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Abstract

This article describes the etiology, pathogenesis, clinical picture, diagnosis and current treatment of immunogenic thrombocyto-
penic purpura in women, pregnant women and children, as well as those who are currently taking aspirin-containing drugs for the 
treatment and prevention of thrombophilia complications during the COVID-19 pandemic. The article describes in detail the drugs 
currently most commonly used to treat ITP. The article is intended for coverage in the section in the "Abstract of doctors".
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Suruncal immune function thrombocytopenic purpura

Immune thrombocytopenic purpura (ITP) is a disease char-
acterized by thrombocytopenia, which has been isolated and de-
veloped in the past for no apparent reason. The German scientist 
Paul Gottleb Verlgof described this pathology in 1735 as the "Verl-
gof's disease". Platelets have the ability to support the structure 
and function of the microtubule circuit and are self-adhesive due 
to their adhesive aggregation properties when the veins are dam-
aged. Participates in the process of blood clotting, forming plate-
lets, contains fibrinolysis inhibitors in the granules of platelets, 
causing spasm of damaged vessels. As a result of thrombocytope-
nia develops mild, moderate, severe microcirculatory hemorrhagic 
syndrome.

Epidemiology

The incidence of STIs is 1.6: 10,000 per year among the popu-
lation. According to some authors, it is more common in women, 
while in others it is indistinguishable.

Classification
There are two ways to go about it

• Acute ITP (lasting less than 6 months);

• Surunkali (more than 6 players);

Refractory ITP distinguishes thrombocytopenia from GKS sple-
nectomy with resistance to adequate therapy.

Etiology and pathogenesis.

The etiology is unknown. The pathogenesis of PIT is still unclear, 
but platelets wrapped in antibodies undergo high phagocytosis by 
cells of the reticuloendothelial system, resulting in a decrease in 
platelet survival. However, not all patients have antiplatelet anti-
bodies. Another possible development of PIT is called T-cell cyto-
toxicity, a complement due to the effect of antibodies.

platelet lysis and suppression of megakaryocyte production un-
der the influence of antibodies are observed. Antiplatelet antibod-
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ies have been developed against unchanged platelet antigens. Most 
antibodies are free and the most immunogenic platelets are against 
the membrane oxyls-glycoproteins IIb/IIIa and Ib/Ilar, while most 
of the autoantibodies are from the IgG class, kamrok-IgM and IgM. 
Autoantibodies on the basis of the distribution of the disease Un-
changed platelets impair the immune system's tolerance to anti-
gens. As a result, the amount of antibodies against glycoproteins 
in the cytoplasmic membranes of platelets increases sharply. The 
main mechanism of thrombocytopenia in STIs is early and intense 
platelet death, which shortens their lifespan from 8-10 days to 1-2 
days in severe cases for several hours.

Clinical signs and symptoms

The clinical picture of ETP is characterized by light and heavy 
discharge of petechial discharges. In 80% of these cases, clinical 
manifestations occur in 2-8 weeks. On the third floor, the disease 
is more severe.

Distribution of clinical manifestations of hemorrhagic syn-
drome in ITP:

• Petechiae, mild bruises and ecchymosis on the skin and mu-
cous membranes;

• Light and heavy landslides (large landslides from property, 
nose, uterus and others).

Antibody degradation of platelets has led to an increase in the 
production of young platelets. They are effective in controlling he-
mostasis. Therefore, the incidence of hemorrhagic syndrome in 
patients with ETP is much more pronounced than in other etiologi-
cal types of thrombocytopenia. In platelets, the platelet count was 
10x109/l, and severe hemorrhages were observed.

Complications

In 40% of patients, peripheral hemorrhage is less than 10x109/l, 
mainly due to MIT, kidneys, and intracranial hemorrhage. Failures 
in untreated ITPs accounted for about 5%. Increased platelet 
counts in the treatment of STIs severely reduce the risk of develop-
ing severe hemorrhagic syndrome. But spontaneous remission is 
no exception.

Diagnostic methods

Diagnosis of ITP is based on the characteristic picture of 
hemorrhagic syndrome, laboratory and instrumental examinations.

The diagnostic criteria for PIT include

• General landing analysis; platelet counts;

• Identify anti-platelet antibodies (considered one of the most 
effective methods);

• Diagnosis of platelet-associated IgG. (One of the most 
sensitive ways to differentiate immune and non-immune 
thrombocytopenia, which is characterized by specificity);

• Determination of blood soluble glycocalycitin concentration;

• Identify the marker for HIV infection and viral hepatitis;

• Denial of Connie Dangerous Asthma and MMS in Patients 
Over 60 puncture or trepanbiopsy of red blood cells;

• Ultrasound examination of the abdomen.

Examination of peripheral blood reveals severe 
thrombocytopenia (usually less than 10x109/l). Other indicators 
do not change much. At the red bone puncture, the cell composition 
was normal and the number of megakaryocytes increased. In 
trepanbioptat, the structure of red blood cells and cell composition 
is normal, the number of megakaryocytes increases. Direct and 
indirect testing of antiplatelet antibodies revealed an increase in 
the amount. In 80-85% of cases by the direct method.

Indirectly by 50-65%. In STIs, the concentration of soluble gly-
cocalcin in the blood is found to be normal or sharply increased. An 
important criterion for the diagnosis of PIT is the absence of clini-
cal manifestations of other pathologies (lymph nodes, liver and un-
divided organs and systems without changes).

Differential diagnosis

Differential thrombocytopenia is associated with the presence 
of thrombocytopenia.

• Thrombotic thrombocytopenic purpura (TTP);

• Iris thrombocytopenia and thrombocytopathy;

• Thrombocytopenia balance;

• DV-induced thrombocytopathic balance;

• Hemolytic-uremic syndrome balance;

• TITKIS (DVS) syndrome;

• Bacteria and viral infections (with hepatitis, HIV and other 
induced platelets); 

• With hypersplenism;
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• With hemablastosis and MDS;

• With aplastic anemia;

• With acute isolated megacaryocyte aplasia;

Clinical recommendations

The main goal of treatment of PIT is to increase the platelet 
count from 30x109/l in patients with more sedentary life, and from 
50x109/l in patients with more active life. Previously, the analy-
sis of the effectiveness of ITP treatment was based mainly on an 
uncontrolled series of clinical trials. Therapeutic analyzes, on the 
other hand, were largely based on expert opinions.

Acute immune thrombocytopenic purpura

The pathogenic treatment of acute ITP consisted of glucocorti-
costeroids, immunoglobulins, plasmapheresis, and the use of sple-
nectomy based on vital signs.

Treatment with GCS

The main method of treatment of acute STIs is monothera-
py with GCS. GCS reduces the phagocytosis of platelets coated 
with antibodies and the production of autoantibodies. GCS also 
strengthens capillaries, resulting in a decrease in platelets in the 
peripheral cortex, despite the recent distribution of platelets. GCS 
is prescribed for drinking, as well as in the form of prolonged or 
pulse therapy intravenously.

Methylprednisolone 1000 mg intravenously daily for 3 days or 
1 mg/kg/day after taking prednisone before breakfast. This course 
of treatment lasts from 2 weeks to 6 months. The frequency of 
achieving a clear outcome ranges from 14% to 50%, the partial re-
sponse from 2% to 40%, and if steroids are used as initial therapy, 
the full response is maintained in 14-32% of patients after discon-
tinuation of GCS.

Treatment with immunoglobulin

In severe cases, patients should be instructed to inject immuno-
globulin into the vein. A normal human immunoglobulin can be ad-
ministered intravenously 400 mg/kg/day for 1 time for 5 days or a 
normal human immunoglobulin can be administered intravenously 
1000 mg/kg/day 1 time per day for 2 days. Immunoglobulins in-
duce platelet count more than 50x109/l in 70% of patients. Accord-
ing to local guidelines, GCS was treated with immunoglobulins and 
platelet concentrations by transfusion.

Splenectomy

Splenectomy has lost its role in the treatment of STIs due to 
the role of GCS. At present, spleenectomy is performed in adults 
6 months after the onset of the disease, and in children after 12 
months. In exceptional cases, acute splenectomy can be used to 
treat life-threatening hemorrhages. After splenectomy, remission 
accounted for 82%. The mortality rate after laparotomy splenec-
tomy is 1%, and the mortality rate after laparoscopic procedure 
0.2%. At present, the thoracotonic method is used in some cases. 
This method can be implemented only in the centers using innova-
tive technologies. The patient is specially prepared for splenectomy 
and the dose of GCS is increased before the surgical treatment. Pa-
tients are kept in sterile rooms. Taking into account the presence of 
divorces in the intestinal tract during surgical treatment in 15% of 
cases, additional divorces are removed after careful examination.

Plasmapheresis

Intensive Plasmopheresis was performed in a small number of 
cases. Surunkali ITPda plasmapheresis kˌonikarli natiža bermajdi.

Suruncal refractory immune thrombocytopenic purpura

Patients with STIs underwent the following treatment 
treatments without monotherapy with GCS:

• Splenectomy, 

• Cytostatic drugs, 

• Monoclonal antibodies,

• Treatment with immunomodulators.

Treatment with monaclonal antibodies.

Monoclonal antibodies are used in the treatment of chronic and 
refractory ITP.

D Alemtuzumab with intravenous or subcutaneous injection:

• 1 day-3 mg

• 2 days-10 mg

• 3 days-30 mg

• 30 mg 3 times a week for 12-18 weeks or

• D Retuximab intravenously 375 mg/m2 once a week for 4 
weeks.

Alemtuzumab is given after premedication.
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Ketoprofen intravenously 2 ml 1 time or paracetamol 1g once 
1 In case of acute febrile reaction: Hydrocortisone 100 mg intra-
venously 1 time. Treatment with rituximab was effective in 23% 
to 100%, and in 32% of patients the results persisted for 1 year. 
Half of them underwent splenectomy. Complete and partial results 
of treatment with alemtuzumab were observed in 44% to 80% of 
patients.

Treatment with immunosuppressive and cytostatic drugs.

Take azathioprine 1-4 mg/kg/day (the usual method is 150 mg/
day) once a day. The duration of treatment is individual (up to 18 
weeks) or Cyclosporine 5-6 mg/kg/day for 3 to 6 months.

The dose of cyclosporine is adjusted based on the amount of 
leukocytes in the blood. Response time varies from 2 to 6 months. 
However, the effectiveness should be evaluated 6 months after 
treatment. The frequency of full and partial response ranges from 
17 to 71% and from 5 to 83%, respectively. With a positive result, 
treatment can last up to 18 months.

Cytostatic DVs are prescribed when ITP is severe.

Winblastin 5 weeks, once a week, intravenously 0.1 mg/kg/day, 
after 2 weeks the same scheme is repeated. There is a 1-month 
break between intervals, to achieve a full or partial response, or 
Vincristine 1-2 mg/kg/day intravenously for 1 week or so Cyclo-
phosphamide is given intravenously at 1-2 mg/kg/day (usually 
150 mg/day) for up to 3 months until platelet counts return to nor-
mal. Vinkristin inhibits the function of phagocytic cells, leading to 
a decrease in platelet elimination and an increase in the number of 
platelets. The results of treatment with vincristine and vinblastine 
are known quickly (from 7 to 10 days). The frequency of complete 
and partial response is 0-55% and 17-44% of patients. Sometimes 
the answers are transitory in nature.

The effectiveness of treatment with cyclophosphamide is known 
in 6-8 weeks. The frequency of complete and partial response is 34-
75% and 14-25% of patients.

Treatment with interferon alpha

In refractory ITP, interferon alpha treatment is used. Interferon 
alpha skin asthma 3 million IU 3 times a week for 4 weeks. The 
treatment effect ranges from 0 to 100%.

Treatment with danazol

Used as an alternative DV. Danazol 200-800 mg/day orally for a 
long time. It is estimated that it restores the activity of T-suppres-
sors, reduces the amount of antibodies and Fc-receptors, reduces 
the permeability of the capillary wall. Full and partial response in 
patients receiving danazol for 2 months is 60-67%. In patients with 
PIT, the effect of treatment is effective for up to 9 months.

Treatment with colchicine

In some cases, treatment with colchicine has a positive effect. 
To take colchicine 0.5-0.6 mg 2-3 m/day, the duration of treatment 
should not be less than 2 weeks. Decreased opsoninized platelet 
clearance inhibits microtubule function in macrophages. After 
treatment with colchicine, the complete response rate is 14-67% 
and the partial response is 7-71%.

Evaluate the effectiveness of treatment

The full response is obtained when the platelet count exceeds 
150 * 109/l, and the partial response is obtained when the platelet 
count exceeds 50 * 150 * 109/l. In the treatment of ITP, a good result 
is considered if the remission period lasts longer than 6 months.

Complications and side effects of treatment
Side effects of GCS

• Medical Cushing's syndrome (slowly disappears when GCS 
is stopped)

• Gram-negative sepsis

• Aspirgillosis

Side effects of alemtuzumab

• Rise in temperature

• Cold

• Nausea

• Hypotension

• Transmitter of pancytopenia

• Extended lymphopenia

• Opportunistic infections are observed

Alemtuzumab is more effective when administered 
subcutaneously, and complications such as hypotension, nausea, 
and colds are rare.
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Side effects of vincristine and vinblastine

• Peripheral neutropenia

• Alopecia

• Extratomir injuries

Side effects of cyclophosphamide

• Cytopenia

• Hemorrhagic cystitis

• Disorders in MIT

• Secondary tumors

• Secondary infertility

Side effects of azathioprine

• Gut disorders

• Secondary tumors in children

Cyclosporine treatment has been shown to have toxic effects. 
This, in turn, leads to discontinuation of DV in 30% of patients. 
Side effects are associated with hepatotoxicity and nephrotoxicity. 
The most common symptoms are hypertension, hirsutism, tremor, 
headache and gum hyperplasia.

Interferon alpha side effects

• Flupsimon syndrome

• Cytopenia

• Cardiomyopathy, hypotension, tachycardia

• Hepatotoxicity

• Spiritual depression

• Respiratory disorders are observed

Side effects of danazol include weight gain or loss, lethargy, 
myalgia, liver dysfunction, skin rash, mild verilization. These side 
effects disappear in a few weeks if the dose is reduced or stopped.

Ordering errors and unsubstantiated DVs

Errors and unjustified ordering of DVs often occur as a result 
of incorrect diagnosis of PIT. Massive platelet aggregation does not 
eliminate the appearance of hemorrhagic syndrome, induces the 
production of autoantibodies against platelets. Fresh frozen plas-
ma transfusions are less effective and allow the spread of transmis-
sible infections.

Consequences

Proper and timely diagnosis of STIs and adequate treatment can 
change the outcome of the disease for the better. The recovery rate 
after splenectomy is 80-85% [1-7].
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