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Figure 2. Skeleton in situ: medial rotation of the left femur in the hip joint with possible equinovarus position of the left foot.
Esqueleto in situ: la rotacion medial del fémur izquierdo en la articulacion coxofemoral con posible equinovaro del pie izquierdo.

Figure 3. FNA angle measured on the left femur — 59.88 degrees.
Anteversion femoral del fémur izquierdo — 59,88 grados.

the left femoral head was positioned eccentrically,
suggesting subluxation in this hip joint. Furthermore,
no signs of tibial torsion were recorded on the left
body side, and the present tarsal bones were without
clear signs of pathological changes. In addition, the
right clavicle displayed signs of a healed fracture.
Overall, apart from the changes of the proximal
femur and the right clavicle no further evidence of
pathological changes were found.

Discussion

Abnormal femoral anteversionis associated with
clinical manifestations ranging from benign intoeing
gait to severe orthopaedic problems. Table 2 sum-
marizes the morphological characteristics of various
conditions with possible expressed increased FINA
angle. However, anteversion can also be high on bones
unaffected by any other pathological conditions.

One of the main forms of an increased fem-
oral anteversion in childhood is physiological



299

The increased femoral neck anteversion in medieval cemetery of Pecenjevce. Aetiology and differential diagnosis...

"€00T 1OUIBA\ PUE WEI[[IAN :SO1PaedOtIIQ) JO OOqIXAL SSI[AA 686 '8 10 AP 1£86 T 1[eS pue uosdwoy ], ‘9561 1Lautjy pue uetlpyoe[, 661 UBPYoLL, ‘8661 T2 10 0ursnS :g00T [& 10 Iseqng
‘LL6T TPUBIS €00T TOUUDS ‘(0T 1oMED) PUE SUIG[AJRYS 19861 '[B 12 JOSNES ‘7.6 “[& 19 UOS[IWILS 6] SIOS0Y 8961 UOPPAS PUE SUOSIE] 19T UBUOON ‘9((T UIISUIOA PUE ASSLLIOI 19861
‘230 ne] 18861 "[B 10 PIEGANH ‘L00T T8 12 IJOH ‘9961 "[€ 10 UKD ZOOT T8 12 P[EIOSZI 00T BXINALD 6961 S[PRF 8661 ‘& 10 9PIOYIopjny :$90UaIdjal SUIMO[0] AU} UO PASE] IE BIEP [qu) Y,
OIqe[leAY JON - VN

*(SISOUSRIP A1) 9PN[IXI JOU SAOP AOUISE IIAY) OS ‘UONIPUOD Iy} UT INII0 A[[RUOISEII0 10 SIUITIOUIOS) IR — Y ‘(31 9pN[OX A[LIESSIIIU JOU S0P IOUISE SI1 N ‘SISOUSEBIP 0} SINGLIUOD DSBISIP By}
ur suaddey A[rensn) ens) — ) ‘(srsouSerp oy} JoJ S[qenyeA SI I 0S ‘9SBISIP Jey) Ul Uads Ajjuanbauy) juerodwy — | ‘(sisouSerp oy 10J A1ess900U) [euIpIe)) — ) :SISoueIp o) JoJ aouetodwr Jo [0A9]
-odeys woorysnuw ‘snided OAOJ JO YOr[ ‘IOIUBYI0I) URY) JOMO] 9IBJINS JB[NONIE Je[NFALI ‘U0NRSUO[S ‘SUIUNR[J ‘UONBULIOR( 4

(e8e Jupy)
n SO n ON o) ON o) SO o) SO I ON oseasiq jutof dif eAneIauada(q
n SO n SO n SO I SO I SO I ON  uomedo[si ‘uonexniqng dig
SSAUYOIY [, duog
VN VN I PaseaIdd(q n paseaddq I [BWION I [euIoN I [euIoN ‘p3u seuog Suo :Sog
FTTIL saumnba sad ‘wnjeAInoax
[QAQ] [BIqR1IAA) nuag ‘uonejoI [BUIAXD ETTe) -
0] epyIq euidg VN [e1qD ‘wing[eA nuag jo susig VN VN VN VN VN VN I [eULION af
=
(morreys) (mofreys) joor peay oy 03 A
n Mo[eyS k| Joorayy jo AymbrigQ ¥ oy jo Kmbiqo N eandepe Aruwojoq o) MO[[EYS I [eutioN 3 R
VN VN VN VN VN VN ) apia oys 0] Hoys I [eULION oau JeJowa] g
VN VN n [euIoN N Suruaner] D xSaSueyd oymadg o) [Tewrs I [euIoN peaY [eI0w,]
VN VN n pasearou| n [puIoN n paseand(q n pasearou| I [BuIoN VSN
(pooupryd)
d OPIS PPV o) OPIS PO D 9PIS paejy N(APYSS) sapis yrog n SopIs ypog 9] SopIs ypog 9[Sue YN paseaou]
oRWAg
I [e1ajeig I SLIOWWASY n [eIoyeNIg n [e1ajR[IUN n [e1aje[TU) o) [eIoyeIg 9SBASIP AY) JO ANQUIAS
[A] Supury oo Surpury Ao Supury (oo Surpury (Ao Surpury Ao Surpur
dy oy jo
SO[@203UTUAWORAIA snrAworod jo aseyd ooy Asped [e1qare) ASBASIP SAYMAJ-2A[RD-339]

eise[dsAp [eyuowdoraaeg TeorSoorskyq

aseasI(]

'S0 SOSINY UI DPDJUIUND [DAOULI[ UOISLIAIJUD 2P [DIDU2A2JP 0011SOUSDIP 12 DA $011J02.41(]
'SQUOQ AIp UT UOISIOAQ)UE [EIOWRJ PASLAIOUT JO SISOUSEIP [eNUAIQJJIP J0J SQUI[ApIN.) "7 d[qeL,



300 Ksenija Djukic, Petar Milenkovic, Petar Milovanovic, Milos Dakic and Marija Djuric

(developmental) anteversion. The skeleton from
this cemetery did not meet the main criteria for this
diagnosis (bilateral and symmetric anteversion, and
complete correction of the deformity by skeletal
maturity, Table 2), since the observed FNA angle
was unilaterally increased and the person was of
adult age without correction of the condition.

As it is previously stated, the unilateral presen-
tation can speak in favour of asymmetric form of
developmental dysplasia of the hip — DDH (Fabry
etal. 1973; Fitzgerald et al. 2002; Subasiet al. 2008;
Sugano, Noble, Kamaric et al. 1998), unilateral
type of Legg-Calve-Perthes disease — coxa plana
(Aufderheideet al. 1998; Thompson and Salter
1987) and neuromuscular disorders — hemiplegic
cerebral palsy, myelomeningocele, chronic stage
of poliomyelitis, and central motoneuron lesions
other than cerebral palsy such as brain or spinal
cord tumors or infections (Beals 1969; Bobroff
et al. 1999; Cibulka 2004; Fabry et al. 1973; Glyn
et al. 1966; Heftiet al. 2007; Lau et al. 1986; Lewis
et al. 1964; Morrissy and Weinstein 2006; Murray
and Robb 2006; Noonan 2006; Parsons and Seddon
1968; Renshaw and Deluca 2006; Rogers 1934;
Samilsonet al. 1972; Sauser et al. 1986; Shefelbine
and Carter 2004; Skinner 2003; Staheli 1977;
Tachdjian and Minear 1956; William and Warner
2003a; William and Warner 2003b).

Prominently high value of anteversion angle,
as well as a lack of specific morphological chang-
es of the proximal femur (changes of the femoral
head: deformation, flattening, elongation, irregular
articular surface lower than trochanter, lack of the
fovea capitis, mushroom shape; and the neck: short-
ening, widening and decreased neck-shaft angle)
did not support Perthes disease as an aetiological
possibility in our case.

In unilateral cases of DDH not only is FNA
angle increased on the affected side, but unaffected
side also displays similar or even higher antever-
sion (Fabry et al. 1973). Unilaterally high FNA
angle in our case, as well as lack of morphological
characteristics of DDH (such as small head, short
neck, shallow acetabulum) on either side, made
DDH a rather unlikely diagnosis. In addition, lack
of signs of secondary hip osteoarthritis at adult age
was not compatible with either Perthes disease or
DDH, given the natural progression of those two
conditions which alter biomechanical homeostasis
and frequently lead to premature degenerative joint
disease (Sugano, Noble, Kamaric et al. 1998).

Unaltered articular surfaces on the femoral head
ruled out juvenile rheumatoid arthritis as another
possible cause of increased FNA (Harhess 2003).

Therefore, neuromuscular disorder should be
further considered as more appropriate explanation
for high FNA angle of the female skeleton from
Leskovac.

However, we have to note that various neuromus-
cular disorders may be encompassed in differential
diagnosis. One such possibility would be mild
monoplegia observed after meningitis. According
to William and Warner (2003a) there is a very rare
type of paresis which is usually observed after
meningitis, and it is seen in the form of monoplegia.
The authors described such monoplegia as a form of
mild hemiplegia where other ipsilateral extremity
is mildly involved. The results of the skeletal anal-
yses in our case revealed just discrete side-specific
differences in bone size of humeri and increased
FNA of the left femur without any other signs of
limb discrepancy which would be concordant to
such grade of plegia. As the analyses did not reveal
any visible sign of infection on the cranial skeleton,
such specific diagnosis cannot be accepted.

Generally, a question arises about what would
happened if an older individual (adolescent, young
adult or adult) suffered any other type of central
motoneuron damage. We considered this scenario
as well, particularly as the lack of degenerative
joint disease in our case might indicate a shorter
time between the onset of paralysis and the death.
However, although motoneuron lesions in adults
also cause contractures due to muscle imbalance,
it was not possible that it would lead to a change
in the femoral neck anteversion angle from 8-15
degrees to nearly 60 degrees.

During the period of growth any alteration in
child’s ambulation, absence of weight-bearing bone
stimulation or presence of neuromuscular imbalance
caused by a particular pattern of abnormal or spastic
muscle group’s balance may contribute to further
delay or even prevent correction of FNA (Renshaw
and Deluca 2006; Sauser et al. 1986; Shefelbine and
Carter 2004). Furthermore, it has been suggested that
in some cases the same factors could lead to even
increasing FNA from the neonatal value (Renshaw
and Deluca 2006; William and Warner 2003a).

Therefore, childhood neuromuscular lesion
remained the most likely explanation in our case.
The lesions of lower motoneurons (flaccid type of
paralysis), such as poliomyelitis which is usually
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asymmetric and with the known bone deformities
in its chronic phase, also were candidates for the
diagnosis in this skeleton. Given that paralysis due
to poliomyelitis usually occurs before the age of
five (William and Warner 2003b; World Health
Organization), the growth of the proximal femur
is frequently abnormal, leading to coxa valga,
persistent femoral anteversion and other deformi-
ties (Morrissy and Weinstein 2006; William and
Warner 2003b). Osseous growth potential in early
childhood makes children more vulnerable to the
secondary deformities; thus, the worst deformities
develop in young children as well as in those with
severe muscle imbalance (Morrissy and Weinstein
2006). Hence, the effect of poliomyelitis on the
skeleton is thought to depend on the period of
life during which the infection was contracted. If
it happens during childhood when the skeleton is
still developing, the bones in the paralyzed limbs
will be shorter and more gracile than those in the
unaffected limb, and anteversion will be increased.
On the other hand, if the disease is contracted after
skeletal maturity, the bones of the paralyzed limb
or limbs will be of the same length as those on the
normal side; however, they will be more gracile due
to disuse atrophy and will highly unlikely express
such a high anteversion angle. In the paleopatho-
logical literature the childhood poliomyelitic bone
changes on the skeletal remains are ascertained
exclusively on the basis of observing limb length
discrepancy (Waldron 2009), which was not found
in our case. Like in other neuromuscular disorders,
coxa valga, i.e., increased femoral neck-shaft
angle can be found in an affected femur, which
was opposite to the findings from our study. The
lack of degenerative joint disease in the individual
from Leskovac in spite of her advanced age could
speak in favour of poliomyelitis, as poliomyelitis
is thought to be associated with very low incidence
of osteoarthritis (Glyn et al. 1966). However, the
lack of other characteristic features on the skeleton
(Table 2) in our case rebutted against poliomyelitis
as a diagnostic possibility.

Differential diagnosis should also include
myelomeningocele —a complex of congenital mal-
formations of the central nervous system commonly
described as spina bifida (Noonan 2006; William
and Warner 2003b). Sometimes, this disorder can
lead to increased FNA angle (Noonan 2006). This
neuromuscular disorder is depicted as hernia protru-
sion of the spinal cord and its meninges through a

defect in the vertebral canal with consequent variable
neurological defects depending on the location and
severity of the lesion (William and Warner 2003b).
According to Noonan (2006) myelomeningocele
usually occurs in the low thoracic and lumbosacral
regions (affecting function of the lower extremity)
while the cervical region is rarely affected. Given
the poor preservation of the vertebrae and the
absence of other signs (bilaterality and shallow
accetabulum) in our specimen, this diagnosis could
not be established.

Overall, in our case, the most likely diagnostic
possibility was cerebral palsy — a syndrome resulting
from a non-progressive lesion of the developing
brain. Although commonly misunderstood, the
lesion is actually non-progressive since the cause
is acute, but clinical manifestations change as the
brain matures. Cerebral palsy can be caused by
numerous prenatal, perinatal or postnatal factors.
Thus, aetiology is quite diverse: from vascular
reasons and birth head trauma, to infections and
other causes. Furthermore, even nowadays the ac-
curate aetiology could be identified in only 50% of
cases in clinical settings (Berker and Yalgin 2005).
Although cerebral palsy is usually diagnosed as any
nonprogressive central nervous system injury which
occurred below the age of two (Berker and Yalgin
2005; Renshaw and Deluca 2006), aetiological
agents could also afflict the central motoneurons
chronologically after the defined age producing
the same clinical manifestations during childhood.
As this differentiation does not have any impact
on further prognosis, most authors refer to both
lesions as cerebral palsy (Renshaw and Deluca
2006). Deformity and displacement of the hip are,
after the equinovarus foot deformity, the second
most common orthopaedic problem in children
with cerebral palsy presenting an increase in the
severity and incidence of hip pathology with the
severity of the palsy (Murray and Robb 2006).
In cerebral palsy, FNA angle could be normal at
birth (Shefelbine and Carter 2004 ), but would not
decrease with growth (Beals 1969; Bobroff et al.
1999; Fabry et al. 1973) and remains high at adult
age (55 degrees on average: Lewis et al. 1964).
Namely, changes to bone morphology in spastic palsy
occur according to Wolff’s law and bone functional
adaptation principle since the muscle forces acting
on bones govern bone remodelling and development
(Cibulka 2004). In clinical settings, the diagnosis is
straight forward since it takes into consideration the
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history of prenatal, perinatal and early postnatal life
which is usually easily obtained from the parents
of these patients (e.g., birth trauma). Other clini-
cal features of cerebral palsy in its various forms
further make this condition easily distinguishable
from primary bone and joint diseases. However,
considering the lack of data from an archaeological
context, diagnosing cerebral palsy in this case is
quite challenging.

Given that there are two cardinal and two usual
signs on dry bones (Table 2), the morphological
features observed on this adult female skeleton
were compatible with diagnosis of cerebral palsy.
Tachdjian and Minear (1956) already reported
that the degree of coxa valga (increased neck-shaft
angle) in cerebral palsy is proportional to the loss of
muscle power. Normal neck-shaft angle in this case
suggested that the woman did not lose the muscle
power excessively and that she continued to be active.
In cases with neurological deficits, due to disuse of
the paralyzed limbs, it can be expected that the bones
of the affected extremity are more gracile and even
shorter (if the paralysis appeared at an early age),
which was not the case in this woman confirming
that the individual was active. In addition, Renshaw
and Deluca (2006) concluded that FNA values in the
patients with cerebral palsy are higher in ambulatory
than in non-walkers and observed that it does not
change significantly after the age of six.

Comprehensive analysis of diagnostic possibilities
led us to the most likely explanation of the increased
femoral torsion in our case. Moreover, our study could
also serve as diagnostic guidelines for determining
the causes of increased femoral neck anteversion
in further research in archaeological populations.

Conclusion

Analysis of the femoral neck anteversion angle
in a medieval population from Leskovac revealed a
case of unilaterally increased femoral neck antever-
sion indicative of asymmetric form of cerebral palsy.
The differential diagnosis of increased femoral neck
anteversion was under-studied in previous archae-
ological and anthropological literature. Systematic
recording of the femoral neck anteversion could
reveal the traces of various orthopaedic and neu-
romuscular disorders in past human populations.
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