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Abstract: Background: Immune thrombocytopenic purpura (ITP) is a benign
disease with low morbidity and mortality and frequent remissions that occur spon-
taneously or in response to first-line treatment with steroids or splenectomy.

Aim: The purpose of this study is to describe the clinical outcomes of 170
patients with ITP diagnosed and/or treated in our hospital between 2000 and 2010.

Methods and results: The median age at diagnosis was 47 years. Forty three
(25%) were asymptomatic, 65% had minor skin or mucosal bleeding and 10% had sig-
nificant bleeding from the gastrointestinal or genitourinary system. The median platelet
count at diagnosis was 13 x 10%/L (range: 0-98 x 10°/L). Median follow-up of all patients
was 13 months. Ninety-five patients had a follow-up longer than 12 months, with me-
dian 44 months (range 14-384). Corticosteroids were the initial treatment for 161/170
(95%) patients, 38 (22%) were splenectomized, 25 (14.7%) were treated with intrave-
nous gamma globulins, while 9 did not received any specific treatment. A complete res-
ponse to initial treatment (prednisone + splenectomy) was achieved in 55/161 (34.2%), a
partial response in 90 (55.9%) and no response in 16 (9.9%) patients. In the group of pati-
ents with follow-up longer than 1 year; 28 (29%) patients had refractory or unresponsive
ITP with a median follow-up of 66 months. All patients with refractory ITP were treated
with steroids, 11 were splenctomized, significantly more patients with refractory ITP
12 (43%) were treated with IVIG compared with other ITP patients (16%), p = 0.005. The
median age of 38 splenectomized patients was 28 years and it is significantly different
from the other patients (p < 0.001). There were no significant differences in other cha-
racteristics between splenctomized or refractory ITP and other patients at diagnosis.

Conclusion: Our results were similar to results already reported in other similar
studies.
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Background

Immune thrombocytopenic purpura (ITP) is an autoimmune disease of
unknown etiology, characterized by thrombocytopenia due to the presence of
platelet autoantibodies specific for platelet membrane glycoproteins, such as
GPIIb/Illa, GPIb/IX and GPla/lla [1]. These autoantibodies cause an accelera-
ted destruction of autoantibody-opsonized platelets by FcyReceptor bearing
phagocytic cells in the reticuloendothelial system, or inhibition of platelet pro-
duction [2]. The etiology of ITP remains unclear, but both genetic and environ-
mental factors are thought to play a role in the development of the disease. Se-
veral genes involved in immune system regulation such as cytokine genes [3, 4],
Fc gamma receptor genes [4, 5], CTLA-4 gene [6], and HLA genes [7], as well
as some infective agents such as hepatitis C virus, HIV virus, and helicobacter
pylori [8-10] have been associated with susceptibility to ITP in several studies.

Two forms of the disease exist: acute ITP, predominantly occurring in
children, and the chronic form which is commonly seen in adults. In children,
the disease is often self-limiting within a 6-month period and is commonly asso-
ciated with infection. In adults, ITP is more often a chronic disease and has an
insidious onset, spontaneous remissions are rare and therapy with corticoste-
roids and splenectomy is commonly required [11]. Results from some long-term
follow-up series suggest that ITP is a more benign disease and should be treated
by a conservative approach, reserving aggressive treatment for patients with
severe and symptomatic thrombocytopenia [12—14]. The annual incidence is
nearly 30 new cases per 1 million [15]. The diagnosis of ITP is based on clinical
features, complete blood count and exclusion of other causes of thrombocyto-
penia [16]. Bleeding symptoms are rare unless the thrombocytopenia is severe
(platelet count < 30 x 10°/L) [16].

There have been few randomized controlled trials analysing the inci-
dence, investigation and management of patients with ITP [14, 17, 18]. The aim
of our study was to evaluated 170 patients diagnosed and treated with ITP in
our institution in the last 10 years (between 2000 and 2010).

Methods

The institution database was analysed for patients diagnosed and/or
treated for ITP between 2000 and 2010. We analysed retrospectively 170 cases
referred to our hospital in that period. All patients met the diagnostic criteria for
ITP a) platelet count below 100 x 10°/L in peripheral blood, b) normal or
increased megakaryopoesis on bone marrow examination, and c) the absence of
clinically apparent associated conditions or causes of thrombocytopenia. The
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medical records of these patients were reviewed for the clinical and laboratory
information regarding their diagnosis, initial treatment, splenectomy and after
treatment follow-up. The severity of thrombocytopenia was classified into:
severe (platelets < 30 x 10°/L); moderate (platelet count 30-50 x 10°/L) and
mild (platelets > 50 x 10°/L). Data collected from medical records were age at
diagnosis, gender, symptoms and type of bleeding, platelet count at diagnosis,
platelet count after treatment and at last recorded check-up, treatment modality,
splenectomy and time of follow-up after splenectomy in months, and response
to different treatments. The data were analysed using the standard statistical test
in Microsoft Office Excel 2003.

1. Therapy and definitions of response

First-line treatment consisted of oral prednisone (Img/kg/d) for 3-6
weeks, followed by a tapering-off period of maximally 1 year with subsequent
withdrawal. Indications for splenectomy were no platelet response after at least
6 weeks of prednisone, one or more recurrences after withdrawal of prednisone,
or requirement of maintenance prednisone treatment ( > 0.10 mg/kg). Second-
line treatment was given if no response occurred after splenectomy. Most com-
monly prednisone was reintroduced in therapy or other immunosuppressive the-
rapies were used (azathioprine, cyclophosphamide, rituximab). Intravenous
gamma globulins (IVIG) were reserved for interventions during serious ble-
eding episodes or to raise the platelet count before splenectomy or other surgery
(delivery).

The response criteria to treatment were defined as: complete response
(CR), as platelet counts > 100 x 10°/L; partial response or response (R) accor-
ding Rodighiero et al. [19] as platelet counts > 30 x 10°/L and at least doubling
of the baseline count; and no response (NR) as platelet count of less than 30 x
10°/L with or without therapy [19]. The same criteria were used to define CR
and R after splenectomy. No response to splenectomy was defined as a platelet
count below 30 x 10°/L at any time after splenectomy and requirement of addi-
tional therapy. Relapse after splenectomy was defined as a decrease in platelet
counts below 30 x 10°/L. Response to initial therapy was defined as response to
treatment with prednisone + splenectomy. Refractory ITP was defined as a pla-
telet count lower than 30 x 10°/L despite treatment with a standard dose of cor-
ticosteroids and splenectomy. According to the latest recommendations by Ro-
dighiero et al. patients with refractory ITP must fail splenectomy. But in our
country splenectomy is often avoided or delayed and a significant number of
ITP patients are not candidates for splenectomy due to advanced age and conco-
mitant disease, so we used the term "refractory ITP" not only for patients who
failed splenectomy but also for unsplenectomized ITP patients who are unres-
ponsive to one or more agents.
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Results

1. Characteristics of patients at diagnosis

The median age at diagnosis was 47 years (range 14-83 years). Forty-
six 46/170 (27%) were males and 124/170 (73%) were females (Table 1). Forty-
three (25%) were asymptomatic, 110 (65%) had minor skin or mucosal bleeding
and 17/170 (10%) had significant bleeding from the gastrointestinal or geni-
tourinary system. None of the patients had severe, life-threatening bleeding
symptoms. The median platelet count at diagnosis was 13 x 10°/L (range: 0-98
x 10°/L). the number of patients with severe thrombocytopenia was 125/170
(74%), with moderate thrombocytopenia 24 (14%) and with mild 21 (12%).
Bleeding symptoms were more common in patients with severe thrombocytope-
nia, 108/125 (86.4%) patients compared to patients (11/24 = 45.8%) with mode-
rate and 8/21 pts (38%) with mild thrombocytopenia (p < 0.001, x2 = 34.5).
Bone marrow examination was performed in 129/170 (76%) of patients. Anti-
platelet antibodies were positive in 8/35 (23%) and negative in 27/35 (77%)
patients. A direct antiglobuline test (DAT or Coombs test) was positive in 7/135
(5.2%) patients and 4/135 (2.9%) patients had hemolytic anemia (Fisher Evans
Syndrome). Median follow-up of all patients was 13 months (range 3-384
months). Ninety-five (n = 95) patients had a follow-up longer than 12 months,
with median 44 months (range 14-384). There was no significant difference
between these two groups of patients. Splenectomized patients were 38 with a
median age 28 years (range 14—57), which was significantly different from the
other two groups of patients (p < 0.001). There were no significant differences
in other characteristics between splenctomized and other patients (Table 2).

Corticosteroids were the initial treatment for 161/170 (95%) patients, 38
pts (22%) were splenectomized, 25 patients (15%) were treated with intra-
venous gamma globulins (IVIG), while 9 pts did not received any specific treat-
ment due to mild, asymptomatic thrombocytopenia. A complete response to ini-
tial treatment (prednisone + splenectomy) was achieved in 55/161 pts (34.2%),
partial response in 90/161 (55.9%) and no response in 16/161 (9.9%) patients.
The median platelet count at the last control was 161 x 10°/L (range: 2-704 x
10°/L). At the last follow-up, the number of patients with severe thrombo-
cytopenia was 12/170 (7.1%), with moderate thrombocytopenia 12 (7.1%), with
mild 33 (19.4%) and with platelet count > 100 x 10°/L it was 113/170 (66.4%).
At the last control 79 out of 170 (46.5%) patients were without therapy for ITP,
64 (37.6%) were still receiving prednisone, 16 (9.4%) azathioprine, 9 (5.3) both
low doses of prednisone and azathioprine, and 2 patients were treated with
cyclophosphamide. During the follow-up, antinuclear antibodies were diagno-
sed in four patients, and malignant disease in two patients (1 with breast cancer
and 1 with metastatic carcinoma).
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Table 1
Patients characteristics at diagnosis
Characteristics N=170 %
Age(years), median (range) 47 (14-83)
Gender
Male 46 27%
Female 124 73%
Clinical presentation
No haemorrhagic symptoms 43 25%
Haemorrhagic symptoms
Skin or mucosal bleeding 110 65%
GIT or genital bleeding 17 10%
Platelet count at diagnosis, median (range) 13 x 10°/L (0-98 x 10°/L)
Thrombocytopenia
Severe (Plt <30 x 10°/L) 125 74%
Moderate (P1t 30-50 x 10°/L) 24 14%
Mild (Plt > 50 x 10°/L) 21 12%
Median follow-up in months (range) 13 (3-384)
Bone-marrow examination 129 76%
Anti-platelet antibodies 8/35 23%
DAT 7/135 52%
ATHA 4/135 2.9%
Platelet count at last control, median (range) 161 x 10°/L (2704 x 10°/L)
Thrombocytopenia
Severe (Plt <30 x 10°/L) 12 7.1%
Moderate (P1t 30-50 x 10°/L) 12 7.1%
Mild (Plt > 50 x 10°/L) 33 19.4%
Normal (Pt > 100 x 10°/L) 113 66.4%
Treatment
First line treatment
Prednisone 161 95%
No therapy 9 5%
Second line treatment
Splenectomy 38 22%
IVIG 25 15%
Other 51 32%

(azathioprin, cyclophosphamide, rituximab)
Response to initial treatment (Prednisone + Splenectomy) n= 161

CR 55/161 34.2%
R 90/161 55.9%
NR 16/161 9.9%
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When we selected patients with a follow-up longer than 1 year (n = 95),
the median age at diagnosis was 47 years (range 14-81 years); 27 (28%) were
males and 68 (72%) were females (Table 2). Twenty-four (25.3%) were asymp-
tomatic, 63 (66.3%) had minor skin or mucosal bleeding and 8 (8.4%) had sig-
nificant bleeding from the gastrointestinal or genitourinary system. The median
platelet count at diagnosis was 16 x 10°/L (range: 0-91 x 10°/L). the number of
patients with severe thrombocytopenia was 69 (72%), with moderate thrombo-
cytopenia 15 (16%) and with mild 11 (12%). Bone-marrow examination was
performed in 73 (77%) of patients. These 95 patients had a follow-up longer
than 12 months, with a median of 44 months (range 14-384). Corticosteroids
were the initial treatment for 89 (94%) patients, 34 (36%) were splenectomized,
15 (16%) were treated with intravenous gamma globulins (IVIG), while 6 (6%)
pts did not receive any specific treatment due to mild, asymptomatic thrombo-
cytopenia. A complete response to initial treatment (prednisone + splenectomy)
was achieved in 39 (43.8%) patients, partial response in 40 (45%) and no res-
ponse in 10 (11.2%) patients. The median platelet count at the last control was
137 x 10°/L (range: 2-704 x 10°/L). At the last follow-up, the number of pati-
ents with severe thrombocytopenia was 11 (11.6%), with moderate thrombocy-
topenia 8 (8.4%), with mild 18 (18.9%) and with platelet count > 100 x 10°/L it
was 58 (61.1%). At the last control 58 (61%) patients were without therapy for
ITP, 37 (39%) were still receiving therapy.

In the group of patients with a follow-up longer than 1 year; 28 (29%)
patients had refractory or unresponsive ITP, while 11 (29%) splenectomized
patients had refractory ITP. the median follow-up of patients with refractory
ITP was 66 months (range: 12-384), 21 were female and 7 male. All patients
were treated with steroids, 11 were splenctomized, significantly more patients
with refractory ITP 12 (43%) were treated with IVIG due to serious hemor-
rhagic syndrome or to a raised platelet count before splenectomy or other sur-
gical intervention compared with other ITP patients (16%), p = 0.005 with
Yates correction. Ten patients were receiving azathioprine, two cyclophospha-
mide and two rituximab. There were significantly more patients with severe or
moderate thrombocytopenia at the last control, between refractory and other ITP
patients, p < 0.001 (Table 2). There were no other significant differences bet-
ween refractory and other ITP patients at diagnosis.
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Table 2

Characteristics of patients followed longer than 12 months, splenectomized patients
and patients with refractory or unresponsive ITP

Characteristics

(follow-up > 12 mo)

N=95

N=38

N=28 P-

(splenectomy) (unresponsive) value

Age(years), median (range) 47 (14-81) 28 (14-57) 42 (14-73) <0.001
Gender
Male 27 (28%) 9 (24%) 7 (25%)
Female 68 (72%) 29 (76%) 21 (75%)  0.834"
Clinical presentation
No haemorrhagic symptoms 24 (25.3%) 7 (18.4%) 4 (14.3%)
Haemorrhagic symptoms
Skin or mucosal bleeding 63 (66.3%) 27 (71%) 20(71.4%) 0.671
GIT or genital bleeding 8 (8.4%) 4 (10.6%) 4 (14.3%)
Platelet count at diagnosis
median (range) 16 x 10°/L 18 x 10°/L 18 x 10°/L

(0-91 x 10°/L)

(0-91 x 10°/L)

(2-56 x 10°/L)

Severe (Plt <30 x 10°/L) 69 (72%) 28 (74%) 24 (85.8%)
Moderate (P1t 30-50 x 10°/L) 15 (16%) 7 (18%) 2(7.1%) 0619
Mild (P1t > 50 x 10°/L) 11 (12%) 3 (8%) 2 (7.1%)
Platelet count at last control
median (range) 137 x 10°/L 240 x 10°/L 48 x 10°/L

(2-704 x 10°/L) (15-704 x 10°/L) (2-137 x 10°/L)

Thrombocytopenia
Severe (Plt < 30 x 10°/L) 11 (11.6%) 1 (2.6%) 9 (32%)
Moderate (Plt 30-50 x 10%/L) 8 (8.4%) 2(5.3%) 6(22%) <0.001!
Mild (P1t > 50 x 10°/L) 18 (19%) 7 (18.4% 9 (32%) 0.328°
Normal (Plt > 100 x 10°/L) 58 (61%) 28 (73.7%) 4 (14%)

Median follow-up in months (range) 44 (14-384) 43 (3-384) 61 (12-384)

Treatment

First line treatment
Prednisone 89 (94%) 38 (100% 28 (100%)
No therapy 6 (6.3%) 0 (0%)
Second line treatment

Splenectomy 34 (36%) 38 (100%) 11 (39%)
IVIG 15 (16%) 12 (31.6%) 12 (43%)
Other 32 (34%) 14 (37%) 14 (50%)

Response to initial treatment (Prednisone + Splenectomy)

n=89 n=38 n=28

CR 39 (43.8%) 20 (52.6%) 11 (39.3%)
R 40 (45%) 10 (26.4%) 10 (35.7%) 0.168"
NR 10 (11.2 %) 8 (21%) 7 (25%)
Refractory ITP 28 (29%) 11 (29%)

* (azathioprin, cyclophosphamide, rituximab); * With Yates® correction; * P-value between all
three groups; ° P-value between 1% and 2™ group
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Discussion

A recent population-based study suggests that adult chronic ITP is a
more benign disease than previously suspected, with a low morbidity and
mortality risk and frequent remissions that occur spontaneously or in response
to first-line treatment with steroids [13, 14, 20]. Several studies show a response
to initial corticosteroid treatment in 60—70% of patients who require therapy,
but only 20-30% of treated patients have a sustained complete remission lasting
more than a year after discontinuation of maintenance therapy [12, 14]. Due to
these results patients with mild and asymptomatic thrombocytopenia should not
be treated unless they have a risky lifestyle (sports, etc), need for surgery or
other invasive procedures or are at higher risk of bleeding because of associated
conditions such as hypertension, cerebrovascular disease, anticoagulant therapy
[21-23]. However, a substantial number of patients, 20-30%, have a refractory
and chronic form of the disease, characterized by severe thrombocytopenia that
requires permanent treatment. Management of these patients refractory to
standard treatment with corticosteroids and splenectomy is difficult, because the
response rate to all available treatments at the moment is low and not long-
lasting [12, 17, 24].

Our retrospective study describes the clinical outcomes of 170 patients
with ITP diagnosed and/or treated in our hospital in the period between 2000
and 2010. This is the first study of this type in Macedonia and our results are
similar to the results from other studies analysing clinical outcomes and charac-
teristics of patients with ITP. Ninety-five (56%) patients had a follow-up period
longer than 1 year with a median of 44 months (range: 12-384), while 75 other
patients had acute ITP associated with infections (n = 9), 36 patients were diag-
nosed in the years 2009 and 2010 and had a follow-up period of less than 12
months. After the initial diagnosis and treatment, a significant number of these
170 patients n = 30 (17%), did not have check-ups in our hospital, for unknown
reasons, so we do not have data on their medical conditions at the moment of
this study. This study does not give an exact picture of the incidence and outco-
mes of patients with ITP in our country, mostly due to the fact that we are a ter-
tiary centre. Probably a significant number of patients with mild thrombocy-
topenia are not referred to our hospital and/or continue with medical check-ups
after diagnosis and treatment in local medical institutions. But most of the
patients with chronic and refractory ITP continue to come to our hospital, so the
present data are useful in an analysis of the clinical course and treatment of this
group of patients. The ideal study to analyse ITP would be a population-based
study from a defined medical region, but such a study would be difficult to
conduct due to the large number of patients required and the long follow-up.

Results from our study are similar to those previously reported with
regard to median age (47 years; range: 14-83), sex distribution, haemorrhagic
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symptoms, platelet counts, etc (Table 3). the response rate to initial treatment
with steroids and splenectomy was high, 88% (Table 2), with CR in 43% and R
in 45% of patients, but the sustained response was lower due to the drop in the
platelet count during steroid tapering and relapses. In the group of patients with
a follow-up longer than 1 year; 28 (29%) patients had refractory ITP. Similar
response rates were reported by McDonald [25] with CR in 35%, R in 48% and
NR in 17 % and Stasi et al. [12] with CR in 46 (38.8%). Portielje et al. [14] repor-
ted CR in 59%, R in 16% and NR in 8% of ITP patients. This higher response
rate in the study of Portielje et al. [14] could be explained by a higher percen-
tage of splenectomized patients 70 (46%) compared to 38 (22%) in our group of
patients with ITP (Table 3). Differences in the response rates between different
studies could be explained by different response criteria and a different time of
evaluation of response. The evaluation period in our study and in the study of Stasi

Table 3
Patients’ characteristics and outcomes in our and two other studies
Pavkovic  Portielje [14] McDonald [25]
Characteristics n=170 (%) n=152 n=67
Macedonia  Netherland  New Zealand
Age(years), median (range) 47 (14-83) 41 (15-)85 /
Gender
Male 46 (27) 56 (37) /
Female 124 (73) 96 (63) /
Clinical presentation
No haemorrhagic symptoms 43 (25) 28 (18) 57* (85)
Haemorrhagic symptoms 124 (82) 107 (15)
Skin or mucosal bleeding 110 (65) 89 (58) /
GIT or genital bleeding 17 (10) 32 (21) /
Thrombocytopenia
Severe' 125 (74) 124 (82) 29 (55)
Moderate * 45 (26) 28 (18) 24 (45)
Response to initial treatment
(Prednisone + Splenectomy) 161/38 152/70 52/17
CR 55/161 (34.2) 90 (59) 18(35)
R 90/161 (55.9) 24 (16) 25 (48)
NR 16/161 (9.9) 12 (8) 9(17)
Death 0 4 (0.02) 0
Secondary ITP / 12 (8) /
No therapy 9/170 (5.3) 13 (8.5) /

* mildly symptomatic or asymptomatic; * symptomatic

'(Plt <30 x 10°/L); 2 (Pt > 30-100 x 10°/L)
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et al. [12] was 6 months after treatment, while in the study of Portielje et al. it
was 2 years after diagnosis. the low response rate in our study could also be
explained by a low percentage of splenectomized patients and postponing sple-
nectomy to later in the course of disease. Macedonia is a developing country
with a relatively lower educational level of the population and that could be the
reason for the refusal of splenectomy as a therapeutical procedure by a signifi-
cant number of patients. That could also be a reason for lower therapy comp-
liance in our population compared with more developed European countries.

The median follow-up of our patients with unresponsive or refractory
ITP was much longer, 66 months (range: 12-384). Patients with refractory ITP
were resistant to 2 or more therapeutical options, 11 of them were splenctomi-
zed, 2 were treated with rituximab, 2 with cyclophosphamide, and all of them
are on continuous or temporary treatment with corticosteroids. Only 4 (14%) of
them had a platelet count > 100 x 10°/L at the last control and 9 (32%) were
without therapy at the time of the last check-up. Fortunately, we had no deaths
connected to ITP or its treatment, similar to McDonald [25], while Stasi [12]
reported 5/208 (0.02) deaths as did Portielje, [14] who reported 4 deaths, one
due to haemorrhage and 3 due to infection (Table 3).

In conclusion, our results proved that most adults with ITP have a good
outcome, with low morbidity and mortality. But almost 30% of patients who
have been monitored more than 1 year in our study have a chronic unresponsive
or refractory form of ITP, which represents a significant medical problem due to
the constant need for treatment and frequent controls.
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Pesume

NINOIMMATCKA TPOMBOIIMTOIIEHUYHA ITYPIIYPA
KAJBO3PACHH BO ITOCIEOHUTE 10 TOAVMHN: NCKYCKYTBA
HA HAIIKIOT HEHTAP

IMaskoBuk M., Tpnkoscka-Tep3uesa C., Coruposa T., latudu A.,
Yespecka JI., CtojanoBuk A.

YHusepsuitielticka kaunuka 3a xemaitionozuja, Meouyurcku gaxyaitieti,
Crkoiije, P. Makeoonuja

NmynaTta tpomGoruronennuna nypmypa (UTII) e aBroumyHo 3a60y-
Bame KOe ce KapaKTepus3Hnpa co TPOMOOLUUTONEHUja KOja ce JOJIKM Ha MPHCYC-
TBOTO Ha aHTH-TPOMOOLUTHH aBToaHTUTena. XponnuHata WUTII kaj Bo3pacHuTe
€ BO OCHOBa OEHUTHO 3200I1yBake, CO HU30K MOPOUAUTET U MOPTAJIUTET, CO YECTH
peMucuy KO HacTanyBaaT CHOHTAHO WJIH IO MPBOJIMHHUCKA Tepaluja co KOPTUKO-
CTEpOUJU UK CIIJIEHEKTOMUja.

Osgaa cryguja ro npuKaxkyBa KIMHUYKHOT TeK U ucxof Ha 170 nauueHTn
AujarHoCTUIMpaHy w/nnm nekyBann of MTII Bo HamaTa ycraHOBa BO MEPUONOT
on 2000-2010 ropuna. Mepujana Ha BO3pacTa NpH AMjarHOCTHLIMpame Oerne 47
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ropuan. Yetupuecet u Tpu (25% ) nanueHTH HeMaa CUMITTOMH, 65% 1Maa MEUHOPHA
KO>XHU WM MYKO3HH KpBaBemwa B 10% 6oHN MMaa KpBaBeHa Off TaCTPOUHTECTH-
HAJHAOT WM YPOTEHHWTATHHOT TpakT. HUTy efeH manyeHT HeMalle TEeIIKH,
>KMBOTO-3arpo3yBadky KpBaBewa. Mennjana Ha OpojoT Ha TPOMOOIWMTHTE INpH
IujarHOCTHIMpameTo Gemre 13 x 10°/L (panr: 0-98 x 10°/L). Meaunjana Ha ciie-
newme Ha GomuuTe 6emre 14 mecenn (3—-384). eBeneceT u neT GonHM Gea clieieHA
nmoporo of 12 mecenu, co Menujana of 44 mecenu (panr 12-384). Koprukocre-
pounute Gea mHUIMjaseH TpeTMaHn Kaj 161/170 (95% ) Gonuu, 38 (22%) Gea crute-
HekTOMupaHH, 25 (15%) Gea nTeKyBaHU CO HHTPABEHCKU raMarioOyJInuHu, 9 GomH
He Oea JIeKyBaHM Nopaju Onara, acHMITOMaTcKa TpomoOouuToneHuja. Kommne-
TEH OArOBOp Ha MHUIMjalHaTa Tepamuja (MPEeNHU3OH + CIUICHEKTOMHja) Oere
nocturHat kaj 55/161 (34,2%), napuujanen ogrosop kaj 90 (55,9%) mopeka 6e3
onrosop 6ea 16 (9,9%) 6onau. Bo rpynaTa Ha 60JHE cO clieiee noyonro o 12
Mmeceny; 28 (29%) on 6onauTe nMaa peppakrepHa MTII co meaujana Ha criefere
op 66 mecenu. Cute nanueHTu co pedpaxkrepHa MTII Gea nexyBaHu cO KOPTUKO-
crepouny, 11 6ea cryieHEKTOMUPaHU, 3HAUYUTEIHO MOrojieM 6poj 6GoiHM co ped-
pakteprna UTII 12 (43%) 6ea nekyBanu co IBUI Bo cnopen6a co ocraHaTuTe,
p = 0,005. Jecer Gomum Gea JeKyBaHHW CO a3aTHOIpPHH, 2 co IukiIodochamun u
IBa co puTyKcuMab. MeninjaHa Ha Bo3pacTa Ha CIDICHEKTOMUPAHUTE OOJIHU Gerrie
28 rouHM ¥ CUTHU(MKAHTHO ce pasiuKysalie of octaHatute 6omuu (< 0,001).
CurnudukanTHo oman 6poj 6omnxu co pedpakrepua UTII (14%) numaa Hopma-
JieH 6poj Ha TPOMOOIMTH MPH TTOCTeIHaTa KOHTPOJa BO ciopeda co OCTaHATUTeE
nammenTd, p < 0,001. Hemamie gpyrm cTaTUCTHYKM 3HAYUTENHU Pa3NAKH Mely
CIUIEHEKTOMMpaHuTe uinn 6onHute co peppakrepra UTII u ocranature 60aHU.

Knyunn 360poBu: iMyHa TpOMOOLUTONEHNYHA ITyPITypa, KOPTHKOCTEPOHIH, CIICHEK-
TOMHUja.
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