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A N T H R O P O L O G Y

The child who lived: Down syndrome 
among Neanderthals?
Mercedes Conde- Valverde1,2*, Amara Quirós- Sánchez1, Julia Diez- Valero1,  
Nieves Mata- Castro1,3,4,5, Alfredo García- Fernández1,3,4,5, Rolf Quam1,2,6,7,  
José Miguel Carretero6,8,9, Rebeca García- González8, Laura Rodríguez8,10,  
Ángeles Sánchez- Andrés1, Juan Luis Arsuaga6,11, Ignacio Martínez1, Valentín Villaverde12

Caregiving for disabled individuals among Neanderthals has been known for a long time, and there is a debate 
about the implications of this behavior. Some authors believe that caregiving took place between individuals able 
to reciprocate the favor, while others argue that caregiving was produced by a feeling of compassion related to 
other highly adaptive prosocial behaviors. The study of children with severe pathologies is particularly interest-
ing, as children have a very limited possibility to reciprocate the assistance. We present the case of a Neanderthal 
child who suffered from a congenital pathology of the inner ear, probably debilitating, and associated with Down 
syndrome. This child would have required care for at least 6 years, likely necessitating other group members to 
assist the mother in childcare.

INTRODUCTION
The existence of caregiving for sick or injured individuals among 
Neanderthals has been known for a long time, although interest in 
understanding the implications of this behavior has increased in re-
cent years (1–4). For some authors, the caregiving among Neander-
thals would be related to a broader and more complex social context, 
of great adaptive value (3–8). Here, we present the case of a Nean-
derthal individual who survived to at least 6 years of age suffering 
from a severe inner ear pathology, most likely associated with the 
presence of Down syndrome. The symptoms produced by this pa-
thology would have included, at a minimum, severe hearing loss and 
markedly reduced sense of balance and equilibrium. Thus, the care 
necessary for their survival over a period of several years likely ex-
ceeded the capabilities of the mother and would have required the 
help of other members of the social group. This is a known case in 
Neanderthals of social care for a child with a severe pathology.

An interesting debate in the field of bioarchaeology is about the ex-
istence of care in prehistory based on the study of lesions in fossil speci-
mens. On one hand, some authors (9–11) argue that it is not possible to 
rigorously infer the existence of care from mere paleopathological 
evidence and that the inferences made are based on unwarranted 
assumptions. In recent years, however, the idea that paleopathological 

evidence is an objective source of information on the existence of care 
in prehistory has been gaining ground, and a method for making 
systematic inferences about the nature of care from paleopathological 
evidence has already been proposed (3, 6).

Another particularly interesting aspect in the field of bioarchae-
ology of care applied to fossil hominins is to determine why people 
devoted part of their time and effort to care for a temporarily or per-
manently disabled member of their group. On the one hand, there 
are authors who believe that caregiving took place in a context of 
reciprocal selfishness between individuals able to reciprocate the favor, 
while other authors argue that assistance to sick or injured individuals 
among Neanderthals went beyond reciprocal selfishness and was pro-
duced by a genuine feeling of compassion (1–4, 6, 7). In turn, this 
compassionate feeling would be part of a broader collaborative be-
havior of great adaptive value that would include other prosocial 
behaviors (1, 3–8). In this context, the study of infants with patholo-
gies that would have required the assistance of other members of the 
group to survive is particularly interesting, as children have a very 
limited possibility to reciprocate the assistance received. On the other 
hand, when the intensity or duration of the care necessary for the 
child’s survival exceeds the mother’s possibilities, she requires ad-
ditional extramaternal help from other individuals in the social 
group. Thus, the study of individual children offers the possibility of 
testing whether the caregiving is directly related to such a complex 
social strategy as collaborative parenting (4, 12). Unfortunately, to 
date, no case of a pathological immature Neanderthal individual 
has been known for which these hypotheses could be tested. In this 
context, fossil CN- 46700 from the Cova Negra site is of particular 
interest because it is a Neanderthal child with signs of having suf-
fered a severe congenital pathology, and its study may help us to 
better understand the extent of social care among Neanderthals.

Cova Negra site
Cova Negra is a cave site in the locality of Xàtiva (Valencia, Spain) 
and has been excavated at different periods between 1929 and 2017 
(13). A set of human fossil remains are known from this site from 
levels dated by electron spin resonance (ESR)/U- series between 273 
and 146 thousand years ago (ka) (14) and have been assigned to the 
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species Homo neanderthalensis (15). Recently, when sorting through 
the faunal remains from the 1989 campaign, three new fragments of 
human fossils were found, deriving from an undated disturbed level 
at the site (fig. S1) that contained archaeological materials belonging 
mostly from the Middle Paleolithic (77.2%), although it also includes 
materials from the Upper Paleolithic (22.7%). Among these new re-
mains is a fragment of the right petromastoid region of an immature 
temporal bone (CN- 46700) (Fig. 1). Given its provenience from a dis-
turbed level possibly containing either H. neanderthalensis or Homo 
sapiens fossils, the first step of our study focused on a taxonomic iden-
tification.

RESULTS
Taxonomic diagnosis
Micro–computed tomography (μCT) scans of the original fossil were 
used to reconstruct a three- dimensional (3D) model for measurement 
and analysis (Fig. 2).

For our analysis, we have used six taxonomically relevant inner 
ear characteristics to differentiate Neanderthals from H. sapiens. 
Four of them correspond to the semicircular canals (16): the relative 
placement of the posterior semicircular canal (SLI) and the radii of 
the anterior semicircular canal (ASC- R), posterior semicircular canal 
(PSC- R), and lateral semicircular canal (LSC- R). The other two 
variables used correspond to the cochlea (17): the total number of 
cochlear turns (NT), and the proportional length of the third cochlear 
turn (%L3).

Because CN- 46700 has an abnormally reduced cochlear volume 
(see below), it would be reasonable to think that this reduction could 
affect the NT and %L3 variables and distort the results of the taxo-
nomic analysis. To establish whether variations in cochlear volume 
affect NT and %L3 variables, we calculated the correlation coeffi-
cients between these variables in a sample of modern humans (data 

S1). Our results demonstrate that cochlear volume is neither correlated 
with the variable NT (r = 0.1341, P = 0.480) nor with the variable %L3 
(r = 0.0852, P = 0.654), indicating that variations in cochlear volume 
do not affect NT and %L3 values.

The value in CN- 46700 for SLI is similar to the mean of our Nean-
derthal sample but is about 2 z- scores away from the sample means of 
three modern human and one H. sapiens fossil used for comparison 
(Table 1). On the other hand, the NT and %L3 values of the Cova 
Negra sample fall within the range of variation of the Neanderthals 
but are outside the range and more than 2 z- scores away from the 
mean of our modern H. sapiens sample (Table 1 and fig. S2).

To complete our taxonomic analysis of CN- 46700, we performed 
a discriminant function analysis with the four semicircular canal 
variables (SLI, ASC- R, PSC- R, and LSC- R) on a sample of 29 Nean-
derthals, 24 fossil H. sapiens, and 26 extant H. sapiens (data S2). The 
results of our analysis allow us to distinguish between H. sapiens and 
H. neanderthalensis in almost all cases (Fig. 3 and tables S3 to S5). 
The Cova Negra specimen is assigned to Neanderthals with a prob-
ability of 94%. In our opinion, these results sufficiently justify the 
assignment of CN- 46700 to H. neanderthalensis.

Age at death
In CN- 46700, the subarcuate fossa is obliterated, and the presence of 
a petromastoid canal is observed (Fig. 4). This situation occurs in 
modern human populations between 2 to 5 years of age (18, 19). The 
dimensions of the petromastoid canal also vary with age, and the 
value in CN- 46700 (0.29 mm wide) corresponds to an age of death 
of older than 6 years according to recent human standards (20). The 
recent study of the skeleton of a Neanderthal individual aged 6 to 
7 years at death indicates an overall growth rate in Neanderthals 
similar to that of modern human children (21). Although the study 
of the El Sidrón skeleton does not include the petrous bone, it seems 
reasonable to extrapolate that the growth rate of the petrous bone 

Fig. 1. Original fossil and 3D model of CN-46700. (A to D) original fossil. (E to H) 3d model. [(A) and (e)] anterior view. [(B) and (F)] lateral view. [(C) and (G)] Posterior 
view. [(d) and (h)] Medial view. Scale bar, 5 mm.
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Fig. 2. 3D model of the inner ear of CN- 46700. (A) Anterior view. (B) lateral view. (C) Posterior view. (D) Medial view. Scale bar, 5 mm.

Table 1. Taxonomically diagnostic variables of the inner ear in CN- 46700, Neanderthals, and H. sapiens. Sli, sagittal labyrinthine index; nt, number of 
turns of the cochlea; %l3, proportional length of the third turn of the cochlea. For individual values, see tables S1 and S2.

CN- 46700 H. neanderthalensis H. sapiens H. sapiens fossils

Sli 63.10 Mean ± Sd (z- scores) 63.4 ± 5.4 (−0.05) 51 ± 7* (1.73) 49.6 ± 7.1 (1.89)

50.6 ± 5.4† (2,31)

47.8 ± 6.4‡ (2.39)

Min – max (n) 53.0–76.0 (28) 34–39 (54)* 33.0–62.5 (25)

38.9–61.1 (26)†;

36.8–62.4 (110)‡

nt 2.22 Mean ± Sd (z- scores) 2.37 ± 0.14§ (−1.07) 2.58 ± 0.14 (−2.65)

Min – max (n) 2.18–2.59 (7)§ 2.33–2.87 (30)

%l3 8.58 Mean ± Sd (z- scores) 9.4 ± 3.5§ (−0.23) 14.40 ± 2.35 (−2.47)

Min – max (n) 5.2–15.1 (7)§ 9.7–18.2 (30)

*data from (16).  †data from (94).  ‡data from (95)  §data from (17).

Fig. 3. Canonic discriminate function graph. Brown, H. neanderthalensis; green, recent H. sapiens, and purple, fossil H. sapiens; dots, individuals in the analysis. Star 
centroid group (1: H. neanderthalensis; 2: Fossil H. sapiens; 3: Recent H. sapiens). Red dot represents Cn- 46700 specimen.



Conde-Valverde et al., Sci. Adv. 10, eadn9310 (2024)     26 June 2024

S C i e n C e  A d V A n C e S  |  R e S e A R C h  A R t i C l e

4 of 10

could also be similar to that of modern humans on the basis of the 
results from other bones. In that case, an age at death greater than 
6 years to the individual represented by CN- 46700 seems plausible.

Pathological evidence
An anomalous dilatation of the lateral semicircular canal (LSC), which 
is more marked in the nonampullary limb, is observed in the μCT im-
ages of CN- 46700 (Fig. 2). This dilatation affects the entire arch of the 
canal, as demonstrated by the reduced dimensions of the bony island 
and the increased cross- sectional area along the entire length of the 
LSC, whose values are outside the range of variation of the Neander-
thal sample (Table 2, fig. S3, and data S3) and can be considered as a 
case of LSC dysplasia (22). The anterior semicircular canal (ASC) of 
CN- 46700 also shows a reduced bony island compared to the other 
Neanderthal specimens, although in this case, there is no increase in 
the cross section of the canal lumen (Table 2). This indicates that the 
ASC of CN- 46700 has a hypoplastic bony island (23). Last, the poste-
rior semicircular canal (PSC) is of similar dimensions to those of the 
rest of the Neanderthal sample (Table 2) and can therefore be consid-
ered normal.

In modern humans, the presence of LSC dysplasia is often accom-
panied by other inner ear malformations, the most common being 
the presence of an enlarged vestibular aqueduct (EVA) (24–26). The 
dimensions of the vestibular aqueduct (VA) in CN- 46700 are much 
larger than those of the specimens from our Neanderthal sample 
(Table 2 and fig. S4), which clearly indicates the existence of EVA in 
CN- 46700. In addition, a small communication, or fistula (Fig. 5), is 
visible between the PSC and the VA of CN- 46700 (fig. S5). Although 
the most common labyrinth fistulas are those connecting the laby-
rinth to the middle ear, fistulas connecting the semicircular canals to 
the VA have also been described (27). The most common cause of 

fistulae in the semicircular canals is acute otitis media complicated 
by labyrinthitis (28, 29).

LSC dysplasia also often occurs in association with other altera-
tions in the cochlea and in the vestibule. In the case of the cochlea, 
there is a reduction in the overall size of the cochlea (22, 23), and 
Mondini malformation (absence of the modiolus) may also occur 
(30). The cochlea of CN- 46700 does not show Mondini malforma-
tion, but the cochlear volume is small, outside the range of the Nean-
derthal sample, and at −1.79 z- scores from its mean (Table 2). In 
turn, vestibule alterations associated with LSC dysplasia generally 
consist of an increase in its dimensions (22, 30), although in some 
syndromes (see below) the opposite may occur, and the vestibule 
becomes smaller (31). The dimensions of the vestibule of CN- 46700 
are below the range of the Neanderthal sample, clearly indicating 
that its vestibule is reduced (Table 2). Last, LSC dysplasia may also 
be associated with cochlear canal stenosis and/or alterations in the 
facial nerve pathway (32, 33). The dimensions of the cochlear duct 
of CN- 46700 are similar to those of the other Neanderthal speci-
mens in the sample (Table 2), which rules out stenosis of the bony 
canal of the cochlear nerve, and the pathway of the facial nerve as it 
passes the cochlea is also normal (fig. S5).

Symptomatology associated with pathologies
LSC dysplasia is the most common congenital inner ear disorder 
(34). Although it can be asymptomatic (35), it most commonly is 
associated with sensorineural or mixed (sensorineural and conduc-
tive) hearing loss (36, 37) in addition to vestibular symptoms such as 
loss of balance and severe vertigo (34, 36–38). A dilated VA is also 
congenital and can occur in isolation or in association with other 
disorders of the inner ear or adjacent structures (26, 38–41). This 
malformation is always associated with severe sensorineural hearing 

Fig. 4. Petromastoid canal of CN- 46700 in an axial view. CC, common crus; PSC, posterior semicircular canal; ASC, anterior semicircular canal. Scale bar, 1 mm.
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Table 2. Pathologically diagnostic variables of the inner ear in CN- 46700 and Neanderthals. lSC, lateral semicircular canal; ASC, anterior semicircular canal; 
PSC, posterior semicircular canal; VA, vestibular aqueduct; V, vestibule; C, cochlea; CnC, cochlear nerve canal. See data S2 for individual value of the neanderthal 
sample.

CN- 46700 Z- scores H. neanderthalensis (n = 6)

mean ± SD (min – max)

lSC- Bony island area (mm2) 6.94 −4.84 12.55 ± 1.16 (11.06–14.08)

lSC- Maximum diameter of the bony 
island (mm)

3.54 −2.58 4.34 ± 0.31 (4.02–4.80)

lSC- Canal lumen area at the ampullar 
end (mm2)

3.22 0.52 2.96 ± 0.50 (2.03–3.33)

lSC- Canal lumen area at the 
nonampullar end (mm2)

4.48 4.45 2.12 ± 0.53 (1.37–2.85)

lSC- Canal lumen area at the apex 
(mm2)

1.21 1.67 0.81 ± 0.24 (0.42–1.17)

ASC- Bony island area (mm2) 15.30 −2.96 20.80 ± 1.86 (18.06–23.08)

ASC- Maximum diameter of the bony 
island (mm)

5.05 −3.87 5.63 ± 0.15 (5.36–5.82)

ASC- Canal lumen area at the ampullar 
end (mm2)

2.98 0.31 2.79 ± 0.62 (1.64–3.48)

ASC- Canal lumen area at the 
nonampullar end (mm2)

1.62 −0.95 1.83 ± 0.22 (1.61–2.18)

PSC- Bony island area (mm2) 12.60 −0.73 15.04 ± 3.33 (10.35–19.02)

PSC- Maximum diameter of the bony 
island (mm)

4.54 −0.31 4.64 ± 0.32 (4.03–4.94)

VA- Width at midpoint between 
common crus and operculum (mm)

3.38 29.3 0.45 ± 0.10 (0.30–0.61)

VA- Width at operculum (mm) 6.65 2.05 3.49 ± 1.54 (2.07–5.85)

VA- Volume (mm3) 19.58 4.21 4.28 ± 3.63 (1.12–10.05)

V- Maximum width (mm) 3.03 −2.00 3.41 ± 0.19 (3.17–3.67)

V- Maximum height (mm) 6.01 −2.08 6.53 ± 0.25 (6.20–6.77)

V- Area (mm2) 14.58 −2.14 17.87 ± 1.54 (16.30–20.00)

C- Volume (mm3) 64.47 −1.79 79.44 ± 8.38 (65.14–102.00)*
CnC- Width (mm) 2.34 −0.14 2.37 ± 0.22 (2.07–2.68) (n = 5)

*n = 15. See data S2 for individual value of the neanderthal sample.

Fig. 5. Fistula between the posterior semicircular canal and the vestibular aqueduct in CN- 46700. (A) Sagittal view. (B) Axial view. the white arrows in (A) and (B) 
indicate the position of the fistula. Scale bar, 1 mm.
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loss (24, 38, 40, 42) and with the presence of vestibular symptoms 
(42–44). Last, abnormal communication between the PSC and the 
VA also causes vestibular symptoms such as third window syndrome 
and/or Tullio’s phenomenon (45, 46), with vertigo produced by loud 
sounds or pressure changes. In summary, the set of pathologies 
present in CN- 46700 produced a lifelong symptomatology that 
would include severe hearing loss, and frequent crises of acute dis-
abling vertigo and imbalance.

DISCUSSION
The occurrence in the same individual of such a wide range of malfor-
mations as those presented by CN- 46700 indicates the presence of a 
syndrome that is compatible with all of them. Syndromes that include 
LSC dysplasia and/or EVA include CHARGE syndrome (47), Pendred 
syndrome (48, 49), branchio- otorenal syndrome (32), Waanderburg 
syndrome (50), Allagile syndrome (51), and Down syndrome (31).

Aplasia of the semicircular canals is generally considered a major 
criterion for diagnosis of CHARGE syndrome (52, 53), so the presence 
of all three semicircular canals in CN- 46700 allows CHARGE syn-
drome to be confidently discarded. Waanderburg syndrome is also 
characterized by aplasia of one of the semicircular canals (50, 54), as 
well as by the presence of an enlarged vestibule (54), criteria that are 
not met in the case of CN- 46700, which allows us to rule out this 
syndrome as well. Alagille syndrome includes partial or total agenesis 
of the PSC (55, 56), and, because CN- 46700 has a normal PSC, we 
can also discard this syndrome. The presence of a normal modiolus 
in CN- 46700 also allows us to discard Pendred syndrome (37, 48). 
Last, the presence of branchio- otorenal syndrome can also be ruled 
out because both the dimensions of the cochlear nerve canal and the 
facial nerve pathway are normal (32, 33).

The only syndrome that is compatible with the entire set of 
malformations present in CN- 46700 is Down syndrome, where 
LSC dysplasia is common (31, 57), both in isolation and accompa-
nied by EVA (26). Other malformations present in CN- 46700 are 
also common in Down syndrome, such as a hypoplastic ASC (58) 
and a small cochlea (31, 57, 58). Moreover, although hypoplasia of 
the vestibule has also been described in CHARGE syndrome (52), 
the association between LSC dysplasia and the presence of a re-
duced vestibule has only been reported in individuals with Down 
syndrome (31, 57–59).

Consequently, all available evidence suggests that the CN- 46700 in-
dividual probably had Down syndrome, which is the most common 
human genetic disorder (60), and it is also present in great apes (61, 
62). Down syndrome is associated with a wide variety of impair-
ments (60) in addition to those produced by the inner ear malforma-
tions. These alterations affect growth and physical and cognitive 
development (63–65), which has a strong impact on all stages of child 
development up to adulthood, leading to delays in ambulation (66) 
and speech acquisition (67), relative to the population in their age 
range. Instrumental learning and the development of communication 
and social skills are also affected (63, 65). One of the impairments 
that is present in more than 80% of infants with Down syndrome 
is generalized hypotonia (68, 69) which has an important impact on 
breastfeeding due to poor sucking strength (70–72) that prevents an 
adequate oral seal during breastfeeding. In addition, children with 
Down syndrome have delayed psychomotor development (73) due to 
a combination of factors including, in addition to generalized hypo-
tonia, ligament hyperlaxity, poor postural control, and poor balance 

(74). This results in a substantial delay in gross motor development 
that manifests in delayed ambulation and lack of motor coordination 
and balance, which increases the risk of falls and hinders exploratory 
learning (75, 76).

Because children with Down syndrome have delayed tooth erup-
tion and general skeletal growth (77), they may also have delayed 
age of subarcuate fossa closure. In that case, the individual repre-
sented by CN- 46700 would have a minimum age at death of more 
than 6 years.

A case is known of a chimpanzee with Down syndrome that sur-
vived to 23 months of age thanks to the care received by the mother, 
who was assisted by the eldest daughter (62). When the daughter 
stopped helping the mother to care for her own offspring, the mother 
was unable to provide the necessary care and the offspring died. On 
the other hand, the oldest cases of Down syndrome in our species have 
been documented by Rohrlach et al. (78), who identified five cases of 
Down syndrome in individuals from prehistoric populations (from 
400 BCE to 3629 BCE). None of these individuals survived beyond 
16 months of extrauterine life. These data show the short life expec-
tancy of children with Down syndrome in nature and in prehistoric 
times. It is therefore notable that the individual represented by fossil 
CN- 46700 lived to at least 6 years of age, which far exceeds the usual 
life expectancy of children with Down syndrome in prehistoric 
population.

It is reasonable to think that the long survival of individual 
CN- 46700 could only have occurred because it received continuous 
care and attention during that time. The life expectancy of children 
with Down syndrome can be increased if they receive the necessary 
care and attention. Thus, in 1929, the life expectancy of children 
with Down syndrome, which was only 9 years (61), increased to 
12 years in the 1940s (79) and now exceeds 60 years in developed 
countries (79). This marked increase in the life expectancy of people 
with Down syndrome is undoubtedly due, in large part, to advances 
in medicine but also to social changes that have led advanced societies 
to increase social protection for children with Down syndrome and 
their families.

Given the chronic nature of their impairments, the individual 
represented by CN- 46700 would have required continuous and im-
portant care, beyond the normal altricial care, throughout their life. 
Because of the demanding lifestyle of Neanderthals, including high 
levels of mobility (4, 6, 7), it is difficult to think that the mother of 
the individual would have been able to provide such care alone and 
also carry out normal daily activities over a prolonged period of 
time. It is likely, therefore, that the mother required the continuous 
help of other members of the social group, either for assistance in 
performing other daily tasks (or to relieve her from performing 
them) or to directly assist in providing the necessary care for the 
child, or both.

Other cases are known in the fossil record of individuals with 
inner ear pathologies resulting in hearing loss and impaired balance. 
The most relevant cases are Singa (80) and Dar- Es-  Soltane II H5 
(81). However, unlike CN- 46700, both fossils correspond to adult 
individuals who suffered from labyrinthitis ossificans, a pathology 
that is not congenital.

The case of the CN- 46700 individual it is particularly interesting 
because social care was destined to an immature individual who had 
no possibility to reciprocate the assistance received. There are also 
two known cases of immature individuals with pathologies that may 
have caused neurological disorders. One is the case of Qafzeh 11, 
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a specimen of H. sapiens, dated to around 90 to 100 ka, which suffered a 
severe cranial trauma that may have caused neurological disorders 
(82). The other case is that of a pre- Neanderthal preadolescent (Cra-
nium 14) from the Sima de los Huesos site, who suffered from con-
genital craniosynostosis that deformed the skull and face (83). 
However, the neurological extent of this pathological condition has 
not yet been established with certainty in Cranium 14 (1, 7). There-
fore, in the case of Cranium 14 from Sima de los Huesos, it is not 
possible to reliably determine the extent of care these individuals 
needed to survive.

Last, the evidence provided by CN- 46700 is fully compatible with 
the idea previously advocated by other authors that caregiving and 
collaborative parenting occurred together in Neanderthals and that 
both prosocial behaviors were part of a broader social adaptation of 
high selective value that must have been very similar to that of our 
species (1–4, 6, 7). Moreover, the presence of this complex social ad-
aptation in both Neanderthals and our own species suggests a very 
ancient origin within the genus Homo (5, 8).

MATERIALS AND METHODS
Taxonomic analysis
For the discriminant function analysis (Supplementary Text), we 
used data on SLI, ASC- R, LSC- R, and PSC- R variables from the 
literature for 29 Neanderthals, 23 fossil H. sapiens, and 26 modern 
humans (data S2). We also used the original data for the cochlear 
variables NT and %L3 from 10 Spanish medieval individuals and 
20 British medieval specimens (data S1). The discriminant func-
tion analysis has been performed with IBM SPSS v.29.

Pathological analysis
To establish whether the values of CN- 46700 in the diagnostic vari-
ables fall within the variability of Neanderthals or can be considered 
pathological, we have compared it with a sample of Neanderthals from 
sites in France (La Chapelle- aux- Saint, La Quina, and La Ferrassie) and 
Israel (Amud and Kebara):

La Chapelle- aux- Saint 1 is a skull of an adult individual, and the 
right temporal bone was used in this study. The dates for the site 
layer from which the fossil originated was conducted, using two 
different methods: ESR (47 ± 3 ka) and thermoluminescence (56 ± 
4 ka) (84).

La Quina H5 is a calvarium of an adult individual that preserves 
the left temporal bone. The occupation of the site of La Quina is at-
tested to have occurred from 63 to 55 ka until 40 ka (85).

La Ferrassie 1 was assigned to an adult male individual, while La 
Ferrassie 2 was assigned to an adult female individual. The layer 
where both crania were found has been dated to 39.7 ± 2.3 ka (86). 
Amud 1 is a skull of an adult individual, including the complete left 
temporal bone, which has been dated to 53 ± 8 thousand years (87).

Kebara 1 has been attributed to a 7-  to 9- month- old infant. The 
site of Kebara Cave has been dated to 60 ± 6 ka (88).

CT scanning
Micro- CT scanning of the CN- 46700 was carried out at the Museo 
Nacional de Ciencias Naturales in Madrid, Spain using a CT- SCAN-  
XT H- 160 (NIKON) micro- CT scanner. A total of 1535 slices were 
obtained as a 1145 × 1075 matrix and saved in Digital Imaging and 
Communication In Medicine format. Scanning parameters were the 
following: isometric voxel size of 0.034 mm, field of view = 39.01 mm, 

voltage = 160 kV, and current = 226 μA. Virtual reconstruction of 
the bony labyrinth was made using the Mimics software program.

Measurement protocol
All the measurements used in this study were taken on the 3D mod-
el of CN- 47600. Some of the measurement protocols have been taken 
from previous studies, while on other occasions, it has been neces-
sary to develop specific protocols for the present study. A detailed 
description and diagrams of the protocols followed to quantify the 
pathologically diagnostic variables are given in data S4.

The Sagittal Labyrinthine Index was measured using the protocol 
described by Spoor et al. (16). The number of turns of the cochlea 
and the proportional length of the third turn were measured using 
the protocol described by Conde- Valverde et al. (17). To estimate 
the age at death of individual CN- 46700, we applied the method 
used by Skrzat et al. (89) to measure the maximum diameter in the 
petromastoid canal section.

For the measurements of the area of the bony island of the three 
canals and the maximum diameter of the bony island of the ASC 
and of the PSC, we developed protocols for this study. The area of 
the bony island was measured in the midline plane of each semicir-
cular canal, and the maximum diameter was taken from the nonam-
pullary part in the same plane in which the area was measured in 
each canal. For the maximum diameter of the LSC bony island, the 
procedure of Purcell et al. (22) was followed.

The cross- sectional area of the lumen of the lateral and ASCs in 
the ampullary zone and in the nonampullary zone was also measured 
using a protocol designed for this study that consists of placing a 
transverse plane to the corresponding canal and measuring the area 
of the cut section. The cross- sectional area of the lumen at the apex 
of the LSC was measured in a plane perpendicular to the transversal 
plane of that canal.

For linear measurements of the VA, the Cincinnati protocol was 
followed (90). On the other hand, following the recommendations 
of Weiss et al. (91), the volume of the VA was measured, establishing 
its limits at the intersection of this structure with the vestibule and 
in the plane perpendicular to the opercular rim.

The measurements of the vestibule (area, height, and width) were 
taken according to the plane used by Purcell et al. (22). The volume 
of the cochlea was measured using the protocol described by Kirk 
and Gosselin- Ildari (92). Regarding cochlear nerve canal width, the 
protocol described by Yang et al. (93) was used.

Supplementary Materials
This PDF file includes:
Supplementary text
Figs. S1 to S5
tables S1 to S3
legends for data S1 to S5
References

Other Supplementary Material for this manuscript includes the following:
data S1 to S5

REFERENCES AND NOTES
 1. J. hublin, the prehistory of compassion. Proc. Natl. Acad. Sci. U.S.A. 106, 6429–6430 

(2009).
 2. n. thorpe, “the Palaeolithic Compassion debate–Alternative projections of modern- day 

disability into the distant past” in Care in the Past: Archaeological and Interdisciplinary 
Perspectives, l. Powell, W. Southwell- Wright, R. Gowland, eds. (Oxbow Books, 2016),  
pp. 91–109.



Conde-Valverde et al., Sci. Adv. 10, eadn9310 (2024)     26 June 2024

S C i e n C e  A d V A n C e S  |  R e S e A R C h  A R t i C l e

8 of 10

 3. l. tilley, “disability and care in the bioarchaeological record. Meeting the challenges of 
being human” in The Routledge Handbook of Paleopathology (Routledge, 2023),  
pp. 457–481.

 4. P. Spikins, “Material evidence: Caring for adult vulnerabilities” in Hidden Depths: The 
Origins of Human Connection (White Rose Univ. Press, 2022), pp. 71–127.

 5. C. P. van Schaik, J. M. Burkart, “Mind the gap: Cooperative breeding and the evolution of 
our unique features” in Mind the Gap: Tracing the Origins of Human Universals (Springer 
Berlin heidelberg, 2010), pp. 477–496.

 6. l. tilley, “Setting the scene for a bioarchaeology of care” in Theory and Practice in the 
Bioarchaeology of Care (Springer, 2015), pp. 13–64.

 7. P. Spikins, A. needham, l. tilley, G. hitchens, Calculated or caring? neanderthal 
healthcare in social context. World Archaeol. 50, 384–403 (2018).

 8. R. J. Planer, Cooperative breeding and the evolutionary origins of shared intentionality. 
Philos. Theory Practice Biol. 15, 2 (2023).

 9. K. A. dettwyler, Can paleopathology provide evidence for “compassion”? Am. J. Phys. 
Anthropol. 84, 375–384 (1991).

 10. d. deGusta, Comparative skeletal pathology and the case for conspecific care in Middle 
Pleistocene hominids. J. Archaeol. Sci. 29, 1435–1438 (2002).

 11. d. deGusta, Aubesier 11 is not evidence of neanderthal conspecific care. J. Hum. Evol. 45, 
91–94 (2003).

 12. J. M. Burkart, C. van Schaik, M. Griesser, looking for unity in diversity: human cooperative 
childcare in comparative perspective. Proc. R. Soc. B 284, 20171184 (2017).

 13. A. eixea, i. Oltra, M. M. Bergadà, V. Villaverde, the reinterpretation of the Cova negra 
archaeological and stratigraphical sequence and its implications in the 
understanding of the Middle Palaeolithic iberian Peninsula. Quat. Int. 566- 567, 
98–112 (2020).

 14. M. Richard, C. Falguères, e. Pons- Branchu, l. Foliot, P.M., eSR/U- series chronology of early 
neanderthal occupations at Cova negra (Valencia, Spain). Quat. Geochronol. 49, 283–290 
(2019).

 15. J. l. Arsuaga, V. Villaverde, R. Quam, i. Martínez, J. M. Carretero, C. lorenzo, A. Gracia, new 
neandertal remains from Cova negra (Valencia, Spain). J. Hum. Evol. 52, 31–58 (2007).

 16. F. Spoor, J. hublin, M. Braun, F. Zonneveld, the bony labyrinth of neanderthals. J. Hum. 
Evol. 44, 141–165 (2003).

 17. M. Conde- Valverde, i. Martínez, R. M. Quam, A. Bonmatí, C. lorenzo, A. d. Velez,  
C. Martínez- Calvo, J. l. Arsuaga, the cochlea of the Sima de los huesos hominins (Sierra 
de Atapuerca, Spain): new insights into cochlear evolution in the genus homo. J. Hum. 
Evol. 136, 102641 (2019).

 18. h. Coqueugniot, J. J. hublin, F. Veillon, F. houët, t. Jacob, early brain growth in homo 
erectus and implications for cognitive ability. Nature 431, 299–302 (2004).

 19. M. Maślanka, t. Skadorwa, B. Ciszek, Postnatal development of the subarcuate fossa and 
subarcuate canaliculus—A computed tomographic study. Surg. Radiol. Anat. 40, 
1111–1117 (2018).

 20. C. Kenis, M. ditchfield, e. Paul, P. M. Parizel, S. Stuckey, the petromastoid canal in the 
young child: Appearance on computed tomography. Int. J. Pediatr. Otorhinolaryngol. 77, 
803–807 (2013).

 21. A. Rosas, l. Ríos, A. estalrrich, h. liversidge, A. García- tabernero, R. huguet, h. Cardoso,  
M. Bastir, C. lalueza- Fox, M. de la Rasilla, C. dean, the growth pattern of neandertals, 
reconstructed from a juvenile skeleton from el Sidrón (Spain). Science 357, 1282–1287 
(2017).

 22. d. Purcell, J. Johnson, n. Fischbein, A. K. lalwani, establishment of normative cochlear 
and vestibular measurements to aid in the diagnosis of inner ear malformations. 
Otolaryngol. Head Neck Surg. 128, 78–87 (2003).

 23. M. Y. lan, J. Y. Shiao, C. Y. ho, h. C. hung, Measurements of normal inner ear on computed 
tomography in children with congenital sensorineural hearing loss. Eur. Arch. 
Oto- Rhino- Laryn. 266, 1361–1364 (2009).

 24. P. J. Govaerts, J. Casselman, K. daemers, G. de Ceulaer, t. Somers, F. e. Offeciers, 
Audiological findings in large vestibular aqueduct syndrome. Int. J. Pediatr. 
Otorhinolaryngol. 51, 157–164 (1999).

 25. i. M. ishida, M. Sugiura, t. nakashima, S. naganawa, e. Sato, J. Sugiura, t. Yoshino, lateral 
semicircular canal and vertigo in patients with large vestibular aqueduct syndrome. Otol. 
Neurotol. 27, 788–792 (2006).

 26. C. M. Clark, h. h. Patel, S. G. Kanekar, h. isildak, enlarged vestibular aqueducts and 
other inner- ear abnormalities in patients with down syndrome. J. Laryngol. Otol. 131, 
298–302 (2017).

 27. M. Suzuki, Y. Ota, t. tanaka, Y. Ota, lateral semicircular canal–enlarged vestibular 
aqueduct fistula associated with paroxysmal positional nystagmus. Otol. Neurotol. 37, 
e192–e193 (2016).

 28. J. l. Sheehy, d. e. Brackmann, Cholesteatoma surgery: Management of the labyrinthine 
fistula—A report of 97 cases. Laryngoscope 89, 78–87 (1979).

 29. l. P. S. Rosito, i. Canali, A. teixeira, M. n. Silva, F. Selaimen, S. S. Costa, Cholesteatoma 
labyrinthine fistula: Prevalence and impact. Braz. J. Otorhinolaryngol. 85, 222–227 
(2019).

 30. l. Sennaroglu, i. Saatci, A new classification for cochleovestibular malformations. 
Laryngoscope 112, 2230–2241 (2002).

 31. S. Blaser, e. J. Propst, d. Martin, A. Feigenbaum, A. l. James, P. Shannon, B. C. Papsin, inner 
ear dysplasia is common in children with down syndrome (trisomy 21). Laryngoscope 
116, 2113–2119 (2006).

 32. e. J. Propst, S. Blaser, K. A. Gordon, R. V. harrison, B. C. Papsin, temporal bone findings on 
computed tomography imaging in branchio- oto- renal syndrome. Laryngoscope 115, 
1855–1862 (2005).

 33. B. M. O’Brien, S. P. Meyers, B. t. Crane, Brachio- oto- renal syndrome: Ct imaging and 
intra- operative diagnostic findings. Otol. Neurotol. 36, e110–e111 (2015).

 34. S. h. Kwak, M. K. Kim, S. h. Kim, J. Jung, Audiological and vestibular functions in patients 
with lateral semicircular canal dysplasia and aplasia. Clin. Exp. Otorhinolaryngol. 13, 
255–260 (2020).

 35. i. dallan, S. Berrettini, e. neri, A. P. Casani, Bilateral, isolated, lateral semicircular canal 
malformation without hearing loss. J. Laryngol. Otol. 122, 858–860 (2008).

 36. J. Johnson, A. K. lalwani, Sensorineural and conductive hearing loss associated with 
lateral semicircular canal malformation. Laryngoscope 110, 1673–1679 (2000).

 37. d. Brotto, M. Ariano, M. Sozzi, R. Cenedese, e. Muraro, F. Sorrentino, P. trevisi, Vestibular 
anomalies and dysfunctions in children with inner ear malformations: A narrative review. 
Front. Pediatr. 11, 1027045 (2023).

 38. S. Berrettini, F. Forli, F. Bogazzi, e. neri, l. Salvatori, A. P. Casani, S. S. Franceschini, large 
vestibular aqueduct syndrome: Audiological, radiological, clinical, and genetic features. 
Am. J. Otolaryngol. 26, 363–371 (2005).

 39. G. e. Valvassori, J. d. Clemis, the large vestibular aqueduct syndrome. Laryngoscope 88, 
723–728 (1978).

 40. R. K. Jackler, A. de la Cruz, the large vestibular aqueduct syndrome. Laryngoscope 99, 
1238–1243 (1989).

 41. V. Maiolo, G. Savastio, G. C. Modugno, l. Barozzi, Relationship between multidetector Ct 
imaging of the vestibular aqueduct and inner ear pathologies. Neuroradiology J. 26, 
683–692 (2013).

 42. e. hassanein, M. A. Ghaffar, M. taha, h. taha, Clinical significance of vestibular aqueduct’s 
width in pediatric patients with sensorineural hearing loss. Mediterr. J. Otol. 4, 109–117 (2008).

 43. J. F. Grimmer, G. hedlund, Vestibular symptoms in children with enlarged vestibular 
aqueduct anomaly. Int. J. Pediatr. Otorhinolaryngol. 71, 275–282 (2007).

 44. J. Song, S. hong, S. lee, S. Park, S. Kang, Y. An, J. Jang, J. Kim, J. Koo, Vestibular 
manifestations in subjects with enlarged vestibular aqueduct. Otol. Neurotol. 39, 
e461–e467 (2018).

 45. F. C. Sarioglu, Y. Pekcevik, h. Guleryuz, A. C. Cetin, e. A. Guneri, the relationship between 
the third window abnormalities and inner ear malformations in children with hearing 
loss. J. Int. Adv. Otol. 17, 387–392 (2021).

 46. P. A. Wackym, Y. Agrawal, t. ikezono, C. d. Balaban, editorial: third window syndrome. 
Front. Neurol. 12, 704095 (2021).

 47. K. d. Blake, C. Prasad, ChARGe syndrome. Orphanet J. Rare Dis. 1, 34 (2006).
 48. P. d. Phelps, R. A. Coffey, R. C. trembath, l. M. luxon, A. B. Grossman, K. e. Britton,  

P. Kendall- taylor, J. M. Graham, B. C. Cadge, S. G. d. Stephens, M. e. Pembrey, W. Reardon, 
Radiological malformations of the ear in Pendred syndrome. Clin. Radiol. 53, 268–273 
(1998).

 49. R. J. Smith, Y. iwasa, A. M. Schaefer, “Pendred syndrome/nonsyndromic enlarged 
vestibular aqueduct” in GeneReviews®, M. P. Adam, h. h. Ardinger, R. A. Pagon,  
S. e. Wallace, l. J. h. Bean, K. Stephens, A. Amemiya, eds. (University of Washington, 
2020), pp. 1993–2019.

 50. G. Kontorinis, F. Goetz, h. lanfermann, S. luytenski, A. M. Giesemann, inner ear anatomy 
in Waardenburg syndrome: Radiological assessment and comparison with normative 
data. Int. J. Pediatr. Otorhinolaryngol. 78, 1320–1326 (2014).

 51. t. Okuno, h. takahashi, Y. Shibahara, Y. hashida, i. Sando, temporal bone histopathologic 
findings in Alagille’s syndrome. Arch. Otolaryngol. Head Neck Surg. 116, 217–220 (1990).

 52. A. K. Morimoto, R. h. Wiggins iii, P. A. hudgins, G. l. hedlund, B. hamilton, S. K. Mukherji, 
S. A. telian, h. R. harnsberger, Absent semicircular canals in ChARGe syndrome: 
Radiologic spectrum of findings. Am. J. Neuroradiol. 27, 1663–1671 (2006).

 53. A. C. Vesseur, B. M. Verbist, h. e. Westerlaan, F. J. J. Kloostra, R. J. C. Admiraal,  
C. M. A. van Ravenswaaij- Arts, R. h. Free, e. A. M. Mylanus, Ct findings of the temporal 
bone in ChARGe syndrome: Aspects of importance in cochlear implant surgery. Eur. Arch. 
Otorhinolaryngol. 273, 4225–4240 (2016).

 54. M. elmaleh- Bergès, C. Baumann, n. noël- Pétroff, A. Sekkal, V. Couloigner, K. devriendt,  
M. Wilson, S. Marlin, G. Sebag, V. Pingault, Spectrum of temporal bone abnormalities in 
patients with Waardenburg syndrome and SOX10 mutations. Am. J. Neuroradiol. 34, 
1257–1263 (2013).

 55. K. S. traylor, S. dodson, S. F. Kralik, C. ho, R. Radhakrishnan, inner ear anomalies in 
congenital hearing loss: imaging, genetics, and associated syndromes. Neurographics 9, 
358–372 (2019).

 56. P. Feraco, S. Piccinini, C. Gagliardo, imaging of inner ear malformations: A primer for 
radiologists. Radiol. Med. 126, 1282–1295 (2021).



Conde-Valverde et al., Sci. Adv. 10, eadn9310 (2024)     26 June 2024

S C i e n C e  A d V A n C e S  |  R e S e A R C h  A R t i C l e

9 of 10

 57. M. igarashi, M. takahashi, B. R. Alford, P. e. Johnson, inner ear morphology in down’s 
syndrome. Acta Otolaryngol. 83, 175–181 (1977).

 58. C. J. Chin, M. M. Khami, M. husein, A general review of the otolaryngologic 
manifestations of down syndrome. Int. J. Pediatr. Otorhinolaryngol. 78, 899–904 (2014).

 59. t. inagaki, n. Morita, S. Cureoglu, P. A. Schachern, S. nomiya, R. nomiya, M. M. Paparella, 
Peripheral vestibular system in down syndrome: Quantitative assessment of vestibular 
histopathology. Otolaryngol. Head Neck Surg. 144, 280–283 (2011).

 60. M. J. Bull, down Syndrome. N. Engl. J. Med. 382, 2344–2352 (2020).
 61. J. M. Starbuck, On the antiquity of trisomy 21: Moving towards a quantitative 

diagnosis of down syndrome in historic material culture. J. Contemp. Anthropol. 2, 
19–44 (2011).

 62. t. Matsumoto, n. itoh, S. inoue, M. nakamura, An observation of a severely disabled infant 
chimpanzee in the wild and her interactions with her mother. Primates 57, 3–7 (2016).

 63. R. S. Chapman, l. J. hesketh, Behavioral phenotype of individuals with down syndrome. 
Ment. Retard. Dev. Disabil. Res. Rev. 6, 84–95 (2000).

 64. W. Silverman, down syndrome: Cognitive phenotype. Ment. Retard. Dev. Disabil. Res. Rev. 
13, 228–236 (2007).

 65. J. Grieco, M. Pulsifer, K. Seligsohn, B. Skotko, A. Schwartz, down syndrome: Cognitive and 
behavioral functioning across the lifespan. Am. J. Med. Genet. C Semin. Med. Genet. 169C, 
135–149 (2015).

 66. A. C. Cardoso, A. C. de Campos, M. M. dos Santos, d. C. C. Santos, n. A. C. F. Rocha, Motor 
performance of children with down syndrome and typical development at 2 to 4 and 26 
months. Pediatr. Phys. Ther. 27, 135–141 (2015).

 67. G. laws, A. hall, early hearing loss and language abilities in children with down 
syndrome. Int. J. Lang. Comm. Dis. 49, 333–342 (2014).

 68. S. n. Van Cleve, W. i. Cohen, Part i: clinical practice guidelines for children with down 
syndrome from birth to 12 years. J. Pediatr. Health Care 20, 47–54 (2006).

 69. R. Ranweiler, Assessment and care of the newborn with down syndrome. Adv. Neonatal 
Care 9, 17–24 (2009).

 70. K. Mizuno, A. Ueda, development of sucking behavior in infants with down’s syndrome. 
Acta Paediatr. 90, 1384–1388 (2001).

 71. M. J. Aguilar- Cordero, R. Rodríguez- Blanque, A. Sánchez- lópez, X. A. león- Ríos,  
M. expósito- Ruiz, n. Mur- Villar, Assessment of the technique of breastfeeding in babies 
with down syndrome. Aquichan. 19, 1–12 (2019).

 72. V. S. Coentro, d. t. Geddes, S. l. Perrella, Altered sucking dynamics in a breastfed infant 
with down syndrome: A case report. Int. Breastfeed. J. 15, 71 (2020).

 73. i. R. Agulló, B. M. González, Factores que influyen en el desarrollo motor de los niños con 
síndrome de down. Rev. Med. Int. Sindr. Down. 10, 18–24 (2006).

 74. R. J. Palisano, S. d. Walter, d. J. Russell, P. l. Rosenbaum, M. Gémus, B. e. Galuppi,  
l. Cunningham, Gross motor function of children with down syndrome: Creation of 
motor growth curves. Arch. Phys. Med. Rehabil. 82, 494–500 (2001).

 75. M. Alesi, G. Battaglia, Motor development and down syndrome. Int. Rev. Res. Dev. Disabil. 
56, 169–211 (2019).

 76. P. d. Jain, A. nayak, S. d. Karnad, K. n. doctor, Gross motor dysfunction and balance 
impairments in children and adolescents with down syndrome: A systematic review. 
Clin. Exp. Pediatr. 65, 142–149 (2022).

 77. M. S. Van der linden, S. Vucic, d. Van Marrewijk, e. M. Ongkosuwito, dental development 
in down syndrome and healthy children: A comparative study using the demirjian 
method. J. Orthod. Craniofac. Res. 20, 65–70 (2017).

 78. A. B. Rohrlach, M. Rivollat, P. de- Miguel- ibáñez, U. Moilanen, A. M. liira, J. C. teixeira,  
X. Roca- Rada, J. Armendáriz- Martija, K. Boyadzhiev, Y. Boyadzhiev, B. llamas, A. tiliakou, 
A. Mötsch, J. tuke, e. A. Prevedorou, n. Polychronakou- Sgouritsa, J. Buikstra, P. Onkamo,  
P. W. Stockhammer, h. O. heyne, J. R. lemke, R. Risch, S. Schiffels, J. Krause, W. haak,  
K. Prüfer, Cases of trisomy 21 and trisomy 18 among historic and prehistoric individuals 
discovered from ancient dnA. Nat. Commun. 15, 1294 (2024).

 79. A. h. Bittles, e. Glasson, Clinical, social, and ethical implications of changing life 
expectancy in down syndrome. Dev. Med. Child Neurol. 46, 282–286 (2004).

 80. F. Spoor, C. Stringer, F. Zonneveld, Rare temporal bone pathology of the Singa calvaria 
from Sudan. Am. J. Phys. Anthropol. 107, 41–50 (1998).

 81. d. Coutinho- nogueira, h. Coqueugniot, O. dutour, A. Ben- ncer, J. hublin, inner ear 
modifications in dar- es- Soltane ii h5 (Morocco): A case of labyrinthitis ossificans. Int. J. 
Paleopathol. 38, 41–44 (2022).

 82. h. Coqueugniot, O. dutour, B. Arensburg, h. duday, B. Vandermeersch, A. tillier, earliest 
cranio- encephalic trauma from the levantine middle palaeolithic: 3d reappraisal of the 
Qafzeh 11 skull, consequences of pediatric brain damage on individual life condition and 
social care. PLOS ONE 9, e102822 (2014).

 83. A. Gracia, J. l. Arsuaga, i. Martínez, C. lorenzo, J. M. Carretero, J. M. Bermúdez de 
Castro, e. Carbonell, Craniosynostosis in the middle pleistocene human cranium 14 
from the Sima de los huesos, Atapuerca, Spain. Proc. Natl. Acad. Sci. USA. 106, 
6573–6578 (2009).

 84. R. Grün, C. B. Stringer, electron spin resonance dating and the evolution of modern 
humans. Archaeometry. 33, 153–199 (1991).

 85. M. Frouin, C. lahaye, h. Valladas, t. higham, A. debénath, A. delagnes, n. Mercier, dating 
the middle paleolithic deposits of la Quina Amont (Charente, France) using 
luminescence methods. J. Hum. Evol. 109, 30–45 (2017).

 86. G. Guérin, M. Frouin, S. talamo, V. Aldeias, l. Bruxelles, l. Chiotti, h. l. dibble, P. Goldberg,  
J. hublin, M. Jain, C. lahaye, S. Madelaine, B. Maureille, S. J. P. McPherron, n. Mercier,  
A. S. Murray, d. Sandgathe, t. e. Steele, K. J. thomsen, A. turq, A multi- method 
luminescence dating of the Palaeolithic sequence of la Ferrassie based on new 
excavations adjacent to the la Ferrassie 1 and 2 skeletons. J. Archaeol. Sci. 58, 147–166 
(2015).

 87. W. J. Rink, h. P. Schwarcz, h. K. lee, J. Rees- Jones, R. Rabinovich, e. hovers, electron spin 
resonance (eSR) and thermal ionization mass spectrometric (tiMS)230th/234U dating 
of teeth in Middle Paleolithic layers at Amud Cave, israel. Geoarchaeology 16, 701–717 
(2001).

 88. h. P. Schwarcz, W. M. Buhay, R. Grün, h. Valladas, e. tchernov, O. Bar- Yosef,  
B. Vandermeersch, eSR dating of the neanderthal site, Kebara Cave, israel. J. Archaeol. Sci. 
16, 653–659 (1989).

 89. J. Skrzat, B. leszczyński, M. Kozerska, A. Wróbel, topography and morphometry of the 
subarcuate canal. Folia Morphol. 72, 357–361 (2013).

 90. M. Boston, M. halsted, J. Meinzen- derr, J. Bean, S. Vijayasekaran, e. Arjmand, d. Choo,  
C. Benton, J. Greinwald, the large vestibular aqueduct: A new definition based on 
audiologic and computed tomography correlation. Otolaryngol. Head Neck Surg. 136, 
972–977 (2007).

 91. n. M. Weiss, t. M. Breitsprecher, A. Pscheidl, d. Bächinger, S. Volkenstein, S. dazert,  
R. Mlynski, S. langner, P. Roland, A. dhanasingh, Volumetry improves the assessment of 
the vestibular aqueduct size in inner ear malformation. Eur. Arch. Otorhinolaryngol. 280, 
2155–2163 (2023).

 92. e. C. Kirk, A. d. Gosselin- ildari, Cochlear labyrinth volume and hearing abilities in 
primates. Anat. Rec. 292, 765–776 (2009).

 93. F. Yan, J. li, J. Xian, Z. Wang, l. Mo, the cochlear nerve canal and internal auditory canal in 
children with normal cochlea but cochlear nerve deficiency. Acta Radiol. 54, 292–298 (2013).

 94. R. Quam, C. lorenzo, i. Martínez, A. Gracia- téllez, J. l. Arsuaga, the bony labyrinth of the 
middle Pleistocene Sima de los huesos hominins (Sierra de Atapuerca, Spain). J. Hum. 
Evol. 90, 1–15 (2016).

 95. A. Uhl, h. Reyes- Centeno, d. Grigorescu, e. F. Kranioti, K. harvati, inner ear morphology of the 
cioclovina early modern european Calvaria from Romania. Am. J. Phys. Anthropol. 160, 62–70 
(2016).

 96. J. J. hublin, F. Spoor, M. Braun, F. Zonneveld, S. Condemi, A late neanderthal associated 
with Upper Palaeolithic artefacts. Nature 381, 224–226 (1996).

 97. A. Gómez- Olivencia, i. Crevecoeur, A. Balzeau, la Ferrassie 8 neandertal child reloaded: 
new remains and re- assessment of the original collection. J. Hum. Evol. 82, 107–126 (2015).

 98. M. Glantz, B. Viola, P. Wrinn, t. Chikisheva, A. derevianko, A. Krivoshapkin, U. islamov,  
R. Suleimanov, t. Ritzman, new hominin remains from Uzbekistan. J. Hum. Evol. 55, 
223–237 (2015).

 99. C. A. hill, J. Radovčić, d. W. Frayer, Brief communication: investigation of the 
semicircular canal variation in the Krapina neandertals. Am. J. Phys. Anthropol. 154, 
302–306 (2014).

 100. d. Coutinho- nogueira, h. Coqueugniot, F. Santos, A. M. tillier, the bony labyrinth of 
Qafzeh 25 Homo sapiens from israel. Archaeol. Anthropol. Sci. 13, 151 (2021).

 101. X. J. Wu, i. Crevecoeur, W. liu, S. Xing, e. trinkaus, temporal labyrinths of eastern eurasian 
Pleistocene humans. Proc. Natl. Acad. Sci. U.S.A. 111, 10509–10513 (2014).

 102. M. Ponce de león, C. Zollikofer, “the labyrinthine morphology” in The Prehistory and 
Paleontology of the Peştera Muierii, Romania, A. doboş¸ A. Soficaru, e. trinkaus, eds. (etud 
Rech Archeol Univ liège, 2010), pp. 96–97.

 103. i. Crevecoeur, A. thibeault, l. Bouchneb, M. Matu, B. Maureille, i. Ribot, “the hofmeyr 
bony labyrinth: Morphological description and affinity” in Hofmeyr: A Late Pleistocene 
Human Skull from South Africa, F. e. Grine, ed. (Springer nature, 2022), pp. 165–178.

 104. M. Beals, “the cochlear labyrinth of Krapina neandertals,” thesis, University of Kansas, 
Kansas (2012).

Acknowledgments: We wish to express our gratitude to our colleagues who have been 
working for many years at the Cova negra site. We would also like to thank e. Santos, who 
helped us with the Ct scanning of Cn- 46700 and to B. Keeling for critical comments. We also 
acknowledge the Skeletal Biology Research Centre, University of Kent and the https://
human- fossil- record.org/. We would like to express our gratitude to the direction and staff of 
the Museo de Prehistoria de Valencia for the facilities to study fossil Cn- 46700. this paper is the 
result of research performed by the evolutionary Bioacoustics and Paleoanthropology Group 
at the Universidad de Alcalá (Spain). Funding: this study was funded by the Government of 
Spain, Project Pid2021- 122355nB- C31 supported by Cin/Aei/10.13039/501100011033/FedeR 
Ue (M.C.- V., J.M.C., R.G.- G., l.R., A.S.- A., J.l.A., and i.M.); hM hospitales–Universidad de Alcalá, 
Cátedra de Otoacústica evolutiva y Paleoantropología (M.C.- V., A.Q.- S., J.d.- V., n.M.- C., A.G.- F., 
and i.M.); Universidad de Alcalá, Vicerrectorado de investigación y transferencia; Ayuda 

https://human-fossil-record.org/
https://human-fossil-record.org/


Conde-Valverde et al., Sci. Adv. 10, eadn9310 (2024)     26 June 2024

S C i e n C e  A d V A n C e S  |  R e S e A R C h  A R t i C l e

10 of 10

Adicional- excelencia al Profesorado del Programa Propio ePU- inV- UAh/2022/006 (i.M.); and 
Binghamton University (R.Q.). Author contributions: Conceptualization: M.C.- V., A.Q.- S., J.d.- V., 
and i.M. investigation: M.C.- V., A.Q.- S., J.d.- V., l.R., i.M., and V.V. Methodology: M.C.- V., A.Q.- S., 
J.d.- V., n.M.- C., and A.G.- F. Visualization: M.C.- V., A.Q.- S., J.d.- V., and i.M. Funding acquisition: 
M.C.- V., J.M.C., J.l.A., and i.M. Supervision: M.C.- V. and i.M. Writing—original draft: M.C.- V., 
A.Q.- S., J.d.- V., and i.M. Writing—review and editing: M.C.- V., A.Q.- S., J.d.- V., n.M.- C., A.G.- F., R.Q., 
J.M.C., R.G.- G., l.R., A.S.- A., J.l.A., i.M., and V.V. Competing interests: the authors declare that 
they have no competing interests. Data and materials availability: All data needed to 

evaluate the conclusions in the paper are present in the paper and/or the Supplementary 
Materials. the fossil Cn- 46700, as well as the micro Ct scan, is deposited in the Museo de 
Prehistoria de Valencia.

Submitted 8 January 2024 
Accepted 21 May 2024 
Published 26 June 2024 
10.1126/sciadv.adn9310


	The child who lived: Down syndrome among Neanderthals?
	INTRODUCTION
	Cova Negra site

	RESULTS
	Taxonomic diagnosis
	Age at death
	Pathological evidence
	Symptomatology associated with pathologies

	DISCUSSION
	MATERIALS AND METHODS
	Taxonomic analysis
	Pathological analysis
	CT scanning
	Measurement protocol

	Supplementary Materials
	This PDF file includes:
	Other Supplementary Material for this manuscript includes the following:

	REFERENCES AND NOTES
	Acknowledgments


