the left and right
lobes of the liver. During follow-up the tumor size increased
substantially. By December 1984 it was considered to be at risk
for bleeding and rupturing due to its size.

From May 1984 a progressive coagulopathy developed, which
was compatible with Kasabach-Merritt syndrome. The risk of
bleeding considerably increased (Table 1). Lowered fibrinogen,
plasminogen, and alpha-2 antiplasmin levels and a shortened
euglobulinlysis time, together with strongly elevated levels of
fibrin and fibrinogen split products, suggested fi-
brino(geno)lysis. Factor analysis showed normal plasma levels
of factors II, V, VII, VII:C, IX, X, XI and XII. Screening for
factor XIII deficiency was negative. The normal antithrombin
3 plasma level and the absence of microangiopathic hemolytic
anemia made dissiminated intravascular coagulation unlikely.
The slightly decreased platelet count was attributed to pooling
in the very large hemangioma.

Thus the coagulopathy was considered to be due to tumor-
related increased fibrino(geno)lysis. Increased activity of tis-
sue-type and urokinase-type plasminogen activator could not
be demonstrated. It did not improve with tranexamic acid





