
situations this duration of occlusion seldom occurs. 

some types of clothing and therapeutically applied 

dressings. bandages. tapes and several topically 
used vehicles including soft paraffin may result in 

occlusive or semi-occlusive conditions lasting for 

various periods of time, mostly as short-term occlu

sion. Therefore. the results of this study may not be 

fully comparable with the conditions of everyday 
life for these patients. Whcreas occlusion promoting 

hydration of the usually dry epidermis in atopic 

dermatitis could be of some benefit for !hese pa

tients, the quantitative increase in the skin micro

f1ora-particularly of S. aureus-after 24 hours· oc

clusion may become harmful to the patient and 

his/her environment. Similar considerations should 

be borne in mind regarding psoriasis: the high rate 
of desquamation and thus the dispersa! of S. aureus

as a public health hazard has been noted (6). Ac

cording to these current findings. one should be 

aware of the possible need for antibacterial meas

ures in the management of both skin diseases, espe

cially for atopic dermatitis, when prolonged occlu
sion is required. The experimental data hcre con

cem 24 hours' occlusion; unfortunately we note 

(unpublished data) more than the uncommon 

staphylococcal infection with even our more limited 
occlusion (8 hours) utilized in clinical practice. 
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Abstract. A study of platelet function and whole-blood 
viscosity in 11 patients with the confirrned diagnosis of 
psoriasis revealed a significant elevation in whole-blood 
viscosity (3.33±0.37 cP) as compared with that found in a 
control group (2.80±0. I cP). The platelet count and 
platelet aggregation with ADP, epinephrine and collagen 
as well as platelet malonyldialdehyde were all within the 
normal range in all the patients. It is suggested that the 
increased blood viscosity may contribute to the higher 
incidence of occlusive vascular disease occurring in pa
tients with psoriasis. 

Key words: Psoriasis; Hyperviscosity of blood: Occlu
sive vascular disease 

The high incidence of occlusive vascular episodes 

occurring in psonattc patients treated with 

Azaribine prompted a number of investigators to 

carry out retrospective studies. In a recent study of 

dermatological patients. McDonald & Calabresi (4) 

noted that psoriatic patients have a significantly 

higher incidence of occlusive vascular disease than 

non-psoriatic patients. 

The reports in the literature confine themselves 

largely to clinical observations and statistical 

analyses of such cases, and little has been done to 

elucidate the mechanism responsible for this 
phenomenon. We report here the findings of a study 

of platelet functions and whole-blood viscosity 

made in psoriatic patients. 
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Table I. B/ood l'iscosity and resu/1.1 of plate/et ji111ctio11 1es1s in co111ro/s and psoriatic patients 

Platelet aggregation 

Viscosity Epineph-
(cP) ADP% rine % 

10 
Controls 2.80±0.1 82± 15.2 80± JO.I 

Il 
Patients 3.33±0.37 83.5± 14.6 78.6±9.2 

MATERIAL AND METHODS 

The material comprised 11 patients of both �exes. aged 
from 10 ro 7 I years, who were hospitalized for the treat
ment of psoriasis. All had extcnsive, plaque-type psoriasis 
involving at least 30% of the body surface. In none was 
there any history of hematological or cardiovascular dis
ease or of any complications such as clinical joint damage. 
None had any current or reccnt infection. None was tak
ing any kind of medication at the time of the study and in 
none was there excessive alcohol consumption. Por con
trol purposes. 10 samples of blood were obtained from the 
blood bank and subjected to analysis. Analysis comprised 
the platelet count. assessment of platelet function on the 
basis of aggregation with ADP, epinephrine and collagen 
as well as malonydialdehyde content. and wholc-blood 
viscosity. 

A 20 ml sample of venous blood was obtained from each 
of the subjecls. Two ml of Lhe sample was anticoagulated 
on EDTA-heparin and used for the plalelet count (2), 
using a Zeiss microscope and an improved Ncubauer 
chamber (normal range 150000-400000/mm3). The re
maining 18 ml was anticoagulatc<l with 2 ml so<lium citratc: 
3.8%. Of this, 5 ml ofwhole blood was used to determine 
viscosily. using a kinema1ic viscometer Ostwald-Can
non-F'enske (3) (normal range 2-3 centipoise (cP)). The 
remainder was centrifugated at 85 g for 15 min and the 
platclet-rich plasma (PRP) obtained was uscd for the tests 
on platelet function. Platelet aggregation was determined 
by the method of Born & Cross (I) using an Evans Elec
troselenium (EEL) aggregation meter, mode! 169, wilh 
recorder. The platelel concentration was adjusted 10 
200000±20000/ml. To 0.6 ml PRP were added the follow
ing aggregating substances: ADP to a final concentration 
of 2 µ.mol. epinephrine to a concentration of I µ.mol and 
native collagen 0.05 cc. Platelet-poor plasma was con
sidered 100% and PRP 0%. The maximum percentage of 
aggregation al 4 min was calculated. The lime required for 
each platelet aggregation dete,mination was 6 min. (Nor
mal laboratory range for all three aggregations was 70-
100 %.) Platelet malonyldialdehyde was determined using 
arachidonic acid as an activator (5) (normal 0.60-1.30 
µ,mol/! o• pla1elets). 

RESULTS 

The platelet counts were within the normal labo

ratory range-214 000±34 700/mm". Hemoglobin, 

Malonyl-
dialdehyde 
(nmol/109 Platelet count 

Collagen% platelets) (per mm3
) 

75±8.2 1.01±0.20 212 000±35 000 

77.0±7.6 1.07±0.17 214 000±34 700 

hematocrit, red cell count, white cell count and the 

differential white cell count were all within normal 

range in all the samples. Whole-blood viscosity was 

significantly elevated in the psoriatic patients 

(3.33±0.37 cP) as compared with the control group 
(2.80±0.1 cP). Platelet aggregation with ADP. 

epinephrine and collagen and platelet malonyldial

dehyde were all within normal range in all the sub

jects (Table I). 

DISCUSSION 

This stu<ly failed to reveal any abnormalities in 
platelet function, indicating that these are not in

volved in the higher incidence of occlusive vascular 
disease in psoriatic patients. The high values of 

blood viscosity, however. suggest that this abnor

mality may contribute lo the vascular complications 

accompanying this disease. Whether this hypervis

cosity of the blood in psoriasis is the result of a 
primary haematological abnormality or is second

ary to the disease process cannot be deterrnined 
from the available evidence. Whole-blood viscosity 

is influenced by many factors such as fibrinogen. 

other plasma proteins and altered properties of the 

red cell surface, none of which was analysed in the 

present study. The mechanism of the increased vis

cosity in this disease remains to be further clarified. 
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