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Recombinant Factor Vlla in Severe Uremic Bleeding

Dear Si

Activated recombinant factor VI (V1) has been successfilly
employed to control bleeding in hacmophilia patients with inhibitors 1o
factor VT or 1X (1) and in patients with thrombecytopenia (2). T has
also been used for the treatment of a patient with abnormal platclet
Until
v period of

recently hourlydoses

funciion repeated - thre

3 days. Res

administered fo nt data seems o indicate

that 1-3 injections of rFVila could adequately control moderate
bleeding in haemophiliacs with inhibitors (4).
A 12-year-old girl with a history of traumatic rupture of both renal

was admitted for

areries, resulling in terminal el insul
unilteral kidney transplantation. The donor was known to be CMV
positve. Six weeks afer the transplantati
pain and

fency,

she developed abdominal

n CT scan a haematoma and an aneurysma of the renal arte

Durin

was found. my the aneurysma was removed with

lapar

revision of the arterial sutures. I the following week, while still on
ped severe CMY pneumonitis
ulin

immunosuppressive therapy. she d
for which high dose gancyclovir and CMV by perimmun,

therapy s stari
insuficiency. Shortly aftr intubation fulinant pulmonary bleedi

She was intubated because of respira

oceurred. Plelet count at that time was 199 X 101, APTT
(Bochringer) and PT (Organon) were normal, urea was 38,1 mmol|
(N: 2-Tmmoll). Additioml haemostatic investig revealed
normal levels of factors 1 11, V, VIL VIL IX, X, and vWF. No fibrin

time was, however, lon

ducts could be detec

splt od. Bl
than 15 min. In vitro platelet o
aggregation with ADP. adrenaline and ris
i

etin and reduced a

n with collagen
With the indtitution of igh positve
entilation, the trnsfusion of platd
fthe bleedi

nd expiratory pressure (PEEP)

15 and resh frozen plasma the
ht

bledi The cause rendency was thot

was stoppes

10 be uremic platele dysfiction and she received repeated pliclet and
030, Thiee days
ther massive pulmonary blecding

ed but g

red blood cell transfusions. keeping the haematccrit

later, during routine suctioning an

aceurred. Desmopressin was consid

given as the patient

already had a large Mid overload due to renal insuffiiency and there
was some contraversy as 1o the starting of dialysis. A concentrate of
factors VI and vWE (Hacmate P) was also given but the blecdi

cillai

ated

only stopped afer b

I fiequency

n
ver the next two days and
oh the tube
She was given a singl
VI (NovoSevent,
ssation of the pulmonary
m >l

Her clinical condition deteri

there was once again massive pulmonary blecding thol

Cong
i dose (90 pe ke
Novo Nordisk).

bleeding

lation parameters showed no chang
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There was a prompt
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¢ time
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1.5 min and 24 h later
eding tendency was cbserve

or VIL No

ased ¢

G min, Afier 4 b her bleeding time incr
was back o >15 min but no ovet bl
afler this single injection of

ted in the PT value afer the administration.
ninug

n haemodialysis. In the next four

tivated recombinant f

cha

Thee days later, with decreasing GFR and s high venila-

tion requirements she was stared
days beforeher

ath she was dialysed without improvement in
paC0; levcl

oxygenal

n. Despite: maximal ventilatory scting

stred o rise. Bronchoscopy revealed massive  necrotising
tracheobronchitis. Since there were no more ventilatory options.
candiac resuscitation was not attempied when she developed cardiac

arest.
The mechanism of the blecding tendency in wremic patiens is not
fully understood and is th

ht o arise mainly from platelet dysfunc-

tion (3). The severe pulmonary ble

sbserved in our patient may
have been due 1o the combined effeets of uremia and CMY preumo-
wits. The prompt effct of rFVila adminisiation is most probably due
f of thrombin on the exposed subendothelial surf

and on the surface of vesselewall atta
lnterpy

provide  fast and effe

activated placlets. The

[tissue factor and may

ess may happen even in the
(6). Thus,
rolling the

ive way to contral severe bleedi

e of 90 e VIl may e effective in c

severe bleeding tendency occasionally observed in uremic platelet

ysfunction
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