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Abstract: 

A 50-year-old patient was introduced to VSGH with a wind of madness. The understanding was usually 

symptomatic before 4 months. At that time, she had shortness of breath, lack of breath, and simple fatigability to 

effort that gradually developed over the 4 months and, at the time of introduction, she was still very short of 

breath. The persistence of this situation also revealed that she had a comparative grievance three years ago, 

which was resolved after a blood transfusion, and that she was asymptomatic during this period. Her history 

was negative for hack, fever, cold, PND, chest tightness, palpitations, stomach extension and pedal edema. 

Based on the overall assessment, calm was considered to be a serious weakness. Our current research was 

conducted at Mayo Hospital, Lahore from April 2018 to March 2019. The conjunctiva, tongue, lips, and nail 

beds showed significant pallor. Fingernails showed koilonychia. Calm was accompanied by shortness of breath 

with a respiratory rate of 20/min. In addition, on auscultation, there was a grade-2 systolic mumbling near the 

peak. A clinical analysis of the pallor was therefore performed and the individual was asked to understand in 

detail the history of the blood disorder. In any event, the calmness denied the existence of blood unhappiness in 

any structure. Patient’s blood was sent for primary investigations Which showed Hb: -1.79 gm%, Creatinine: - 

0.92mg%,  

Total WBC count: - 5254/cumm 

Bilirubin: - 0.6mg% 

Absolute Platelet Count: - 2.944acs/cumm. 
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INTRODUCTION: 

Red blood cells were transcendental, 

normochromic and normocytic, with proximity to 

elliptocytes, leptocytes and tear cells. Absolute 

control of white blood cells and platelets was 

sufficient on the smear. Differential leukocytes 

showed extremely mild lymphocytosis. The 

reticular control was 0.7%. R/M stools were 

negative for mystery blood as well as worms for 3 

consecutive days. Urine R/M was normal. Thinking 

of the conclusion of symptomatic weakness 

examined for symptomatic improvement, it is 

chosen to give 03 units of volume of stuffed cells. 

Our current research was conducted at Mayo 

Hospital, Lahore from April 2018 to March 2019. 

The conjunctiva, tongue, lips, and nail beds showed 

significant pallor. Fingernails showed koilonychia. 

Before starting PCV patients’ Blood sample are 

taken for further investigation  

Which showed 

Vitamin B12: - .1300 pg/ml  

Iron: - 199mcgdl 

TIBC: -465mcg/dl 

Ferritin: -397ng/ml 

 

Along these lines, iron inadequacy, B12 

insufficiency, worm pervasion, and so forth were 

precluded. Patient's blood is likewise sent for 

G6PD and LDH which were ordinary. After 03 

units of pressed cell volume patient's examinations 

are rehashed which were as per the following  

Hb-4.68 gm% 

Total WBC count:-10000/cumm 

Absolute platelet count:-1.032acs/cumm 

Afterwards this patient was sent for an ultrasound, 

which was typical except for a mild splenomegaly 

with a long 12.6 cm pivot. After these numerous 

examinations, the reason for the weakness 

remained subtle. Thus, the help of a master 

hematologist was sought. On his recommendation, 

the desire for bone marrow, bone marrow biopsy 

and blood for ANA were sent for further 

examination. 

 

BONE MARROW ASPIRATION REPORT: - 

Site: -PSIS 

Aspiration: - Particle marrow somewhat weakened 

by peripheral blood Cellularity: - Normocellular 

erythropoiesis: - Erythroid precursor cells are only 

diminished. Basophilic erythroblasts are virtually 

absent. Leukopoiesis: - Cells of the myeloid 

arrangement are typical in number and 

development. Megakaryocytes: - Megakaryocytes 

are common in number and morphology. Plasma: - 

Slightly developed plasma cells are developing 

(<53%). Other cells: - No other strange cells or 

parasites are seen. 

 

 

COMMENT: - Markedly reduced 

erythropoiesis. (Pure Red Cell Aplasia)  

1. Bone marrow biopsy: - Bone marrow 

assessment revealed a complete loss of 

erythroid pedigree  

2. Some dispersed erythroblasts, without 

morphological particularity, have been 

observed in particular with IHC. 

3. Other hematopoietic genealogies are 

morphologically typical and show a flawless 

development. 

4. Thus, the last determination of pure PRCA 

has been made. In addition, further 

investigations were carried out in order to 

exclude the reasons for facultative PRCA. 

5. Bone marrow biopsy: - Bone marrow 

assessment revealed a complete loss of 

erythroid ancestry. 

6. Some dissipated erythroblasts, without 

morphological peculiarity, have been 

observed in particular with IHC. 

7. Other hematopoietic ancestries are 

morphologically typical and show a flawless 

development. 

8. Thus, the last determination of pure PRCA 

has been made. In addition, further 

investigations were carried out to exclude 

the reasons for auxiliary PRCA. 

 

 

 

 

 

 

 

 

 

 

 

 

 

ANA report: 

Round-point resistant fluorescence using human 

epithelial cells (HEp-2) and primate liver. Design 

of the +ve fluorescence for the dotted example. 

However, the ANA stain for RNP, NIHB-A, 

NIHB-B was negative. M Ig for Parvo B19 

infection was negative. HBsAg, ELISA HIV, Anti 

HBC were negative. Finally, Idiopathic PRCA is 

considered a cause of extreme illness. 

 

DISCUSSION: 

PRCA or pure PRCA refers to a type of iron 

deficiency that influences the history of red 

platelets but not the history of white platelets. In 

PRCA, the bone marrow stops to create red 

platelets. This condition was first described by 

Katznelson in 1924. 
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MAJOR CAUSES ARE: 

1. Autoimmunity 

2. Thymoma 

3. Viral contaminations, e.g. herpes parvovirus 

B19 (fifth disease) Lymphoproliferative 

4. The association between pure erythrocyte 

aplasia and huge-grain T-cell leukemia is 

perceived everywhere, especially in China.  

5. Idiopathic. Many cases of PRCA are 

considered to be idiopathic in that no 

discernible reason is distinguished. 

6. Drugs, e.g., corrosive mycophenolic or 

erythropoietin. 

7. Congenital. The term "unimpaired hereditary 

erythrocyte aplasia" has been used to refer to 

the fragility of Diamond-Black fan. 

 

TREATMENT 

1. PRCA is considered a disease of the immune 

system because it responds to 

immunosuppressive therapy, such as 

cyclosporine in many patients, but it is not 

safe.  

2. It has also been shown to react to Rituxan and 

Tacrolimus-based drugs. 
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