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Aseptic necrosis of the femoral head in the course  
of haemophilia; a different clinical and radiological course 
compared to typical Legg-calve-Perthes disease  
(twenty years of follow-up) – case report

Jałowa martwica głowy kości udowej w przebiegu hemofilii; odmienny przebieg 
kliniczny i radiologiczny w porównaniu do typowej choroby Legg-calve-Perthesa 
(dwudziestoletnia obserwacja chorego) – opis przypadku

Grzegorz Kandzierski, Łukasz Matuszewski, Szymon Stec

Department of children’s Orthopaedics and Rehabilitation, Medical University of Lublinu, Poland

Abstract

the authors analyse the course of aseptic necrosis of the femoral head in a 7-year-old boy with haemophilia A (factor VIII level - 0%) caused by massive hae-
marthrosis into the hip joint (joint tamponade). the patient’s clinical and radiological symptoms differed from those in classic LcP disease, and now, after 20 
years, the consequences of necrosis do not confirm typical Perthes disease (LcP). Significant shortening (about 5 cm) of the limb and the X-ray image of the 
proximal end of the femur resemble the consequences of severe necrosis of the femoral head in the treatment of an infant with developmental dysplasia of 
the hip (DDH). the study presents necrosis of the femoral head in the course of haemophilia due to its extremely rare occurrence as opposed to haemophilic 
arthropathy typical for this disease. this description may also contribute to considerations on the etiopathology of LcP disease.
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Streszczenie

Autorzy analizują przebieg jałowej martwicę głowy kości udowej u 7-letniego chłopca z hemofilią A ( poziom czynnika VIII-0%) spowodowaną masywnym 
wylewem do stawu biodrowego (tamponadą stawu). Objawy kliniczne i radiologiczne u chorego odbiegały od występujących w klasycznej chorobie LcP,  a 
także obecnie, po 20 latach następstwa martwicy nie potwierdzają typowej choroby Perthesa (LcP). Znaczne skrócenie (ok. 5 cm)  kończyny oraz obraz rent-
genowski bliższego końca kości udowej przypominają raczej następstwa ciężkiej martwicy głowy kości udowej w przebiegu leczenia niemowlęcia z rozwo-
jowym zwichnięciem stawu biodrowego (DDH). Przedstawiamy martwicę g.k.udowej w hemofilii ze względu  na wyjątkowo rzadkie jej występowanie, w 
odróżnieniu od artropatii hemofilowej klasycznej dla tej choroby. ten opis może również stanowić przyczynek do rozważań nad  etiopatologią choroby LcP.

Słowa kluczowe: martwica gowy kości udowej, hemofilia, dzieci 
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Case report

In the 1990s this 7-year-old patient was treated multiple times 
due to the consequences of haemarthroses and was hospital-
ized in the Department of Children’s Orthopaedics, Medical 
University in Lublin. At the age of 7, he was severely beaten by 
his older brother, also suffering from haemophilia. As a result 
of the injuries, the boy developed massive haemorrhages to the 
right lower abdomen, groin, thigh and right hip joint, which 
threatened the blood supply to the limb. The child’s general 
condition was so severe that he was treated in the Department 
of Haematology and Oncology at the Children’s Hospital. Only 
after a month the boy started to stand and walk. Five months 
after the severe beating, he suffered an injury in the area of   
the left hip joint, which is the other hip joint. The X-ray image 
taken showed – to the treating team’s surprise – severe changes 
in the right femoral head, similar to those seen in LCP disease 
(Fig. 1). The boy was walking smoothly at that time, he did not 
report any pain in his right lower limb.

In the examination after one year (Fig. 2), the boy did not 
report any pain, he walked efficiently, without limping.

The patient had not been examined in any orthopaedic 
clinic for 20 years. In the meantime, patients with haemo-
philia in Poland gained easy access to factor VIII. Our patient 
also has access to factor VIII and is periodically treated at a 
general clinic of a general practitioner. Contact with the pa-
tient was re-established via social media.

Currently, this 28-year-old man has problems with his 
right lower limb, mainly due to its 5 cm shortening (Fig. 3). 
The patient considers the efficiency of the hip joint to be satis-
factory. Mobility in the joint is quite good: flexion and exten-
sion in the hip joint are almost symmetrical compared to the 
“healthy” side, the remaining movements (rotation, abduction 
and adduction) are reduced by approx. 30%, and in extreme 
ranges, such movements trigger moderate soreness. The pa-
tient reports periodic hip pains after strenuous exercise.

Fig. 1. Patient, age 7. X-ray taken because of soreness in the left groin?!; 
5 months after an injury to the right lower limb. changes in the X-rays 
concerning the right femoral head suggest aseptic necrosis. the lateral 
pillar of the femoral head is lowered.

Fig. 2. Patient, age 8. One year later, the X-ray image confirms aseptic ne-
crosis of the femoral head with a lowering of the lateral pillar of the head 
– the image resembles the late stage of fragmentation in LcP disease.

Fig. 3. Patient, age 28. the right lower limb 
shortened by 5 cm, lowering of the femo-
ral head, approx. 20% out of the acetabu-
lum, clear shortening of the femoral neck 
and greater trochanteric hypertrophy, ad-
vanced type II necrosis of the femoral head 
according to the Odgen-Bucholz classifica-
tion. the hip joint widths are comparable.
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treatment of infants and young children with DDH [9, 10, 
11]. Usually, in children with this type of necrosis of the fem-
oral head, the range of motion in the hip joint is also fairly 
good, apart from limited abduction due to greater trochanter 
hypertrophy.
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Discussion

In the case of our patient, changes in the femoral head were 
already visible 5 months after the beating. Another X-ray 
taken a year later reveals that necrosis was progressing. This 
sequence of events allows us to conclude that the patient suf-
fered from hip distortion, massive haemarthrosis and tam-
ponade during the injury. Joint tamponade caused necrosis 
of the femoral head. Both the absence of pain and limping, as 
well as good mobility in the joint, are very unusual for necro-
sis - unlike LCP disease. The so-called “silence” form of asep-
tic necrosis of the femoral head in the course of haemophilia 
has been described [1, 2]. Similarly, after 20 years, sufficiently 
good mobility of the joint is maintained and only a little pain 
is experienced in extreme movements. The limb shortening 
by approx. 5 cm, emaciation of the buttock, thighs (5 cm) and 
slightly the shin are problematic for the patient.

Reactive hip arthritis should be considered when analys-
ing other conditions where joint tamponade could contribute 
to the onset of aseptic necrosis of the femoral head. Literature 
on this subject is very abundant and negates the importance 
of periodically occurring increased joint pressure as a factor 
causing LCP disease [3,4].

In our patient, the tamponade caused by bleeding had to 
create a high enough pressure to lead to severe blood circu-
lation disorders in the femoral head. It can be assumed that 
such pressure should at least exceed venous pressure related 
to the femoral head, which was pointed out by the authors 
of experimental studies [5,6]. It can be concluded that in re-
active hip arthritis, intra-articular pressure is clearly lower 
than in our patient with haemophilia, which caused aseptic 
necrosis.

The presented study illustrates the different clinical and 
radiological course of necrosis of the femoral head in haemo-
philia as compared to classic LCP disease in our patient. It is 
worth noting that in the hip joint with necrosis of the femo-
ral head no haemophilic arthropathy is observed because the 
joint is pain-free, and a fairly good range of motion in the 
joint is preserved. The X-ray image confirms the presence of 
properly wide hip joint space, compared to the “healthy” side. 
In studies describing aseptic necrosis of the femoral head in 
haemophilia, haemophilic arthropathy was usually also ob-
served [7,8].

The clinical and radiological image after 20 years suggests 
consequences of past aseptic necrosis of the femoral head in 
infants treated for DDH. Similarities include significant short-
ening of the femoral neck and the entire lower limb, greater 
trochanter hypertrophy, and partially preserved sphericality 
of the femoral head. This confirms that the growth cartilage 
has permanently lost its natural activity due to blood supply 
disorders. The image corresponds to type II aseptic necrosis 
of the femoral head according to the Odgen-Bucholz classi-
fication - a classification created for necrosis in the course of 


