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Abstract
Primary immune thrombocytopenia (ITP) is an intriguing autoimmune disease characterized by autoantibodies against platelets
and megakaryocytes. Clinical outcomes, response to treatment, and chronicity predictors were investigated. Patients with newly
diagnosed primary ITP treated at a hematology referral center from 2008 to 2018 with complete medical and recent medication
history were stratified by age as children < 16 years and adults > 16 years. Responses to treatment including steroids, splenec-
tomy, rituximab, and eltrombopag were classified as response (R) and complete (CR). Factors for developing chronic ITP were
determined bymultiple regression with uni- and multivariate analysis. p < 0.05 was considered significant. A total of 175 patients
were included, 52 children and 123 adults; women predominated with 57.7%. Response to first-line treatment in the whole cohort
was 86.18%, CR 43.42% and R 42.76%. The initial response to steroids alone was 83.9% (n = 52/62), rituximab plus high-dose
dexamethasone (HDD) 87.2% (n = 34/39), eltrombopag plus HDD 90.9% (n = 10/11), and children receiving IVIG alone 100%
(n = 8/8); 9 children were under clinical observation and achieved spontaneous response; loss of response was documented in
15.21% children and 28.3% adults with a median time of 15.95 and 4.07 months respectively; 37.39% of adults and 30.76% of
children progressed to a chronic course. Platelets ≥ 20 × 109/L and age ≥ 6 years were risk factors for chronic ITP in the univariate
analysis in the adult and children groups, respectively. Clinical course and treatment outcomes for ITP are considerably hetero-
geneous. Higher platelet counts at diagnosis in adults and age ≥ 6 years in children were associated with an increased risk of
chronicity.
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Introduction

Primary immune thrombocytopenia (ITP) is a humoral auto-
immune condition characterized by the development of auto-
antibodies against platelet antigens and counts < 100 × 109/L.
Its worldwide incidence is 3.3/100,000 person-years [1], with

two-thirds of adults and 20 to 25% of children likely to devel-
op a chronic form of the disease [2, 3]. The International
Working Group (IWG) classifies ITP as secondary when an
underlying disease can be identified, and primary if no such a
disease is found [2]. Diagnosis of ITP is based principally on
the exclusion of other causes of isolated thrombocytopenia
and requires a complete physical examination focusing on
bleeding signs with a laboratory workup including a complete
blood count (CBC), and hepatitis B and C and human immu-
nodeficiency virus (HIV) testing [4, 5]

The initial event(s) leading to anti-platelet autoimmunity
remains unclear, but strong evidence exists that autoantibodies
and autoreactive CD8 cytotoxic T cells trigger platelet de-
struction and also impair platelet production by megakaryo-
cytes in the bone marrow [6]. Autoantibodies directed against
platelet glycoproteins have long been accepted as a major
pathophysiologic mechanism in ITP, reported for the first time
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in the classic studies showing the ability of ITP patients’ plas-
ma to cause thrombocytopenia in healthy subjects [7].
However, autoantibodies can also inhibit megakaryocyte pro-
liferation and differentiation, resulting in diminished platelet
production. This second mechanism has recently been pro-
posed as an explanation for chronicity [8].

Therapeutic options for newly diagnosed patients consist of
treatment for acute bleeding (corticosteroids, intravenous im-
munoglobulin (IVIG), or anti-D immunoglobulin), causative
therapies for immune dysregulation (steroids, rituximab, sple-
nectomy, or Helicobacter pylori eradication), non-causative
therapies (thrombopoietin receptor agonists (TPO-RA), dana-
zol), or second-line immunosuppressive therapy (azathio-
prine, cyclosporine, cyclophosphamide, bortezomib) [5, 9].
Nevertheless, treatment initiation for ITP is not imperative
and multiple factors should be considered. This is especially
known for children with mild to moderate bleeding who can
be managed expectantly with supportive advice and a 24-h
contact point, irrespective of platelet count [5].

We report responses to therapy, clinical outcomes, and pre-
dictors of chronicity for children and adult patients diagnosed
with primary ITP over a decade in an open population from
northeast Mexico attending a hematology referral center at a
large tertiary care hospital.

Material and methods

There were a total of 258 consecutive patients diagnosed
with ITP during the years 2008–2018; in 83 (32%), an
underlying disease associated with secondary ITP was
found, thus they were not included in the present report.
This retrospective study included the remaining 175 pa-
tients diagnosed with primary ITP who had complete
medical history and electronic files and were treated at
the Department of Hematology of the Dr. Jose Eleuterio
Gonzalez University Hospital and School of Medicine of
the Universidad Autónoma de Nuevo León in Monterrey,
Mexico. This is a public institution caring for uninsured
patients from the open population. The study was ap-
proved by the Insti tutional Ethics and Research
Committee.

Patients were divided into children < 16 years and adults >
16 years with primary ITP in whom a subjacent disease was
ruled out. The diagnosis was made according to clinical signs
of bleeding and a platelet count < 100 × 109/L [5].

The classification of disease stages was made according to
standard terminology including newly diagnosed ITP when
the time between clinical symptoms and diagnosis was < 3
months, persistent ITP from 3 to 12 months since diagnosis,
and chronic ITP was assumed when the disease lasted ≥ 12
months [2]. A diagnosis of severe ITP required the presence of
clinically important bleeding manifestations.

Initial treatment was selected by the treating physician ac-
cording to patients’ clinical history, comorbidities, bleeding
severity, and eligibility for clinical trials.

Treatment protocol options included high-dose dexameth-
asone (HDD) (40 mg/day for four consecutive doses), weekly
intravenous rituximab (100mg for 4 weeks), and eltrombopag
by mouth (50 mg/day for 28 days) [10–13]. IVIG (1 g/kg on 1
or 2 consecutive days) and danazol (up to 15 mg/kg/day) were
alternative therapies administered in children [9]. Prednisone
was used alone or combined with doses up to 2.5 mg/kg/day
with a maximum dose of 100 mg/day, and then tapered when
a rise in the platelet count was obtained along with clinical
remission [5, 9].

Responses were classified as complete (CR) when platelets
were > 100 × 109/L without bleeding manifestations and re-
sponse (R) if there was a platelet count > 30 × 109/L or a 2-
fold increment from diagnosis without bleeding. Loss of re-
sponse was defined as a platelet count < 100 × 109/L or less
than 2-fold of the baseline platelet count. Refractory ITP was
assumed if the patient lost the response after splenectomy [2].

Statistical analysis

The statistical analysis was carried out with SPSS v.22 (IBM
SPSS Statistics software, IBM Corp., Armonk, NY).
Categorical variables are displayed as absolute numbers and
percentages, and comparisons were made with the Pearson x2

test. Quantitative variables were analyzed with descriptive
statistics including median and ranges; the Mann–Whitney
U test was used for comparisons between quantitative vari-
ables. Risk factors for chronicity were studied by logistic re-
gression analysis with a 95% CI. A p < 0.05 was considered
significant.

Results

There were 175 patients with primary ITP, 52 (29.7%) chil-
dren, 123 (70.3%) adults; 101 (57.7%) were women and 74
(42.3%) were men with a median follow-up of 12.8 (1–376)
months. Salient characteristics for the whole cohort are shown
in Table 1.

Treatment was given to 152 (86.9%) patients, whereas 23
remained under clinical observation due to the low-risk nature
of their clinical presentation or idiosyncratic features. Nine
children and fourteen adults were part of this non-medical
treatment group.

Children

Fifty-two children younger than 16 years with newly diag-
nosed primary ITP were included. There were 27 (51.9%)
girls and 25 (48.1%) boys. Children had a median age of 8
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(0–15) years with a median WHO bleeding scale of 1 (0–3).
Main clinical characteristics are displayed in Table 1.

Of the 52 children, 21 (40.4%) were treated exclusively
with steroids, 8 (15.4%) received IVIG alone, 8 (15.4%) a
combination of IVIG plus steroids, 4 (7.7%) rituximab at
low doses plus steroids, 2 (3.8%) danazol plus steroids, and
9 (17.3%) children were under clinical observation due to
absence of active bleeding. The initial response in this last
group was CR in 2 (22.2%) and R in 7 (77.8%).

The initial response in 43 children receiving treatment in-
cluded 13 (30.2%) CR and 24 (55.8%) R, and 6 (14.0%) were
non-responders. The median time to maximum response was
10 (1–18) days. Overall median steroid dose was 1 mg/kg/day
(0.25–2.5) with a median time of treatment of 6 (2–24) weeks.
Patients received 1.5–2 mg/kg/day for a median time of 3 (2–
8) weeks, 1–1.5 mg/kg/day for 4 (2–8) weeks, and < 1 mg/kg/
day for 4 (2–8) weeks.

Responses to each treatment and steroid dosage are sum-
marized in Table 2. Three (6.97%) patients had adverse effects
secondary to treatment including neutropenia in 2 and
Cushing syndrome in one.

Loss of response was documented in 7/46 (15.21%) chil-
dren; one of them was part of the observational group. Loss of
response was found at a median time of 15.95 (0.30–120.4)
months with a median number of relapses of 1 (1–2); 4
(57.1%) were treated again with steroids, 2 (28.6%) with ri-
tuximab at 100 mg/day for 4 days plus steroids, and danazol in
one case (14.3%); all achieved a response.

At the last follow-up, 27 (51.9%) children achieved CR, 13
(25.0%) had persistent disease, and 16 (30.76%) followed a
chronic course. The median follow-up for children was 11.0
(range: 1.9–188.0) months.

Risk factors for chronicity were analyzed by logistic re-
gression with a 95% CI. In the univariate analysis, an age ≥
6 years was statistically significant (shown in Table 3).

Adults

Newly diagnosed ITP was found in 123 adults, 74 (60.2%)
women and 49 (39.8%) men. Median age was 42 (16–94)
years with a median WHO bleeding scale of 2 (0–3).
Clinical characteristics at diagnosis are included in Table 1.

Of the 123 adults, 41 (33.3%) were treated exclusively with
steroids, 35 (28.4%) received rituximab at low doses plus
steroids, 17 (13.8%) danazol plus steroids, 11 (8.9%)
eltrombopag plus HDD, 5 (4.9%) eltrombopag plus HDD plus
low doses of rituximab, and 14 (11.3%) were under clinical
observation.

Responses documented in 109 patients receiving treatment
were 53 (48.6%) CR and 41 (37.6%) R; there were 15 (13.8%)
non-responders. The median time to maximum response was
7 (1–45) days. Out of fourteen (11.3%) adults under clinical
observation, 4 (28.57%) achieved spontaneous CR, 8
(57.14%) R, and 2 (14.28%) were non-responders. Median
cumulative dose of prednisone administered alone was
2485 mg (350–4900) for a median time of 10 (3–24) weeks,
whereas median total dosage of prednisone administered with
danazol was 2380mg (140–7280) for a median period of 9 (2–
28) weeks. Treatment responses and cumulative doses/week
of steroids are summarized in Table 4.

Adverse effects of treatment were observed in 15 (13.76%)
adults, mostly associated with steroids, including hyperglyce-
mia in 4, Cushing syndrome in 3, persistent headache in 2,
nausea in 2, and weight gain in 2, whereas acne and hirsutism
developed in 1 each.

Loss of response was documented in 30/106 (28.3%) pa-
tients; one of them belonged to the clinical observation group.
The median time to loss of response was 4.07 (0.89–124)
months, with a median number of relapses of 1 (1–2); 21
(70%) were treated again with steroids, 7 (23.3%) with

Table 1 Clinical characteristics and laboratory features of 175 patients
diagnosed with primary immune thrombocytopenia (ITP) between 2008
and 2018 at an academic referral center in northeast Mexico

Variable Children Adults

Total, n (%) 52 (29.7) 123 (70.3)

Gender, n (%)

Male 25 (48.1) 49 (39.8)

Female 27 (51.9) 74 (60.2)

Age, median (range) 8 (0–15) 42.5 (16–94)

Clinical characteristics, n (%)

Petechiae 30 (57.7) 48 (39)

Ecchymosis 29 (55.8) 62 (50.4)

Gingivorrhagia 5 (9.6) 38 (30.89)

Epistaxis 6 (11.5) 17 (13.82)

Hematuria 3 (5.7) 5 (4)

Hematemesis 1 (1.9) -

Melena 1 (1.9) 8 (6.5)

Metrorrhagia 2 (3.8) 15 (12.1)

Complete blood count, median (range)

Platelet counts, × 109/L 8.6 (1.0–76) 14 (0.213–155)

Leukocyte counts, × 109/L 9.24 (3.14–20.53) 7.64 (4.21–19.55)

Neutrophil counts, × 109/L 4.02 (0.97–38) 5.17 (1.91–62)

Lymphocyte counts, × 109/L 3.71 (0.25–53) 2.06 (0.35–39)

Missing, n - 12

Other laboratory features, median (range)

LDH, U/L
Missing, n

293 (249–318)
8

200.5 (107–546)
22

MPV fL
Out of counter range, n

10.44 (8.8–12.6)
25

12 (9–16.1)
57

Chronic course*, n (%) 16 (30.76%) 46 (37.39%)

LDH, lactic dehydrogenase; MPV, median platelet volume

*Chronic course, disease lasting > 12 months
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rituximab plus HDD, and 2 (6.6%) had a splenectomy. Of the
thirty who relapsed, 14 (46.6%) retreated with steroids
achieved a second response, whereas one patient was lost to
follow-up. Patients treated with rituximab plus HDD (n = 7)
and those splenectomized (n = 2) all achieved a response.

At the last follow-up, 58 (41.15%) adults achieved CR, 22
(17.88%) had persistent disease, and 46 (37.39%) progressed
to a chronic course. The median follow-up for adults was
12.41 (range: 1.2–376.4) months

Predictors for chronicity were analyzed by logistic regres-
sion with a 95% CI. In the univariate analysis, a platelet count
≥ 20 × 109/L was statistically significant, as shown in Table 5.

Discussion

ITP is a common disease in northeast Mexico, being the sec-
ond and third most frequent hematological diagnosis in chil-
dren and adults, respectively [14]. Studies dealing with demo-
graphic characteristics, clinical findings, treatment alterna-
tives, and long-term clinical outcomes of primary ITP patients
in Latin American populations are scarce. Findings in our
study cohort contribute to define these features at all ages
and help to complete knowledge regarding the heterogeneity
of the disease in this region. We gathered information on 175
patients of all ages over a decade.

The treatment landscape for ITP has changed considerably
over time in our center. Initial treatment was required for
86.9% patients; this matches the 87.4% demonstrated in a
French cohort with a similar sample size [2]. At the last fol-
low-up, 48.5% of patients achieved complete remission re-
gardless of the treatment, close to 49.5% in the French cohort

[2]. This confirms a similar pathophysiology for ITP and clin-
ical course across populations.

Steroids alone were favored as first-line treatment in 35.4%
of patients with responses of 85.7% in children and 82.9% in
adults, close to the reported 85.7% in children [15] and the
80–91% in adults [16, 17]. IVIG alone or with steroids as first-
line treatment was highly effective in 87.5% of children, sim-
ilar to 90% in other studies [18, 19]. Danazol plus steroids was
administered in 19 patients with a response of 80%, higher
than 51–67% in other reports [20]. Since 2015, when the
rituximab era started in ITP, we changed the therapeutic
scheme to HDD plus rituximab at low doses with an overall
response of 87% [21]. TPO-RAs such as romiplostim and
eltrombopag are new targeted therapies recently studied. We
have successfully administered eltrombopag plus HDD as ini-
tial therapy with a response of 90.7%, higher than the expect-
ed > 60% with eltrombopag alone [5]. Eltrombopag plus
HDD was previously used with and without rituximab at
low doses in adult patients with newly diagnosed ITP [10–13].

Interestingly, the median time to achieve a response
was higher in children than in adults; nevertheless, the
response lasted longer in the first group, as observed in
the statistically different median time to loss of response
of 15 months in children compared with 4 months in
adults. Delayed time of response has been speculated to
be due to the need of more profound autoantibody reduc-
tion and/or to the fact that the main pathogenic action of
those autoantibodies consists of impairing platelet produc-
tion by megakaryocytes in the bone marrow, so megakar-
yocyte recovery would need to take place first before the
platelet count increases [22]. Children in our study also
presented lower median platelet counts at diagnosis, 8.6
(range 1.0–76 × 109/L), than adults, 14 (range 0.213–155

Table 2 Initial response in 52 children with primary immune thrombocytopenia (ITP)

First-line
therapy

Complete
response,
n (%)

Response,
n (%)

Median time to response**
(days (range))

Duration of response*
(months (range))

No response,
n (%)

Prednisone
doses/
duration (range)

Steroids alone
mg/kg/day
Weeks

4 (19) 14 (66.7) 6 (1–35) 11 (0.5–177) 3 (14.3) 1 (0.25–2)
6 (2–12)

Danazol plus steroids
mg/kg/day
Weeks

1 (50) - 1 10 1 (50) 1 (0.8–2)
15 (6–24)

Rituximab plus steroids
mg/kg/day
Weeks

1 (25) 2 (50) 18.5 (7–30) 77 (33–120) 1 (25) 2 (1–8)
6 (2–16)

IVIG plus steroids
mg/kg/day
Weeks

3 (37.5) 4 (50) 2 (1–10) 11 (0.3–16) 1 (12.5) 1.5 (0.7–2.5)
3 (2–4)

IVIG alone 4 (50.0) 4 (50.0) 5 (1–43) 6 (1–72) - -

Clinical observation 2 (22.2) 7 (77.8) 5.5 (2–53) 3.6 (0.23–53) - -

*Duration of response, timeframe between response and loss of response or last follow-up

**Median time to response, timeframe from initial treatment to R or CR
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× 109/L), as seen in previous studies [23]; however, this
difference did not reach significance (p = 0.058).

The later but more enduring response in children could be
associated with a lower platelet count at diagnosis predicting a
sustained remission [3] but slower recovery to platelet stan-
dards. In addition, studies confirm that most children do not
have serious bleeding problems, regardless of a lower platelet
count, permitting observation as an alternative approach [5].
We did not observe a significant difference in the platelet
count at diagnosis between children classified in bleeding
stages 1, 2, or 3 (p = 0.145). These findings may indicate that
children have a higher platelet threshold for bleeding, perhaps
needing a lower limit for the children’s definition of response
to treatment, which could also diminish the time to response.
Alternative theories involve enhanced platelet function as an
explanation to lower bleeding tendency despite lower platelet

counts [24]. An example of this is the increased platelet mi-
croparticles proposed as a protective mechanism for bleeding
in ITP patients, given their role in clot formation [25].
However, further studies are needed to explain children’s bet-
ter tolerance to thrombocytopenia and their longer response to
treatment.

It is of clinical significance if the course of the disease
could be predicted at the time of diagnosis. Unfortunately,
there are no biological markers that may indicate treatment
response, and predictors of chronic ITP have been mainly
evaluated in children, with scarce information regarding
adults. In our study, the univariate analysis showed age ≥ 6
years as a significant chronicity predictor in children with an
HR of 4.333 (95%CI 1.052–17.842). This information relates
to a recent meta-analysis of chronicity risk factors in children
including 16 studies; patients who developed chronic ITP
were older, and the mean difference was 2.68 (95% CI
1.89–3.47) years; age over 8 years was studied with an overall
OR for chronic ITP of 2.97 (95% CI 1.42–6.21) [3]. This
meta-analysis also demonstrated a higher platelet count and
a higher median platelet volume (MPV) as risk factors for
chronicity [3]. However, in our study, the platelet count was
only accountable as a predictor in the adult group and MPV
could not be properly assessed due to abnormally large plate-
lets that outranged blood counter parameters. Larger platelet
size appears to be a compensating mechanism of impaired
function, as speculated in previous reports [24].

In adult patients, the univariate analysis showed that a
platelet count ≥ 20 × 109/L was associated with a higher
risk of chronicity with an HR of 5.064 (95% CI 1.315–
7.048). In this respect, only one other study took this
variable into account and found that platelet counts at
diagnosis were significantly higher in the group that de-
veloped chronic ITP than in the recovery group, with a
34% increase in odds of chronicity for every 10 × 109/L
increase in platelet number [2]. The paradox of a higher
platelet count as a risk factor for developing chronic ITP
could be related to an epitope-spreading mechanism [26],

Table 4 Initial response in 123 adults with primary immune thrombocytopenia

First-line therapy Complete response,
n (%)

Response,
n (%)

Median time
to response**
(days (range))

Duration of
response*
(months (range))

No response,
n (%)

Median doses
prednisone mg/
week (range)

Steroids alone 18 (43.9) 16 (39) 5.5 (1–7) 2.5 (1–124) 7 (17.1) 207 (133–408)

Danazol plus steroids 5 (29.4) 9 (52.9) 3 (1–4) 3.4 (0.1–20) 3 (17.6) 219.4 (70–306)

Rituximab plus HDD 19 (54.3) 12 (34.3) 7 (1–18) 12 (1–39) 4 (11.4) -

Eltrombopag plus HDD 7 (63.6) 3 (27.3) 7 (4–39) 4.8 (0.8–32) 1 (9.1) -

Eltrombopag plus rituximab + HDD 4 (80) 1 (20) 13 (6–20) 22 (13–25) – -

Clinical observation 4 (28.6) 8 (57.1) 11 (7–30) 1.3 (0.5–10) 2 (14.3) -

*Duration of response, timeframe between response and loss of response or last follow-up

**Median time to response, timeframe from initial treatment to R or CR

Table 3 Risk factor analysis for chronicity in children diagnosed with
immune thrombocytopenia

Variable Chronic, n = 16 (%) HR (95% CI) p

Gender

Male 7 (43.7)

Female 9 (56.3) 0.778 (0.238–2.542) 0.677

Age

< 6 years 3 (18.7)

≥ 6 years 13 (81.3) 4.333 (1.052–17.842) 0.042

Previous infection

Yes 2 (12.5)

No 14 (87.5) 5.000 (0.419–9.657) 0.203

Leukocyte counts

≥ 6.25 × 109/L 13 (81.3)

< 6.25 × 109/L 3 (18.7) 2.538 (0.451–14.313) 0.290

Platelet counts

< 20 × 109/L 11 (68.7)

≥ 20 × 109/L 5 (31.3) 2.121 (0.535–8.403) 0.284

Chronic ITP, disease lasting > 12 months
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which is a neoautoreactivity against other epitopes in the
original antigenic molecule or to new antigens from in-
flammatory tissue destruction causing an exacerbation and
chronification of autoimmune disease [27]. This phenom-
enon has been previously associated with the progression
of other autoimmune conditions such as systemic lupus
erythematosus and type 1 diabetes [28]. The first study
describing this mechanism in ITP was recently published
and defined epitope spreading as an increase in the num-
ber of positive autoantibodies over time. It was observed
in 35% of patients with ongoing active disease as opposed
to its complete absence in all patients achieving remis-
sion. It was also revealed that more glycoproteins targeted
predicted higher disease severity [29], suggesting that an
upregulation mechanism could be related to chronic ITP;
thus, with higher platelet counts, an elevated number of
antigenic proteins are present, leading to an increased
number of autoantibodies and cytotoxic T lymphocyte
production. This could also be triggered by larger plate-
lets in ITP patients, especially in chronic ITP; more plate-
let surface with more exposed antigens can enhance the
immune response. Also, a higher platelet count could re-
flect a more protracted preclinical course, giving the mac-
rophage and other platelet clearance mechanisms time to
refine phagocytic and lytic activities, mediated in part by
induction of a higher number of Fc receptors in cells of
the phagocytic mononuclear system. Immune characteris-
tics of autoreactive IgG anti-platelet antibodies could be
strongly influenced by the type of epitope targeted, as
research suggests that different types of antibodies may
differentially alter clearance, inhibit megakaryopoiesis,
or induce platelet apoptosis [30]. Research of epitope
spreading as a self-perpetuating mechanism in ITP could
have the potential for developing targeted therapies to
prevent and treat chronic disease.

Another possible mechanism for a higher platelet count as a
risk factor for chronicity is reduced thrombopoietin (TPO)
reaching the bone marrow. This is explained by a low platelet
count promoting TPO production in the liver. However, cir-
culating TPO binds to platelets via the Mpl receptor promot-
ing its rapid clearance [6]. Therefore, more platelets in the
bloodstream could prevent already reduced TPO from
reaching the bone marrow to stimulate new platelet produc-
tion, perpetuating thrombocytopenia.

A new hypothesis on chronicity involves exacerbated
platelet apoptosis and increased loss of sialic acid [31, 32].
This acid is normally lost in age terminal platelets to expose
underlying galactose residues allowing clearance by the
Ashwell–Morrel receptor (AMR) in hepatocytes [6].

Principal limitations in this study are its retrospective na-
ture and a relatively limited number of patients. The main
strengths are an adequate length of follow-up, stringent docu-
mentation, and a robust statistical analysis. In addition, study-
ing platelet laboratory findings in thrombocytopenia has been
known to be challenging. In this case, MPV could not be
properly measured in all patients due to the presence of large
platelets that exceeded the laboratory parameters set for the
blood automated counter.

Conclusion

ITP is a highly complex disease; its pathophysiology and ini-
tial events are intricate and not fully understood, with multiple
theories being brought up to explain a chronic course.
Response to therapy remains heterogeneous and unpredict-
able; nevertheless, outcomes have improved over time.
Further research is needed to confirm predictive factors for
chronicity so treatment and follow-up could be refined, im-
proving the quality of life of ITP patients.

Table 5 Risk factors for
chronicity in adults diagnosed
with immune thrombocytopenia.
Univariate and multivariate
analyses by multiple regression
with 95% CI

Variable Chronic
n = 34 (%)

Univariate HR
(95% CI)

p Multivariate HR
(95% CI)

p

Gender

Male 14 (41.2)

Female 20 (58.8) 1.080 (0.483–2.415) 0.851 1.383 (0.463–4.134) 0.562

Age

< 36 years 17 (50.0)

≥ 36 years 17 (50.0) 0.809 (0.351–1.862) 0.617 0.892 (0.282–2.822) 0.846

Leukocyte counts

≥ 6.25 × 109/L 23 (67.6)

< 6.25 × 109/L 11 (32.4) 0.564 (0.199–1.599) 0.281 0.634 (0.203–1.981) 0.433

Platelet counts

< 20 × 109/L 13 (38.2)

≥ 20 × 109/L 21 (61.8) 5.064 (1.315–7.048) 0.003 5.059 (1.710–14.967) 0.003

Chronic ITP, disease lasting > 12 months
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