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Explaining robust humans
Peter Line

This paper attempts to explain the ‘robusticity’ of the fossil remains of ‘robust’ humans. A connection with long lifespans 
is suggested. Changes in development, linked to longevity, most likely involving thyroid hormone secretion patterns, are 
proposed as the primary mechanism causing robusticity. That is, a different amount of thyroid hormone available for 
skeletal growth at particular stages of development in robust humans compared to extant humans. The nature of the 
‘hobbit’ (Homo floresiensis) is revisited, in order to establish clues as to the small size of some Homo erectus crania.

One of the interesting questions in human origins, from 
a creation position, is as follows. Why were robust 

humans, such as Neandertals, Homo heidelbergensis and 
Homo erectus, who were fully human (i.e. descendants of 
Adam and Eve), generally more ‘robust’ in morphology, 
with a heavily built or large body, or body part, compared 
with the more ‘gracile’ build of extant humans, with 
their more delicate and slender build with weak muscle 
attachments or bony buttresses? When talking about 
the robust morphology of fossil specimens, such as the 
Neandertals and H. erectus, it is often the skull that is 
referred to, but the postcranial bones also exhibit robusticity.

Differences between skulls of robust humans
The first question to tackle is why there are differences 

between robust skulls, such as those of Neandertals 
and H. erectus. As indicated by the late evolutionary 
anthropologist Harry Shapiro, who was Chairman Emeritus 
of the Department of Anthropology at the American 
Museum of Natural History, some of the differences may 
have just been size related:

“But when one examines a classic Neanderthal 
skull, of which there are now a large number, one 
cannot escape the conviction that its fundamental 
anatomical formation is an enlarged and developed 
version of the Homo erectus skull. As in Homo erec-
tus, it has the bun-shaped protrusion in the occiput, 
the heavy brow ridge, the relatively flattened crown 
that from the rear presents a profile like a gambrel 
roof. Its greatest breadth is low, just above the ears, 
and the absence of a jutting chin is typical.”1

More recently paleoanthropologist Daniel Lieberman, 
an expert on the supposed ‘evolution’ of the human head, 
comments that:

“H. heidelbergensis and H. neanderthalensis 
crania are generally H. erectus-like but with a slight 
increase in face size and relative brain size. In 
contrast, H. sapiens represents a shift in craniofacial 

architecture, with a retracted, smaller face, and a more 
spherical vault.”2

Hence, while there are alleged differences between 
the main groups of robust humans, it appears the bigger 
difference is between extant humans and robust humans. 
Consider the ‘artificial’ species H. heidelbergensis (figure 
1). When viewing casts of these fossil skulls it is not obvious 
what exactly differentiates them from H. erectus, apart 
from the larger size of some of them. Are we really dealing 
with different species, or just different-sized specimens of 
the same species; with perhaps some of them subjected to 
different environmental influences?

Seemingly bucking the trend of H. erectus being small 
brained is the Jinniushan skull from China, dated by evolu-
tionists to about 200,000 years ago. It has a cranial capacity 
of 1,390 cc (cubic centimetres) and is tentatively assigned to 
late H. erectus by some.3 It seems the specimen could easily 
be assigned to H. heidelbergensis, particularly as it is said 
to have a ‘primitive–advanced mix’ of features,3 and indeed 
it has been grouped with H. heidelbergensis by others.4 
However, to some evolutionary experts an inclusion of the 
Jinniushan skull (and certain other Chinese fossil skulls) 
in H. heidelbergensis clashes with other ideas about human 
origins, and so such an assignment is rejected; not because 
of morphology per se, but by factors related to alleged age, 
location and ideas about brain expansion.5 Interestingly, 
postcranial remains from the Jinniushan specimen have 
been suggested as resembling those of Neandertals.6 The 
seemingly erectus–heidelbergensis interchangeability of 
the Jinniushan skull, as convenience dictates, does nothing 
to dispel the notion that H. erectus, H. heidelbergensis, 
and the Neandertals belong to the same species. Sure, 
there may be regional variations in form, as there is with 
people groups today, and it also may be that skulls that are 
particularly small may scale down disproportionally in 
some features. However, such differences may be caused 
by factors that have nothing to do with human evolution 
as normally understood.7
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Consider also that, in the same way that the Babel 
dispersion may have led to different groups of people 
taking different subsets of genes for certain traits (for 
example, blood types), the dispersion may also have led 
to different groups taking different subsets of genes for 
variation in bony characters. Hence, as the people groups 
migrated away from Babel, variants of robust humans, 
such as H. erectus, H. heidelbergensis and Neandertals, 
arose through a combination of genetic variation in bony 
characters and local environmental factors, in a similar way 
that other ‘racial’ characteristics of people groups became 
established. As time went by some traits became dominant 
in some people groups (possibly through natural selection, 
but more likely through genetic drift due to inbreeding), 
but were absent, or close to absent, in others. The presence 
or absence of a chin may be one such bony character state 
that is under genetic control. Most robust humans tend to 
have an undeveloped or absent chin, indicating this trait was 
much more frequent in earlier human populations. There are 
still extant people without a well-defined chin,8 indicating 
that this is a part of normal human variability. However, the 
trait has certainly decreased in today’s population. 

Longevity of early humans
It is reasonable to assume that most of these robust 

humans lived during the first few centuries immediately 
after the Flood, given their general geological association 
with post-Flood deposits.9 So that raises the question of 
why early post-Flood humans appear to have been more 
robust? In the model proposed here it is suggested that 
the morphology of these early post-Flood robust humans 
reflects that of their immediate pre-Flood ancestors—and 
that the answer to the question about robusticity lies with 
the longevity of earlier humans.

A factor that cannot be ignored in a creationist model of 
human origins is the biblical long lifespans of individuals in 
the pre-Flood world, and also the early post-Flood earth, as 
derived from Old Testament records. In the pre-Flood world 
lifespans of around 900 years appear to have been common, 
and even individuals born early post-Flood (within a few 
hundred years of the Flood having occurred) are recorded 
as having lived for hundreds of years—much greater than 
the 70 or so years that individuals live today, although a 
relatively few individuals may live over 100 years.10

Longevity and robusticity
So how can long lifespans be related to robusticity? If 

initially, after the ‘fall of man’, humans were designed to 
live for hundreds of years, then this would most likely have 
a bearing on development processes and timings. Simply 
put, longevity would probably be associated with changes 
in development,11 not just the aging process. From a design 
point of view, to last longer it may be that we originally 
had to be built stronger—and as such, this would have to 
be incorporated into development early on.

Having thickened cranial vault bones, a heavily built 
face, thick-boned jaws, and thick postcranial bones may 
have been necessary for the body to cope with these long 
lifespans. Consider also the current rate of bone mass loss 
in extant humans with normal aging, beginning between 
ages 30 and 40, where “women lose about 8 percent of 
their skeletal mass every decade”, compared to 3 percent 
per decade deterioration for men.12 Such a rate seems 
untenable for lifespans of hundreds of years. In this regard 
alone something must have been different in earlier humans 
with long lifespans. 

Neandertals and Jack Cuozzo
Creationist Jack Cuozzo, author of the book on 

Neandertals, Buried Alive,13 has long suggested that the 
Neandertals were post-Flood people with extended longev-
ity. Cuozzo’s position is that the distinctive morphological 
characteristics of Neandertals were the result of living to a 
very old age (hundreds of years).14 For example, he is said to 
have attributed the Neandertal browridges to having been 
“formed merely from old age and normal chewing”.15 He 
believes that Neandertal children displayed a slow rate of 
maturation compared to present children, and hence took 
longer to reach adulthood.16 

In the model presented here it is suggested that changes 
in growth rates and timing of developmental processes 
between robust children and extant children are responsible 
for differences in robusticity between the adults of each 
group; and that these are linked to the genetics of longev-
ity. Whether Neandertal children displayed a slow rate of 

Figure 1. Adult cranium (cast) of Homo heidelbergensis specimen Kabwe 
1 (1325 cc) from central Zambia.
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maturation17—that is, took a longer period of development 
to attain maturity18 or complete their growth—may or may 
not be so. But a longer maturation period would not neces-
sarily follow from changes in developmental processes, nor 
is it necessarily a concomitant to longevity.

As distinct from Cuozzo, I believe that the key features 
of the Neandertal morphology arose (influenced to varying 
degrees by environmental factors) during the developmen-
tal process, and not during the aging process. If it was due 
to the aging process, every Neandertal fossil discovered 
must, by default, have lived hundreds of years, which is 
unlikely; especially when some of the bony characteristics 
that distinguish these robust humans from moderns are 
already present in Neandertal specimens that are obviously 
still a long way from attaining adulthood, however long 
that may have taken. 

However, if the characteristic Neandertal features were 
chiefly the result of development processes (genetically 
linked to greater longevity factors), then some of the Ne-
andertal fossils could be of individuals with the potential to 
live hundreds of years, and as such built robustly, but who 
died at a relatively young age. Such a proposal would also 
account for the presence of these features in Neandertal 
children.

It should also be pointed out that in Cuozzo’s view, 
specimens attributed to H. erectus are regarded as apes.19,20 
This is at odds with my position that they were fully human. 
Note that robust humans did not necessarily live longer, as 
in the case of Neandertals; many of them appear to have 
died early, often from injury, but not usually from causes 
associated with old age. According to paleoanthropologist 
and Neandertal expert Chris Stringer, “the Neanderthals 
suffered many bodily injuries”, and dying at the age of 
about forty was “a very respectable age for a Neanderthal”.21 
Stringer also comments that:

“… Caspari’s study of the seventy-five or so 
Neanderthals from the site of Krapina in Croatia 
showed no individuals were likely to have been older 
than thirty-five at death, so there were not many 
grandparents around … .”22

How accurate the above age estimates are is hard 
to say. However, regardless of how long individual adult 
Neandertals lived, they would still have been built robustly 
during development if they were genetically programmed 
to live longer. And this is the important part, as it is in 
development that most of the distinctive features of Nean-
dertal cranial morphology become present,23–25 not during 
the aging process. According to evolutionist Paul Jordan:

“The Neanderthal children are interesting because 
they demonstrate that many of the noticeable physical 
distinctions of their people, like the heavy brow 
arches and the general robusticity of their bodies, put 

in an early appearance in the life of each and every 
Neanderthaler.”26

Thyroid hormone

If longevity was linked to development processes 
associated with robusticity, then robust features would be 
expected to disappear with shorter lifespans. The genetic 
mechanism for robusticity likely involves the control of 
one or several hormones involved in bone growth and 
maintenance,27 such as, for example, differences in the 
regulation of the pattern of thyroid hormone secretion 
between extant humans and robust humans. The thyroid 
gland produces thyroid hormone, as well as the hormone 
calcitonin. Thyroid hormone is actually two iodine contain-
ing hormones, thyroxine (or T4), and triiodothyronine (or 
T3), with T4 being the major hormone secreted by the thyroid 
follicles, and most of T3 formed at the target tissues by T4 
being converted to T3. Thyroid hormone “is important in 
regulating tissue growth and development. It is critical 
for normal skeletal and nervous system development and 
maturation and for reproductive capabilities.”28

According to Susan Crockford, an evolutionary expert 
in this area:

“The distinctive skeletal morphology possessed by 
Neandertals is almost certainly the result of a pattern 
of thyroxine secretion (and, therefore, of prenatal 
and postnatal growth rates) that differed markedly 
and consistently from that of modern humans. These 
Neandertal traits may resemble superficially the 
pathological changes associated with congenital 
iodine deficiency because they reflect different 
amounts of thyroxine available for skeletal growth at 
particular stages of development as compared with 
healthy modern humans.” 29

Thus, a master switch controlling a certain thyroid 
hormone secretion pattern might exist in people with robust 
skeletal morphology, such as the Neandertals—which is 
linked to the genetic mechanism for long lifespans. While 
the precise genetic mechanism for any such secretion pat-
tern of thyroid hormones (THs) is unclear, there are clues. 
According to Crockford:

“While genes at other sites may modify the 
ultimate rhythmic pattern of THs, output of several 
so-called ‘clock genes’—found in circadian oscillator 
cells that reside in the suprachiasmatic nuclei (SCN) 
of the anterior hypothalamus—are likely the origin of 
pulsatile production … . Even very slight individual 
variation in the efficiency of such genes (eight identi-
fied so far) may have dramatic repercussions for traits 
downstream through their affects on secretion of the 
pineal gland hormone melatonin.”30
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Basically, pulsatile melatonin release from the pineal 
gland stimulates the pulsatile secretion of thyrotropin-
releasing hormone (TRH) from the hypothalamus, which 
leads to bursts of thyroid-stimulating hormone (TSH) from 
the pituitary gland, and this in turn leads to the pulsatile 
release of THs from the thyroid glands.31

Crockford also states that:
“Changes in the rates and timing of prenatal and 

postnatal development in ancestral species make 
possible a wide variety of size and shape differences 
in descendant populations, a well-known evolutionary 
pattern called ‘heterochrony.’ It is without question 
the most common mode of speciation … . Although 
identification of the precise biological trigger that 
implements such developmental change has proved 
elusive, hormonal involvement has long been 
suspected.”29

While Crockford sees mutations in the “suite of genes 
that generates thyroid rhythm phenotypes … as providing 
the essential raw material, the individual variation, for 
natural selection to act upon during speciation”,29 such an 
evolutionary explanation is unnecessary.

Longevity genes

Humans living pre-Flood and early post-Flood may well 
have had longevity genes. These longevity genes may have 
also caused robusticity, or could have been linked to genes 
that caused robusticity.32 Or, alternatively, the robusticity 
could have allowed for longevity. However, the genes (or 
genetic mechanism) responsible for longevity, and hence 
robusticity, have since been lost or de-activated. Dr Carl 
Wieland has suggested that there may have been ‘longevity 
genes’ in earlier human populations that were subsequently 
lost via genetic drift.33 According to Wieland:

 “The extinction of human lines with more robust 
morphology (Neanderthal, erectus) may correlate 
with extinction of longevity. The robusticity may be 
the result of genetic longevity/delayed maturation or 
the same populations may have had [possibly linked] 
genes for longevity and robusticity.”34

Changes in development

The nature of any developmental changes in skeletal 
morphology between robust and extant humans as a result 
of possible differences in the pattern of thyroid hormone 
secretion can only be speculated on. Anything to do with 
the mechanisms regulating rates and timing of development 
is very complex, and while it is suggested that thyroid 
hormone secretion is a major factor, because of its criti-
cal role in ensuring normal skeletal and nervous system 

development and maturation, it may not necessarily be 
the only factor.

The skull is probably where the most significant differ-
ences exist between robust and extant humans. Hence, clues 
to developmental changes that possibly occurred may be 
found by considering how extant human skulls develop, and 
what would happen if the growth rates of different parts of 
the skull changed. For example, the brain may contribute to 
differences. It is known that the human face and vault of the 
skull develop at different rates, and that this is largely due 
to the precocious or rapid development of the brain early on 
(the expanding brain being responsible for the form of the 
vault).35 Hence, if brain development was slowed down (or 
accelerated), then it might have significant implications on 
the form of the cranium. Also, the human face itself does 
not grow uniformly, with the upper face36 initially growing 
the fastest. According to craniofacial development expert 
Geoffrey Sperber:

“The upper third of the face initially grows the most 
rapidly, in keeping with its neurocranial association 
and the precocious development of the frontal lobes 
of the brain. It is also the first to achieve its ultimate 
growth potential, ceasing to grow significantly after 
12 years of age. In contrast, the middle and lower 
thirds grow more slowly over a prolonged period, not 
ceasing growth until late adolescence … . Completion 
of the masticatory apparatus by eruption of the third 
molars (at 18 to 25 years of age) marks the cessation 
of growth of the lower two-thirds of the face.”37

The complicated growth pattern of the cranial base 
also plays an important role “in determining the final shape 
and size of the cranium and ultimately the morphology of 
the entire skull, including the occlusion of the dentition”.38 
The main point in the above reference to skull growth is 
to highlight the interdependence of different parts of the 
skull (features usually do not develop in isolation), and 
also the prominent role that brain growth has in forming 
the ultimate shape of the skull. Hence, change the timing 
of brain growth and you will most likely change the spatial 
relationship between different parts of the skull, leading to 
differences in skull morphology.

According to Lieberman, anatomically modern humans 
differ from Neandertals, and other Homo taxa,

“… by only a few features. These include a 
globular braincase, a vertical forehead, a diminutive 
browridge, a canine fossa and a pronounced chin. 
Humans are also unique among mammals in lacking 
facial projection: the face of the adult H. sapiens lies 
almost entirely beneath the anterior cranial fossa, 
whereas the face in all other adult mammals, includ-
ing Neanderthals, projects to some extent in front of 
the braincase.”39 



68

JOURNAL OF CREATION 27(3) 2013  ||  PAPERS

Evolutionists have no problem incorporating changes 
in growth rates to explain peculiarities of alleged fossil 
hominids. For example, acceleration in the longitudinal 
growth of the cranial base early on in development of the 
Neandertals has been speculated to ultimately (because of 
a longer and flatter cranial base) “have impacted both vault 
and facial shape, and may have been responsible for many 
of the craniofacial differences between Neandertals and 
modern humans”.40

Changes in skull features tend not to happen as 
independent events, separate from all other features, 
but usually occur in concert with changes in other skull 
features.41 For example, evolutionists cite changes in the 
form of the braincase (e.g. increase in parietal breadth, 
broadening of the frontal bone behind the eye sockets and 
at the coronal suture, increase in height of the braincase, 
and expansion of the occipital plane of the occipital bone) 
as simply “byproducts of the expansion of the cerebral 
cortex relative to the brainstem, which causes the upper 
part of the braincase to get bigger relative to the rest of 
the skull”.41

Some evolutionists make similar arguments with 
respect to the face, suggesting “in one way or another” 
that some of the most significant differences in facial 
features (“massive, protruding supraorbital tori, their 
prognathic faces, and their receding, chinless mandibular 
symphyses”) that distinguish modern human faces from 
H. erectus and H. heidelbergensis (the authors cited use 
the terms Erectines and Heidelbergs instead)—or, more 
specifically, the loss of such features in H. sapiens—
“reflects the changing morphology of the teeth”.41 While 
evolutionists look at it in terms of trends in human evolu-
tion, an evolutionary interpretation is not required, the 
latter being simply a byproduct of a particular worldview. 

What about the small size of Homo erectus 
skulls?

According to evolutionists Frederick Coolidge and 
Thomas Wynn:

“Modern human brains vary in size from 1,100 cc 
to almost 2,000 cc, and there is no known correlation 
between brain size and intelligence, however one 
chooses to measure it.” 42

A well-known textbook on Anatomy & Physiology 
essentially says the same thing, although it expands the 
human variation in brain size:

“No correlation exists between brain size and 
intelligence. Individuals with the smallest brains 
(750 mL) and the largest brains (2100 mL) are 
functionally normal.” 43

Despite the above-noted enormous variability of brain 
size in extant humans that are functionally normal, a valid 
question is why cranial capacities (correlating with brain 
size) of crania from fossil specimens assigned to H. erectus 
are on average small compared to extant humans, some 
even below what would be regarded as the extreme range 
of what would be considered normal in extant humans.44

What clues does the Hobbit offer?
On Thursday, 28 October 2004, media headlines, such 

as: “Lost race of human ‘hobbits’ unearthed on Indonesian 
island”, from The Age newspaper, were splashed all over 
the world. An overview of the early days of the hobbit 
controversy has previously been published by this author.45 
Officially named Homo floresiensis, but dubbed ‘hobbits’, 
the original position, by the authors of the Nature paper 
announcing the find, was that H. floresiensis was a new 
species derived from an isolated ancestral H. erectus 
population that experienced endemic dwarfing.46 Since 
then there have been many hypotheses put forth to 
explain the identity of H. floresiensis, including that it 
was just a variant of H. erectus,47 a new species derived 

Figure 2. Adult skull (cast) of Homo floresiensis specimen LB1 (426 cc) from 
the Indonesian island of Flores. Is this an example of a robust human, such 
as Homo erectus, that suffered from cretinism?
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from H. habilis,48 a microcephalic modern human,49 a 
small-brained australopithecine-like obligate biped,50 and 
a modern human cretin.51

In my opinion the cretinism hypothesis gives the best 
account of the postcranial anatomy of H. floresiensis; there 
being convincing arguments on how H. floresiensis is 
consistent with this.52,53 In the words of paleoanthropologist 
Dean Falk:

“Cretinism is a condition of stunted growth and 
mental retardation that result from a deficiency of 
thyroid hormone, which can occur for a variety of 
reasons, including a diet that lacks enough iodine. 
Infants of mothers deficient in iodine are likely to 
be born with the condition. Children with cretinism 
have broad faces with flat noses. If untreated, they 
become smaller for their age as they grow up, which 
results in dwarfed adults.” 54 

Cretinism brought about by environmental iodine 
deficiency is not a genetic disorder (cretins being the 
offspring of mothers with severe iodine deficiency),55 so it 
can occur anywhere there is iodine deficiency in the food 
chain, and as such can affect people in different parts of 
the world, although clinical features may vary.56,57 Iodine 
deficiency and cretinism has been a problem in recent 
historical times, and has still not been conquered.58 The 
suggestion is that H. floresiensis suffered from hypothyroid 
endemic cretinism (also called myxoedematous endemic 
cretinism), a condition resulting from being born without 
a functional thyroid gland.59,60  The environment where H. 
floresiensis was discovered, at Liang Bua on the Indonesian 
Island of Flores, was most likely iodine-deficient. 
According to evolutionist Charles Oxnard:

“Today’s goitre rates imply that prior hunter-
gatherer populations in the hills should have been 
severely iodine-deficient and would regularly have 
produced cretins.

“Liang Bua itself is a limestone cave and nearby 
soils are alkaline and probably therefore iodine-
deficient. The altitude is 500 m … . The site is 
reasonably remote from both the north and south 
coasts … . Fish bones found at Liang Bua are river 
fish that would be deficient in iodine. River waters (a 
river flow nearby) in such regions are low in iodine. 
All these factors would have precluded access to 
iodine-rich seafoods.” 61

Complicating matters, though, is a recent detailed 
analysis of the LB1 H. floresiensis cranium (figure 2), by 
Yousuke Kaifu et al.,62 that included comparisons with a 
host of crania, such as the Georgia (Dmanisi) H. erectus, 
early Javanese H. erectus (Trinil and Sangiran series) 
crania, late Javanese H. erectus (Sambungmacan and 
Ngandong series) crania, Chinese H. erectus, African early 
and late H. erectus, H. heidelbergensis) crania, such as 

Kabwe and Bodo, as well as H. habilis crania.63 Although 
they included a large sample of modern human cranial 
measurements in their study, they do not appear to mention 
any modern pathological specimens as a comparative 
sample, so cretinism or microcephaly cannot be ruled 
out. From their analysis Kaifu and co-authors concluded, 
similarly to what was originally proposed in 2004, that:

“LB1 is most similar to early Javanese Homo 
erectus from Sangiran and Trinil in these and other 
aspects. We conclude that the craniofacial morphol-
ogy of LB1 is consistent with the hypothesis that H. 
floresiensis evolved from early Javanese H. erectus 
with dramatic island dwarfism.” 64

Does the LB1 skull fit the cretinism model, in par-
ticular the small brain size? The authors of the cretinism 
hypothesis argue that smaller parent populations in terms 
of brain size (e.g. pygmoid crania) could have given rise 
to cretins with endocranial volumes below 500 cc (LB1 
hobbit territory).65 In a 2010 publication they stated:

“Thus, normal South East Asian pygmoid crania 
of 800–1000 ml have been recorded (refs in [7]) 
and estimated [30]). On this basis, cretins from 
such populations could have brain sizes as small as 
400–500 ml, based on scaling of height and brain 
size found among European endemic cretins [7].” 66

What’s the most likely scenario? Postcranially, the 
best fit of H. floresiensis appears to be with cretinism, 
but the skull shares a lot of features with H. erectus. A 
likely scenario is that H. floresiensis was a robust-type 
human (e.g. H. erectus) with cretinism. To re-emphasize, 
specimens labeled H. erectus were descendants of Adam 
& Eve, and so fully human—most likely early post-Flood 
humans.

Figure 3. The ‘aged’ adult cranium (cast) of Homo erectus specimen D3444 
(~625 cc) from Dmanisi, Republic of Georgia. Is this an example of another 
robust human that suffered from cretinism?



70

JOURNAL OF CREATION 27(3) 2013  ||  PAPERS

If the LB1 H. floresiensis cranium, most recently 
estimated to be 426 cc,67 belonged to a pathological robust 
human with cretinism, it raises interesting questions 
about similar pathology in other small-brained robust 
humans, such as the Dmanisi H. erectus specimens (figure 
3)—where the cranial capacity of four crania ranges from 
600 to 780 cc.68 It would not be that surprising, given that 
many features of cretinism mimic so-called ‘primitive’ 
features of evolution. According to Oxnard:

“It is remarkable that so many features simi-
lar to those normally present in great apes, in 
Australopithecus and Paranthropus, and in early 
Homo (e.g. H. erectus and even to some degree, H. 
neanderthalensis) but not in modern H. sapiens are 
generated in humans by growth deficits due to the 
absence of thyroid hormone. In other words, many 
of the pathological features of cretinism mimic the 
primitive characters of evolution making it easy to 
mistake pathological features for primitive characters. 
The differences can be disentangled by understanding 
the underlying biology of characters.” 69

That the Dmanisi specimens are found in the same 
locality may not be that unusual. For example, Oxnard 
suggests that in “seasonally mobile hunter-gatherer groups”, 
in prior times, cretin children would:

“… be ostracised as adults by the wider community 
due to their abnormal features and behaviours. Unable 
to travel easily with a mobile community, especially 
unable to help build normal temporary dwellings in 
such a community, adult cretins might well separate 
and shelter in caves. If there were a reasonable number 
of them (say, conservatively) 5% of all births, they 
might indeed shelter together.”70

The above statement is of course very speculative, and 
alternative scenarios are possible, particularly as there is 
evidence that early people cared for the infirm. Maybe the 
cretins were cared for as a group by healthier members of 
the small, isolated community. 

According to the analysis by Kaifu et al., the LB1 
cranial shape most resembled the so-called ‘early’ Javanese 
H. erectus (the Trinil and Sangiran series) crania,64 not 
the ‘late’ Javanese H. erectus, like the Ngandong series 
crania—also known as Solo Man. The latter are generally 
larger in cranial capacity, from 1,013 cc to 1,251 cc, while 
the former (the Trinil and Sangiran series crania) have 
cranial capacities ranging from 813 cc to 1,059 cc.71 This 
raises the question of whether some of these small-brained, 
so-called early Javanese H. erectus are also pathological 
robust humans with cretinism, albeit less extreme than the 
case of the hobbit, or whether the high proportion of small 
brain sizes in H. erectus is just part of the normal variation 
for robust humans?

If cretinism is still a problem in today’s world, with 
modern medicine and information about iodine deficiency 
at our disposal, how much more of a problem could it 
potentially have been for early post-Flood/post-Babel 
human populations migrating to uncharted regions of the 
earth, most likely unaware of the problem (or cause of 
the problem)—and probably having their hands full just 
surviving day to day? Hence, robust human populations 
settling in any iodine-deficient regions of Africa, Georgia, 
China, Indonesia, etc. may well have had a high incidence 
of cretinism. 

Conclusion
The ideas put forth in this paper are speculative, and, 

given the topic, it could hardly be otherwise. Hence, the 
proposed model for interpreting robust humans will likely 
need revision as more is learned on this topic. Hopefully, 
outlining the model will stimulate further discussion and 
research in this area, as it is surely needed.
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