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Hereditary microspherocytosis (HM) is 
18,�9*31�2*99*.�.*.	�99:.,�8,9*;<1	
�2�0.,9�0�=�18�0.��.2�+,.2,�*>��'�"""?

�"""��.�18,�%0:203�0.�/*/:;01�*.��@*=,A,-B�18,�
prevalence may be higher due to undiagnosed 
9�;+	1*	9*+,-01,�>*-93��@)��3�0�8,1,-*C,.,*:3�
group of hereditary anemias with a wide spectrum of 
clinical severity, ranging from asymptomatic to se	
A,-,�1-0.3>:3�*.	+,/,.+,.1�>*-93B�=8�28�20.�*22:-�
,A,.�=�18�.�18,�309,�>09�;<�E�B�B�F�

HM is caused by mutations in the genes encoding 
,-<18-*2<1,�9,9G-0.,�/-*1,�.3�0.+��3�90�.;<��.8,	
-�1,+��.�0.�0:1*3*90;�+*9�.0.1�90..,-�E��FB�G:1��.�
��I�*>�203,3B��1��3��.8,-�1,+��.�0�.*.	+*9�.0.1��0:	
1*3*90;�-,2,33�A, �/011,-.�E�"F��J8,-,�0-,���C,.,3�
associated with HM, including �	3/,21-�.���KJL� B�
� 	 3 / , 2 1 - � . � � � K J N  B � 0 . 4 < - � . � � L � O �  B�
G0.+����P%�L� B�0.+�/-*1,�.������QKN�� B�=8�28�
are involved in the interaction between the erythro	
cyte membrane and the lipid bilayer. Mutations in 
*.,�*-�9*-,�@)	033*2�01,+�C,.,3�20.�20:3,�0�9,9	
G-0.,�/-*1,�.�+,S2�,.2<B�-,3:;1�.C��.�@)�E�B(F�

Variable disease severity is a characteristic feature 
*>�@)�0.+�01�18,�309,�1�9,�G-�.C3�0G*:1�+�T2:;1�,3�
�.�18,�+�0C.*3�3�E��F��L�31:+<��.�J:-4,<�=03�2*.+:21	
,+�0.+�,.-*;;,+����28�;+-,.�0C,+�G,1=,,.����+0<3�
0.+��
�<,0-3B�09*.C�=8*9��"I�=,-,�+�0C.*3,+�=�18�
9�;+�@)B�����I�?�=�18�9*+,-01,�@)B�0.+�����I�?�
=�18�3,A,-,�@)U����(I�38*=,+�0/;031�2�2-�3�3B�.*.,�
of the children developed megaloblastic crisis, and 
28*;,;�18�03�3�=03�+�0C.*3,+��.��"�(I�*>�/01�,.13�E
F��
W0:.+�2,B�=8�28��3�*.,�*>�18,�/-�.2�/0;�2;�.�20;�90.�	
festations, may be the only symptom of the disease for 
a long time, and physicians have to come an arduous 
=0<�1*�904,�0�2*--,21�S.0;�+�0C.*3�3�G<�-:;�.C�*:1�
*18,-�8,-,+�10-<�*-�02X:�-,+�28-*.�2�+�3,03,3�E��F�

The aim *>�18,�31:+<��3�1*�0.0;<Y,�0�2*9/;,Z�2;�	
nical case of hereditary microspherocytosis in a child 
=�18�0�;*.C	1,-9�+�0C.*31�2�310C,�1*�-0�3,�0=0-,.,33�
among physicians about this pathology.

��
�
	
��	
��
J8,�9,+�20;�203,�*>�0��
	<,0-	*;+�������., who was 

on examinations and treatment at the Community 
Enterprise «Regional Medical Center for Family 
Health», DRC» (RMCFH) with a clinical diagnosis: 
«HM, crisis course; complication: secondary chro nic 
calculous cholecystitis; concurrent diagnosis: gall	
G;0++,-�/*;</k�=03�+�32:33,+��%;�.�20;�0.+�/0-02;�	
.�20;�S.+�.C3�=,-,�0.0;<Y,+�

The study was performed following the principles 
of the Declaration of Helsinki. The study protocol 
was approved by the Local Medical Ethics Commis	
sion of RMCFH. The informed consent to partici	
pate in the study was obtained from the child and his 
parents.

The child presented to the hospital with com	
/;0�.13�*>�-�C81	3�+,+�0G+*9�.0;�/0�.B�=,04.,33B�>0	
1�C:,B�|0:.+�2,�*>�18,�34�.�0.+�9:2*:3�9,9G-0.,3�

Past medical history revealed that he was born at 
0�C,3101�*.0;�0C,�*>��&�=,,43�G<�.*-90;�3/*.10.,*:3�
A0C�.0;�+,;�A,-<�=�18�0�G�-18�=,�C81�*>���""�CB�
0�G�-18�8,�C81�*>����29�>-*9�C-0A�+0���/0-0���9*18,-�
diagnosed with mild anemia during pregnancy. The 
28�;+�C*1�0G*:1���,/�3*+,3�*>�02:1,�-,3/�-01*-<�+�3	
,03,3�/,-�<,0-�0.+�=03�0C,	0//-*/-�01,;<�A022�.01,+�
according to the National Immunization Schedule. 
The mother provided information about a positive 
family history including a father who was anemic 
since childhood. However, a more detailed histo	
-<	104�.C�=03��9/*33�G;,�03�18,�>018,-�;�A,+�0=0<�
from them. The boy had a personal history of allergic 
reactions to ascorutin and heparin occurred as der	
matological manifestations.

According to the present medical history, the child 
debuted with mild normochromic anemia and ab	
+*9�.0;�/0�.�01�18,�0C,�*>���<,0-3��L�/-,;�9�.0-<�+�	
agnosis was made at that time «Functional disease of 
the gastrointestinal tract», and symptomatic treat	
ment was prescribed. A week later, the boy was ad	
mitted to a City Hospital with a diagnosis of acute 
-,3/�-01*-<��.>,21�*.�0.+�9�;+��-*.�+,S2�,.2<�0.,9�0��
Because of the clinical manifestations, the child was 
prescribed symptomatic treatment for acute respira	
1*-<��.>,21�*.�0.+��-*.	28,;01�.C�0C,.13�>*-�0.,9�0��
Following this, his condition improved, and his he	
moglobin (Hb) level was normalized. Later on, at the 
0C,�*>���<,0-3B�18,�G*<�=03�8*3/�10;�Y,+�=�18�0�+�0C	
.*3�3�*>�-�C81	3�+,+�>*20;�2*99:.�1<	02X:�-,+�/.,:	
monia. A complete blood count (CBC) showed se	
A,-,�0.,9�0��@N�?����C!; B�0.+�0.��-*.�/-,/0-01�*.�
=03�/-,32-�G,+�>*-�1-,019,.1B�=8�28�18,�28�;+�2*.1�	
.:,+�1*�-,2,�A,�0>1,-�+�3280-C,�>*-����+0<3�=�18�0�1*	
10;�+:-01�*.�*>���9*.18���:1/01�,.1�%N%�=03�9*.�	
tored periodically, Hb levels were within normal 
-0.C,3����&?����C!; ���A,-0;;B�18,�G*<�3�2*.+�1�*.�
=03�-,;01�A,;<�301�3>021*-<�:.1�;�18,�0C,�*>����<,0-3�

L1����<,0-3�*>�0C,B�18,�28�;+�2*9/;0�.,+�*>�0�G�11,-�
taste in the mouth, periodic abdominal pain that oc	
curred on an empty stomach and subsided after eat	
�.CU��01:;,.2,B�;**3,�31**;3U�/-:-�1:3B�0.+�|0:.+�2,��
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For further examination, he was referred to the State 
Institution «Institute of Gastroenterology of the 
National Academy of Medical Sciences of Ukraine» 
in Dnipro. Following laboratory and instrumental 
examinations and based on a persistent increase in 
transaminases, a high antinuclear antibody (ANA) 
1�1,-B�0.+�18,�/-,3,.2,�*>�8</,-G�;�-:G�.,9�0B�0�2;�	
.�20;�+�0C.*3�3�=03�90+,��J</,���0:1*�99:.,�8,�/0	
1�1�3�=�18�9*+,-01,��.�09901*-<�021�A�1<�=�18*:1�
extrahepatic manifestations; concurrent diagnoses: 
«Catarrhal proctosigmoiditis, internal hemorrhoids, 
combined crystalluria (urate, oxalate, phosphate). 
Complications: chronic calculous cholecystitis, gall	
bladder polyps. A consultation with a pediatric he	
matologist was requested, and hemolytic anemia was 
ruled out at the time of examinations.

Since the established diagnoses and the child con	
dition dynamics were not adequate to satisfy physi	
cians, the diagnostic workup continued. For further 
examinations and a more accurate diagnosis, the boy 
was referred to the State Institution «Institute of 
Pediatrics, Obstetrics and Gynecology named after 
L20+,9�2�0.���)��P:4<0.*A0�*>�18,��01�*.0;�L20	
+,9<�*>�),+�20;��2�,.2,3�*>�#4-0�.,k��O<�A ��@,-,	
ditary diseases manifesting as hyperbilirubinemia, 
8,/01*9,C0;<B�|0:.+�2,B�0G+*9�.0;�/0�.B�0.+�0.,9�0�
=,-,�2*.3�+,-,+�03�+��,-,.1�0;�+�0C.*3,3�*>�18,�28�;+��
In the Center for Orphan Diseases of the National 
Children’s Specialized Hospital «OHMATDYT» 
(Kyiv), genetic testing was performed to distinguish 

G,1=,,.�180;033,9�0B�C;:2*3,	�	/8*3/801,�+,8<+-*	
C,.03,����K$ �+,S2�,.2<B�0;/80	�	0.1�1-</3�.�+,	
S2�,.2<B���;G,-1�3�3<.+-*9,B���;3*.�3�+�3,03,B��0:	
28,-�3�+�3,03,B�0.+�@)��J8,�S.0;�-,3:;1�*>�1,31�.C�>*-�
)�.4*=34�?%80:�0-+�8,9*;<1�2�0.,9�0�=03�/*3�	
tive, and other diseases were ruled out.

Thus, after the complex and meticulous diagnostic 
=*-4:/B�18,�S.0;�2;�.�20;�+�0C.*3�3�=03�,310G;�38,+'�
«HM, crisis course; complication: secondary chro nic 
calculous cholecystitis; concurrent diagnosis: gall	
G;0++,-�/*;</k��J-,019,.13�=,-,�/-,32-�G,+'�+0�-<	
>-,,�+�,1U�:-3*+,*Z<28*;�2�02�+��""�9C!+0<��01�
0�+*30C,�*>��"�9C!4C�G*+<�9033 �>*-���9*.183U��9,	
C0	��>011<�02�+3�>*-���9*.183��J8,-,0>1,-B�18,�G*<�=03�
>*;;*=,+�:/�:.1�;�18,�0C,�*>��
�G<�0�8,901*;*C�31�01�
the Oncohematology Center of RMCFH. CBC was 
regularly monitored, and symptomatic treatments 
were provided. However, during the crises, which 
=,-,�+*2:9,.1,+�1=�2,B�01��
�<,0-3�0.+���9*.183�
0.+�0C0�.�01�18,�0C,�*>��
�<,0-3�0.+����9*.183B�18,�
28�;+�3�2*.+�1�*.�+,1,-�*-01,+�3,A,-,;<�+:,�1*��.1*Z�	
201�*.�0.+�|0:.+�2,�3<.+-*9,3B�=8�;,�0.,9�2�3<.	
+-*9,�=03�.*1�90-4,+��$:-�.C�18,�S-31�+*2:9,.1,+�
crisis, the boy complained of weakness, fatigue, loss 
*>�0//,1�1,B�0G+*9�.0;�/0�.��J8,�;0G*-01*-<�,Z0�9�	
.01�*.�+010�*>� 18,�28�;+� �.�+<.09�23� >-*9��� 1*�
�
�<,0-3�0-,�/-,3,.1,+��.�J0G;,3���0.+���

The recent exacerbation of hemolytic anemia was 
�.�)0<��"����J8,�2*.+�1�*.�3,A,-�1<�=03��.�:,.2,+�
G<��.1*Z�201�*.B�|0:.+�2,B�0.+�/0�.�3<.+-*9,3B�
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there was no anemia. The child was admitted to 
RMCFH for treatment and addressing issues on 
further tactics.

Physical examination revealed the boy with 
0�G*+<�8,�C81�*>��
��29�0.+�0�G*+<�=,�C81�*>�
"�4C�
�G*+<�9033��.+,Z�*>����&�4C!9� U�1,9/,-01:-,�?�
���%B�-,3/�-01*-<�-01,���� ��"!9�.B�8,0-1�-01,�
�@� B�
(�G,013!9�.U�2;,0-�2*.32�*:3.,33B�.,C01�A,�
meningeal signs, and no focal neurological symp	
toms. His skin and visible mucous membranes were 
normal but with scleral icterus. Cardiovascular and 
pulmonary examinations were unremarkable. The 
abdominal wall was painful on palpation in the right 
hypochondrial region. The liver was enlarged and 
/0;/0G;,�01���29�G,;*=�18,�-�C81�2*310;�0.+�18,�
3/;,,.�?�01���29�G,;*=�18,�;,>1�2*310;�

Laboratory examinations at admission revealed 
neutrophilic leukocytosis with a leukocyte formula 
left shift and elevated erythrocyte sedimentation 
rate (ESR). Biochemical blood tests showed hyper	
bilirubinemia due to the indirect bilirubin and the 
serum iron level was within the normal range. 
 Myelogram demonstrated abnormalities in the form 
of hypercellularity, expanded erythroid lineage cells, 
022,;,-01,+�8,901*/*�,3�3B�3://-,33,+�;,:4*2<1,�;�	
neage and normoblastic type.

Abdominal ultrasound (US) examinations re	
vealed the following changes. The right liver lobe 
was enlarged with clear regular contours and smooth 
edges, an inhomogeneous parenchymal pattern and 
0�S.,	C-0.:;0-�8</,-,28*�2�31-:21:-,��J8,-,�=,-,�.*�
bile duct ectasia or scarring. The gallbladder was 
&���"�99��.�3�Y,B�/,0-	380/,+�=�18�:.280.C,+�=0;;3�
but folded in the corpus and neck regions. Multiple 
easily displaced hyperechoic stones with acoustic 
380+*=�.C�-0.C�.C��.�3�Y,�>-*9���1*���99��18,�;0-C	
,31�?����99 �=,-,�A�3:0;�Y,+��.�18,�C0;;G;0++,-�;:	
men coupled with inspissated bile and biliary sludge 
at the posterior wall. The spleen was seen cres	
2,.1	380/,+�=�18�39**18�2;,0-�2*.1*:-3B�8*9*C,	
neous parenchyma, granular structure, normal echo	
genicity and splenic dimensions were increased 
��������99 �

After consulting a surgeon and establishing the 
+�0C.*3�3��@)B�2-�3�3�2*:-3,B�2*9/;�201,+�G<�3,	
condary chronic calculous cholecystitis; concurrent 
diagnosis: gallbladder polyp», a decision was made 
to perform concomitant splenectomy and cholecys	
tectomy.

L>1,-�18,�3:-C,-<B�18,�28�;+�38*=,+�3�C.�S20.1�
�9/-*A,9,.13�=�18�/*3�1�A,�+<.09�23�+:,�1*�,;�	
9�.01,+�/0�.B��.1*Z�201�*.B�|0:.+�2,�0.+�8,9*;<3�3�
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syndromes. Laboratory parameters were stabilized: 
serum total, direct and indirect bilirubin were de	
2-,03,+��1*10;�G�;�-:G�.�?�������9*;!;B�+�-,21�G�;�-:	
G�.�?������9*;!;B��.+�-,21�G�;�-:G�.�?��"�&��9*;!; ��
The boy was discharged in a satisfactory condition 
to outpatient treatment with recommendations for 
>:-18,-�>*;;*=	:/�G<�0�C,.,-0;�/-021�1�*.,-B�C031-*	
enterologist, hematologist, and surgeon in local 
8,0;18�>02�;�1�,3��J8,�/01�,.1�=03�0+A�3,+�1*�2*.1�	
nue pharmacological therapy with ursodeoxycholic 
acid for a long period with further monitoring of 
biochemical blood parameters and abdominal ultra	
3*:.+�0>1,-���9*.183���,C:;0-�A022�.01�*.�022*-+	
ing to the National Immunization Schedule was 
recommended to be administered no earlier than 
��9*.183�0>1,-�18,�3:-C,-<�

�
�	���
��
Patients with the symptom triad, consisting of 

0.,9�0B�|0:.+�2,B�0.+�3/;,.*9,C0;<B�38*:;+�S-31�G,�
suspected of HM, although a family history could 
G,�09G�C:*:3�E
F��J8,�28�;+�/-,3,.1,+�=�18�0�9�;+�
2*:-3,�*>�18,�+�3,03,�2;�.�20;;<�90.�>,31,+�G<�|0:.	
dice persistent for such a long time, and that was 
the reason for a rather late diagnosis.

W0:.+�2,��3�*.,�*>�18,�90�.�2;�.�20;�90.�>,310	
tions and it can be the only presenting symptom of 
18,�+�3,03,�>*-�0�;*.C�1�9,��J8,�+,C-,,�*>�|0:.+�2,�
depends on the one hand, on the hemolysis severity, 
0.+�*.�18,�*18,-�80.+B�*.�18,�8,/01*2<1,�2*.|:C01	
�.C�0G�;�1<�1*�>*-9�G�;�-:G�.�2*.|:C01,3�=�18�C;:2:	
-*.�2�02�+�E��F�

The variable clinical severity of HM is its dis	
1�.21�A,�280-021,-�31�2�1801�01�18,�309,�1�9,�/-,	
3,.13�3�C.�S20.1�+�0C.*31�2�280;;,.C,3�E��F��J8,�
2*:-3,�*>�@)��3�:3:0;;<�2;033�S,+�03�9�;+B�9*+,	
-01,B�9*+,-01,	1*	3,A,-,B�0.+�3,A,-,�G03,+�*.�@G�
and reticulocyte count. Mild HM, which occurs in 
�"I�*>�/01�,.13B�/-,3,.13�=�18�>:;;<�2*9/,.301,+�
8,9*;<1�2�0.,9�0�=�18�.,0-	.*-90;�@G�;,A,;3B�9�	
nimal spherocytes in peripheral blood smears, slight 
-,1�2:;*2<1*3�3����I B�0.+�9�;+�3/;,.*9,C0;<���.�
fact, many of these individuals are not diagnosed 
until adulthood, when they develop complications 
related to chronic hemolysis, such as gallstones. 
The largest group of HM patients, representing 
0G*:1��"I�*>�203,3B�3:�,-3�9*+,-01,�+�3,03,�=�18�
@G�;,A,;3��.�18,�-0.C,�*>�(�1*����C!+P�0.+�-,1�2:;*	
2<1,3��(I���/;,.*9,C0;<�*22:-3��.�0//-*Z�901,;<�
�"I�*>�28�;+-,.�0.+�
��1*�&�I�*>�0+:;13��L�390;;,-�
C-*:/�*>�/01�,.13��0G*:1��"I �/-,3,.13�=�18�9*	

+,-01,	1*	3,A,-,�@)�=�18�@G�A0;:,3��.�18,�-0.C,�
*>��?(�C!+P�0.+�-,1�2:;*2<1*3�3����I�0.+�.,,+�
occasional red blood cell transfusions to manage 
0.,9�0��L-*:.+��?�I�*>�@)�/01�,.13�38*=�3,A,-,�
;�>,	18-,01,.�.C�0.,9�0�-,X:�-�.C�-,C:;0-�G;**+�
transfusion therapy, and the inheritance pattern is 
-,2,33�A,��.�9*31�*>�18,3,�203,3�E�"F���.�18,�-,/*-1,+�
case, the child was diagnosed with mild HM.

Indeed, HM is characterized by the development 
of cholelithiasis in addition to the clinical triad of 
0.,9�0B�|0:.+�2,B�0.+�3/;,.*9,C0;<�E(F��@*=,A,-B�
the above clinical manifestations and cholelithiasis 
as the common complication, can also be seen in 
patients with conditions such as thalassemia and 
autoimmune hemolytic anemia. Therefore, HM is 
+�T2:;1�1*�+��,-,.1�01,�G,1=,,.�*18,-�1</,3�*>�0.,	
9�0�E��FB�,3/,2�0;;<�3�.2,�9*31�/01�,.13�0-,�03<9/	
1*901�2�E&F���.�18,�2*.3�+,-,+�203,B�.*�2;�.�20;�90	
ni festations of gallstone formation were present in 
the boy.

The child, however, was misdiagnosed as having 
autoimmune hepatitis, since he presented with 
;*.C	;031�.C�|0:.+�2,�03�18,�90�.�2;�.�20;�90.�>,3	
tation. The literature describes a case of a male pa	
1�,.1�=�18�|0:.+�2,�G:1�=�18*:1�3<9/1*93�*>�0.,	
mia who was misdiagnosed with autoimmune 
hepatitis quite similarly to the clinical case present	
,+B�=8�;,�8�3��	9*.18	*;+�3*.�=�18�90.�>,31�3<9/	
1*93�*>�0.,9�0�0.+�|0:.+�2,�=03�9�3+�0C.*3,+�
=�18�0:1*�99:.,�8,9*;<1�2�0.,9�0��N:1��.�18,�S	
.0;�-,3:;1B�18,<�G*18�=,-,�+�0C.*3,+�=�18�@)�E�F�

H.X. Zhong et al. have reported four cases of pa	
tients with HM who were treated for varying de	
C-,,3�*>�0.,9�0�0.+�|0:.+�2,��.�0�;*1�*>�8*3/�10;3B�
but nevertheless, they were misdiagnosed or re	
ported as having an uncertain diagnosis for a long 
1�9,�E�
F�

In some cases, HM patients may experience he	
901*;*C�2�2-�3,3�?�8,9*;<1�2B�0/;031�2B�*-�9,C0	
loblastic. Among these crises, hemolytic is the most 
common and is clinically manifested by fever, 
which can be provoked by viral infections or occur 
spontaneously. Hemolytic crisis in HM due to sud	
denly accelerated hemolysis is characterized by 
9*-,�90-4,+�|0:.+�2,�180.�1801��.�0�310G;,�3101,��
Aplastic crisis is typically more severe than hemo	
lytic one and can even cause acute heart failure and 
�3�2*--,;01,+�=�18�/0-A*A�-:3�N�&��.>,21�*.��%8�;	
dren commonly develop chills and fever, abdominal 
pain, myalgia, and a generalized maculopapular 
rash. The typical clinical onset of aplastic crisis is 
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characterized by a decrease in Hb and reticulocyte 
levels, followed by a decrease in bone marrow 
erythroblasts and serum bilirubin. During recovery, 
0.��.2-,03,��.�.,:1-*/8�;3�0.+�/;01,;,13�2*9,3�S-31B�
followed by reticulocytosis and a gradual increase 
in Hb levels. Megaloblastic crises are rare and usu	
0;;<�20:3,+�G<�>*;�2�02�+�+,S2�,.2<�E��F���.�18,�2;�	
ni cal case presented, the child experienced hemo	
lytic crises.

�,1�2:;*2<1*3�3��>-*9��?�"I�1*���I��.�3,A,-,�
cases), a raised mean corpuscular Hb concentration 
�)%@% �������C!+;B�0.��.2-,03,+�-,+�2,;;�+�31-�	
G:1�*.�=�+18���$����� B�0.+�0�.*-90;�*-�3;�C81;<�
reduced mean corpuscular volume (MCV) are con	
3�+,-,+�G<�-,3,0-28,-3�1*�G,�18,�90|*-�;0G*-01*-<�
diagnostic criteria for HM. In most patients, ane	
9�0��3�9�;+��@G����"�C!; �1*�9*+,-01,��@G�("?
��"�C!; B�-,3:;1,+�>-*9�28-*.�2�2*9/,.301,+�8,9*	
;<3�3�E�F�

J8,�+�0C.*3�3�*>�@)��3�G03,+B��.�0++�1�*.�1*�2;�	
ni cal manifestations, on positive family history and 
a peripheral blood smear, which may show a vari	
able percentage of spherocytes (related to the de	
gree of anemia), poikilocytosis, acanthocytosis, and 
ovalostomatocytosis.

The diagnostic guidelines for HM from the 
 British Committee for Standards in Hematology do 
not recommend any additional screening tests for 
patients with classic clinical manifestations and 
;0G*-01*-<�S.+�.C3�E�F�

@*=,A,-B��.+�-,21�1,313�20.�G,�/,->*-9,+��>�.,	
2,3�30-<�� J8,3,� �.2;:+,� 18,� ,*3�.	�	90;,�9�+,�
(EMA) binding test, which demonstrates high sen	
3�1�A�1<��&�?&�I �0.+�3/,2�S2�1<��0;9*31�&&I B�
although it can be positive in patients with similar 
diseases, in particular, congenital dyserythropoie tic 
0.,9�0�1</,����E�F�

To sum up, here are the diagnostic criteria for HM 
-,2*99,.+,+�G<�18,��"���:/+01,+�/-*1*2*;�E��F�

���%;�.�20;�90.�>,3101�*.3'�280-021,-�31�2�3<9/	
1*93� 0-,� 0.,9�0B� |0:.+�2,B� 0.+� 3/;,.*9,C0;<B�
a common complication is gallstone disease.

����*:1�.,�;0G*-01*-<�1,313'�@G�;,A,;�90<�G,�.*-	
mal or decreased (forms of the trait: normal; mild 
��"?��"�C!PU�9*+,-01,�("?��"�C!PU�3,A,-,��"?
("�C!P U�-,1�2:;*2<1,�;,A,;�90<�G,�.*-90;�*-��.	
2-,03,+��>*-93�*>�18,�1-0�1'���IU�9�;+��?�IU�9*	
+,-01,���IU�3,A,-,���"I U�)%@%��.+,Z��3�.*-90;�
or increased; mean reticulocyte volume (MRV) is 
+,2-,03,+��2:1*��A0;:,'��&��

�>P U�9,0.�3/8,-�20;�
corpuscular volume, which includes erythrocytes 

0.+�-,1�2:;*2<1,3��)�%� ���)%�U�18,�.:9G,-�*>�
spherocytes may be increased; serum total bilirubin 
�3�,;,A01,+B�90�.;<�+:,�1*�:.2*.|:C01,+�G�;�-:G�.�

����09�;<�8�31*-<'�/01�,.13�9*31;<�/-,3,.1�=�18�18,�
autosomal dominant inheritance pattern and show 
the same test results and clinical manifestations as 
one of their parents or other family members.

����,.,1�2�1,31�.C�0.+�*18,-�32-,,.�.C�1,313'�C,	
netic testing combined with erythrocyte osmotic 
>-0C�;�1<�1,31B�Q)L�G�.+�.C�1,31B��*=�2<1*9,1-<B�
02�+�S,+�C;<2,-*;�;<3�3�1,31��L�PJ B�%**9G3�1,31B�
0.+���K$@�;,A,;�+,1,-9�.01�*.�>*-�/01�,.13��.�
whom the diagnosis of HM is challenging, are re	
quired.

�.�18,�203,�*>��.,�,21�A,�3<9/1*901�2�2*.3,-A0	
tive therapy, surgical treatment for HM is required. 
Currently, surgical strategies consist mainly of total 
or partial splenectomy, which can be performed by 
*/,.�;0/0-*1*9<�*-�;0/0-*32*/�20;;<�E��F��L22*-+	
�.C�1*�0�31:+<�1801�,.-*;;,+����28�;+-,.��.�J:-4,<B�
�"I�*>�/01�,.13�01�18,�9,0.�0C,�*>�(���<,0-3�:.+,-	
went splenectomy. The most commonly reported 
/*31	3/;,.,21*9<�2*9/;�201�*.3�1801�90<�*22:-�0-,�
3,/3�3�*-�18-*9G*3�3�E
F��J8,�/*31*/,-01�A,�/,-�*+�
in the case presented was uneventful.

���	���
���
Currently, mild forms of hereditary microsphero	

cytosis are underdiagnosed.
Mild and moderately severe course of hereditary 

9�2-*3/8,-*2<1*3�3B�0/0-1�>-*9�|0:.+�2,�0.+�9*	
+,-01,�3/;,.*9,C0;<B�20.�G,�90.�>,31,+�G<�2:1*��
@G�A0;:,3B�904�.C��1�+�T2:;1�1*�1�9,;<�+�0C.*3,�
primary disease and its complications.

Since the most common complication of heredi	
tary microspherocytosis is gallstone disease, regular 
ultrasound examinations of the gallbladder and 
monitoring of the hepatobiliary system are the best 
imaging modalities for patients even in the absence 
of overt hemolysis.

�.�203,�*>�2*.3,-A01�A,�18,-0/<��.,�,21�A,.,33B��1�
is necessary to consider the issue of performing 
0�2*9/;,1,�*-�/0-1�0;�3/;,.,21*9<B�0.+��.�18,�/-,	
sence of a complication in the form of calculous cho	
lecystitis, it should be combined with cholecystec	
tomy.

The analyzed clinical case is a demonstrative 
 example of underdiagnosed mild hereditary micro	
spherocytosis complicated by secondary chronic 
calculous cholecystitis.
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