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divide one number by another. Say they wanted to divide 3712 by 116 […] 
[they point to the impracticality of the Roman numerals — MPP] Today, with our 
Arabic notation system (and the useful zero), it would take the average ten-
year-old only minutes to get the answer 32. 

 
No genetic change, no brain change, but rather a cultural invention that has 
become common knowledge. J&L advocate (like Arbib and Deacon and 
Tomasello) a co-evolution of brain and language and do not advocate a purely 
cultural-evolution explanation of the language capacity. Well, anyway, their 
analogy with the numerical division is totally irrelevant. No sentence in any 
language requires “minutes” to be understood by a ten-year-old, or by anyone at 
any age. Aside from the fact that ten years is a very old age for language, 
sentences are processed in fractions of seconds, not minutes, today just as they 
were 1200 years ago, or earlier. Moreover, the number system and the rules for 
dividing numbers have to be explicitly and painfully taught. No three-year-old 
child today can make that division, while he or she can well understand quite 
subtle syntactic constructions, exactly like a child could already in ancient Egypt. 
The analogy is infelicitous, because language is in a completely different ball-
park. Like this one, many analogies and thought-experiments offered by J&L in 
the domain of language are inconsequential or misleading, unlike those that deal 
with biology proper. 
 
4. New Biology and Old Reflexes 
 
A most puzzling aspect of this book is that, after having pleaded persuasively for 
a major expansion of concepts and models in evolutionary theory, J&L fall back 
onto a basically classic, neo-Darwinian, functionalist explanation of the evolution 
of language. Just as an example, on p. 339 we read: 
 

Two related sets of conditions seem to have pushed our ancestors along the 
route to language. The first was an altered ecological and social 
environment, which provided a strong and persistent motivation for better 
communication […]. The second and related set of conditions has to do with 
anatomy and physiology. […] It was probably the increased motor control 
over hand movements and vocalizations, and the ability to imitate both 
gestures and vocal sounds. 

 
They are in excellent and very old company in making these hypotheses, from 
Darwin himself, to Jean Piaget, Philip Liberman, Steven Pinker, Paul Bloom, 
Michael Arbib, and Derek Bickerton, just to name a few. Yet, all that we have 
learned from the new biology, and from this very book, should make any such 
functionalist hypothesis unnecessary or even suspect. Master regulatory genes 
with pleiotropic effects, transposons, gene duplications, histone modification, 
and alternative gene splicing (just to mention a few) offer manifold evolutionary 
mechanisms that make progressive functional adaptation quite marginal. But 
J&L insist, venturing into “non-genetic inheritance” to explain how “various 
features of the emerging language system that were initially culturally transmitted 
were later genetically assimilated” (p. 340, my emphasis). I have no qualm with 
non-genetic inheritance, amply attested in experiments well explained in their 
own previous chapters and also endorsed by Cherniak’s “non-genomic nativism” 
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(which J&L ignore — see supra), but I strongly object to the cultural transmission 
hypothesis.  
 Hauser, Chomsky & Fitch (2002) have rightly insisted on the uniqueness of 
the capacity of humans to acquire a lexicon, and on the presence in humans of 
syntactic computational powers that are conspicuously absent in other primates 
(Fitch & Hauser 2004). Together with the very special properties of words seen 
above, these are quantum changes in cognitive powers, both qualitatively and 
quantitatively, impossible to reconstruct by piecemeal functional adaptation. 
Cultural interactions among humans that are allowed by language presuppose 
them and cannot explain their gradualistic adaptive origin. The new evolutionary 
mechanisms presented in this book could have finally dispensed us from explor-
ing again an old dead-end.  
 The surprising reappearance of old, standard neo-Darwinism is also to be 
witnessed when J&L criticize the approach promoted by Hauser, Chomsky & 
Fitch in an already famous (or infamous, for some; cf. Pinker & Jackendoff 2005) 
paper published in 2002 (Hauser, Chomsky & Fitch 2002). They surprisingly 
repeat en passant the most routine neo-Darwinian objections.  
 I must also point out that in Chapter 9, J&L choose to tell us the story of the 
chimp Kanzi and the data collected by Sue Savage–Rumbaugh, allegedly 
showing important continuity between the symbolic system mastered by apes 
(after long training) and human language. They fail to even mention the case of 
the chimpanzee Nim Chimpsky which led to drastically opposite conclusions. 
After several years of daily cohabitation and of daily sessions of several hours 
trying to teach Nim American Sign Language, Laura Petitto, Herbert Terrace, and 
Thomas G. Bever concluded that no real progress had been made. This momen-
tous piece of work (Terrace et al. 1979) as well as the papers and book by David 
Premack (Premack 1972, 1986), that for many of us closed the chapter of the 
search for animal language, should at least have been presented, if only to 
criticize them.  
 
5. Language 
 
On the basis of previous work by Eva Jablonka and Daniel Dor, a variant of the 
co-evolution of brain and language, or rather (very importantly to J&L) language, 
brain, and culture is offered. As usual, in this kind of literature, they indulge in 
imagining various spiraling interactions between social organization, individual 
cognition, brain evolution, and language. Michael Arbib has given us his spirals, 
J&L now give us theirs. The problem, again and again, is that, if you take just any 
article at random, say, in the journal Linguistic Inquiry over the last 20 years or so, 
and look at the data, just the data (forget about the explanations), there is no 
hope whatsoever for J&L not only of explaining those data, but even of saying 
something that is remotely relevant.  
 While many interesting details are provided about experiments in biology, 
no specific data are presented in the case of language. Nowhere are we told how 
cultural transmission and the function of communication and general intelligence 
and motor control can have shaped language as we know it. On p. 305 we come 
as close to a specific hypothesis as their approach allows:  
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 […] Dror and other linguists have found [that] the grammatical structure of 
phrases and sentences is associated with the types of concepts the words in 
sentences embody […]. For example, the grammatical patterns we use 
depend on whether the participant in an event are active or inactive, on 
whether an action leads to a change in state of the object or it does not; on 
whether events are factual or hypothesized; on whether things are countable 
or not countable […] and so on. 

 
J&L then point out, correctly, that “although there are endless ways of classifying 
things, events, properties, and so on, the categories that are reflected in differ-
ences in grammatical patterns are only a small set of all those that we could use”.  
 It’s hard to disagree with this. The paucity of syntactic theta-roles, with 
respect to all the things we are interested in in our life, is one of the central 
observations in linguistics (the most insightful and influential treatment is Hale 
& Keyser 1993, 2002). Several deep explanations have been given in generative 
grammar (theta theory, X-bar theory, the semantics of count ad mass terms, event 
semantics, the theory of aspect, the theory of telicity, internal structures in lexical 
semantics, and so on, not to mention the rich theory of concepts and of concept 
acquisition by the child). 
 The rub comes next (p. 306): 
 

What Dror concludes from this is that language is structurally designed to 
communicate some things better than others. Its design enables it to deal 
well with messages that are grounded in a rather constrained set of catego-
ries having to do with events and situations, their time and place, and the 
participants in them, all of which are reflected in grammatical structures [my 
emphasis — MPP]. 

 
Sorry, but it’s not so. Just to take a few signal examples, the sources of objects, the 
motivations of actions, the banality versus the exceptionality of events — all 
things we do care a lot about — are not reflected in grammatical structures. The 
endpoint of an action and the culmination of an event are routinely and subtly 
encoded in syntax, but no syntactic device exists, in any language, to encode the 
beginning of an action or the initial event. We can talk about them, of course, but 
no structure in grammar “reflects” them. Grammatical structure is only sensitive 
to actor, patient (or theme, more generally) and in some cases the instrument or 
the modality of action. Period. Bottle the wine, shelve the books, and similar verbs 
incorporate the instrument or the modality. Climb, hop, drag, attain incorporate the 
path or the telos or the modality of motion. Marginal, but admissible, con-
structions like we laughed the bad actor off the scene, John smiled the girl into his house, 
and similar ones allow to syntactically encode modality or causality. Grammar 
has no place for more than this. For everything else, we have to go paratactic (use 
adjunctions, circumlocutions, add further separate sentences, develop a whole 
discourse, and so on). Grammatical structures do not “reflect” what Dror and 
J&L want us to believe. 
 Moreover, in many cases, grammar is a hindrance to communication. There 
are things we would very much like to say, but grammar does not allow us to: 
  
(1) a.      * Who was it apparent yesterday that Jay saw? 
 b.      * Who do you wonder how solved the problem? 
 c.      * This is the student who I wonder what bought. 
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It would be nice to be able to communicate such simple thoughts in such simple 
ways, but grammar blocks these constructions. Many examples of how different 
languages manage to overcome these straightjackets of grammar are to be found in 
(Lightfoot 2000). 
 Another glaring case is ambiguity, a severe hindrance to communication. 
Not only grammar cannot resolve it in many cases, but sometimes forces it on us. 
It can do nothing to obviate the ambiguity of sentences like: 
 
(2) To who did you say we should tell the truth? 
 
 Is the question about the saying or about truth-telling? Grammar bars the 
quick insertion of disambiguation. We cannot say either (3a) or (3b): 
 
(3) a.     * To who did you say to who we should tell the truth? 
 b.     * To who did you say we should tell the truth to who? 
 
Many other examples are abundant in all languages. The explanation of this 
impossibility is strictly grammatical, and deep and complex (Rizzi 2004, Folli & 
Harley 2006). Grammar often clashes with our needs to communicate, and so be 
it. Communication must bow to grammar, not vice versa. Grammar does not 
“reflect” the narrow sub-set of thinkables we especially care for. It shapes a 
further sub-sub-set of these, in ways that are proprietary, letting general 
thoughts, culture, and history fend for themselves. 
 
6. Summing Up 
 
The prima facie appealing and almost irresistible hypothesis that the need to 
communicate has shaped the evolution of language is countered by a huge 
corpus of data collected in many languages and dialects. The deep and complex 
and detailed (and far from final) explanations advanced for these subtle facts 
about language in generative grammar (but also, competitively, advanced in 
neighboring fields such as Head-Driven Phrase Structure Grammar, Lexical 
Functional Grammar, Tree-Adjoining Grammar, and even, to some extent, 
Culicover and Jackendoff’s “Simpler Syntax”) are alien to all conjectures based 
on cultural transmission, pressures from communicability or general intelligence. 
 The wonderful developments of the new biology should have suggested 
that something else can and should be sought. This book, alas, shows that even 
accurate knowledge of the new biology is not sufficient to urge a radical re-
conceptualization of the evolution of language. J&L use their panoply of new 
evolutionary mechanisms only to try to improve the most canonical hypotheses 
about language evolution. It remains to be hoped that the readers of this fine 
exposition of the new biology will use the many eye-openers to be found in it to 
explore on their own quite different avenues to the evolution of language. 
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1. Introduction 
 
Ladd, Dediu & Kinsella (2008; LDK from now on) and Dediu & Ladd (2007; DL 
from now on) are excellent examples of contemporary biolinguistic research and 
convey what Chomsky (2000: 27) calls the primary goal of bringing “the bodies of 
doctrine concerning language into closer relation with those emerging from the 
brain sciences and other perspectives”. The articles also shed light on what 
Chomsky (2005, 2007) calls the “three factors” of language design: (i) genetic 
factors and UG, (ii) experience and variation within narrow parameters, and (iii) 
principles not specific to Language such as efficient computation. Additionally, 
they point out what Boeckx & Grohmann (2007: 2) define as the sense of ‘weak’ 
and ‘strong’ biolinguistics. In particular, LDK’s investigation of correlations 
between populations exhibiting a low frequency of certain allele combinations 
with populations exhibiting a specific type of language feature — tone systems1 
— concretely puts into practice observational analysis of possible genetic factors 
related to UG principles and parameters and the notion that variations from UG 
principles must be narrow in range. Here, the narrow variations (parameters) are 
part of both the ‘physical’ and ‘abstract’ properties of linguistic inquiry and 
implicate consequences for both the physical brain and the abstract-theoretical 
structure of grammatical systems. Of course, LDK and DL only present an 
observed correlation that could be the result of chance — as any correlation 
between X and Y may be the result of chance with no underlying causation 
between X and Y. The goal of my response is to highlight some questions that 
could potentially be useful for issues of deriving inferences from the observed 
correlations to a degree of causation (see Clark 2000, Shipley 2000, and Thagard 
1998 for discussion of causality and correlation). I also ask some questions about 

                                                
  Thank you to the editors. I especially want to thank an anonymous reviewer for very helpful 

comments, though she/he may not agree with the direction I have them. 
 1  To be entirely accurate about LDK and DL’s idea about the direction of bias — whether the 

muted allele pairs bias toward tone systems or non-muted allele pairs bias toward non-tone 
systems I quote DL (2007: 4): “Finally, note that this bias could be either for or against tone, 
but the fact that nontonality is associated with the derived haplogroups […] suggests that 
tone is phylogenetically older and that the bias favors nontonality”. 
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what kinds of evidence and/or counter-examples are needed to potentially 
support an inference from gene-tone correlation to causation. 
 
2. The Problem 
 
Despite the pioneering new ground that biolinguistic inquiry is starting to cover, 
it still faces classic problems related to the issues of correlation and causality, 
evidence, counterexample, and refutation. The LDK and DL papers are no 
exception to these problems. Here I ask questions about general problems of 
adequate evidence/counterexample and causal-inference-from-correlation in 
gene-language studies. My questions originate from what I perceive to be a 
possible problem of simultaneity in correlating genetic and linguistic features 
(see below). A related problem that arises in making causal inferences from 
observed correlations between genes and languages has to do with the fact that 
populations of speakers can change languages or language features — 
consciously or not — quite rapidly when compared to the time it takes for genetic 
change (see Campbell 2006 for this basic idea applied to gene populations and 
language families, as well as criticisms of many of the gene-language identi-
fication approaches). In other words, a homogenous genetic population can, over 
time, come to represent a heterogeneous linguistic population by “random 
chance” of history, culture, and demography. The gene-language relations in 
these cases are coincidental and no complex causal chain of inference can be 
established. LDK are vigilant in responding to these ‘spurious’ relations that are 
most likely the result of chance and not causality, and thus, their correlational 
observation seems to not be the result of chance. It is worth quoting LDK (2008: 
117) in full. 
 

The statistical analysis showed that the distribution of the correlations 
between genetic and linguistic features strongly supports the hypothesized 
connection between ASPM-D/MCPH-D and tone. To rule out the likelihood 
that this correlation is of the spurious type discussed above, i.e. due entirely 
to underlying demographic and linguistic processes, Dediu & Ladd 
computed the correlation between tone and the two derived haplogroups 
while simultaneously controlling for geographic distances between 
populations (a proxy for population contact and dispersal) and historical 
linguistic affiliation between languages (a proxy for similarity through 
common descent); the proportion explained by these factors turned out to be 
minimal (again, details are to be found in Dediu & Ladd 2007 and Dediu 
2007). It seems, therefore, that the relationship between tone and the derived 
haplogroups is not due to these  standard factors; instead, it could reflect a 
causal relationship between the inter-population genetic and linguistic 
diversities. 

 
 But I have a question. Does correlating a typological feature, such as tone, 
with a (muted) genetic feature in a population assume that the typological 
feature has been around approximately as long as the genetic feature it correlates 
with? That is, if we observe a correlation between tone and a low frequency of 
alleles in specific populations, and we want to try to infer some complex causal 
chain wherein the genetic features are part of a complex network of causal factors 
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for the emergence of tone, then the genetic features and the typological features 
should be simultaneously existent at some point in time. However, the correlated 
typological feature need not be active — nor does it need to be fully developed. 
But this leads to a problem for LDK and DL’s observations. It is true in general 
that the absence of evidence (for a feature or property) is not evidence of absence 
(for that feature or property). But let us assume that a human being does not 
need the proposed genetic feature in order to acquire or use a natural language 
tone system — which LDK and DL do. There seems to be no clear way in which 
to distinguish the natural development of tonogenesis in languages with 
speakers who do not have the muted allele pairs from the development of 
tonogenesis in languages with speakers who do have the muted allele pairs, also 
assuming tonogenesis proceeds the same in both population groups (which if 
LDK and DL are right then it should not). Additionally, if one assumes that tone 
languages arise only in populations with the muted allele pairs, then that is 
begging the question. Furthermore, LDK state that the particular focus of their 
discussion “is the recent claim (Dediu & Ladd 2007) that there is a causal 
relationship between genetic and linguistic diversities at the population level, 
involving brain growth-related genes and linguistic tone” (p. 114). If one is going 
to draw a ‘causal’ implication between gene populations and a typological 
feature, then is one also arguing that the language feature has stayed somewhat 
actively constant in the target population? LDK allow for the masking of the 
typological feature by other features or factors, but if the correlation is viewed as 
somehow ‘causal’ in any degree then such a typological feature should have the 
capacity to resurface systematically in at least some of the populations that have 
a predisposition for it. But given the rapidity and frequency with which language 
populations can, and usually do, alter typological features (due to reanalysis–
borrowing–extension and intergenerational parameter shifts — see Harris & 
Campbell 1995, Lightfoot 1979, 1991, and Roberts 2007 for these two partly 
conflicting views on language change) it would be rare that any population 
would consistently retain such features for a substantial period of time, say 6,000 
years.2 The rarity of long-term retention of tone-systems (in at least some of the 
distinct populations exhibiting the gene-typology correlation), would add 
credence to the possibility of a neuro-genetic bias. Additionally, long-term 
retention seems to point out a possible direction for dismissing the gene-typology 
correlation: Show that the typological feature has not stayed constant in the 
target population it is supposed to be correlated with. Of course, there are 
mitigating circumstances and one instance of a counter-example would not be 
enough to dismiss LDK’s suggestions. It has also been pointed out by a reviewer 
that there is no problem in showing that factor X contributes to the prevalence of 
phenomenon Y, and then observing that in given populations Y has disappeared 
while X is still existent — in this case other factors W, A, Z suppress the effect of 
X. As the reviewer points out, this is an essential notion to what a correlation is. 
But I argue that a systematic instability or non-continuity of the supposed 
typological feature in all the target populations would be adequate evidence for 

                                                
 2 Dediu & Ladd (2007: 2) give the age of the haplogroup ASPM-D as approximately 5.8 

thousand years while MCPH-D is around 37 thousand years old.  
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questioning the validity of LDK and DL’s correlation leading to a causal 
explanation. 
 Imagine a scenario where speakers of language T are transplanted to a 
population of speakers of language I. In this scenario the children of following T 
generations will acquire perfect I, becoming IT. But if the ethnically T descendents 
who speak I (= IT ) were consequently isolated from the original I population for 
an adequate amount of time, the LDK view would seem to predict that a possible 
tonal neuro-genetic bias could again trigger some kind of tonogenesis in the 
newly acquired and now geographically isolated IT. This kind of ‘natural 
experiment’ could surely provide some evidence, but it would not be easy to 
observe and is probably never likely to be observed. Instead it serves its purpose 
as an appropriate scenario, or ‘thought experiment’, and brings to light another 
question I have. Exactly what kind of counter-example (or what kind of 
systematic instability) of the possible neuro-genetically biased typological feature 
would count as dismissive?3 If a (muted) genetic feature in specific populations 
can be correlated with a typological feature of those same populations, then 
should we not expect that typological feature to be prevalent in the languages of 
those populations? And if not always prevalent or stable across a sufficient 
period of time — a very likely probability as the ‘thought experiment’ informally 
shows — then what kind of instability of the predicted typological feature would 
count as a genuine counter-example to a possible LDK-type hypothesis? In other 
words, if there existed a population of speakers with the muted allele pairs that 
had never acquired or used a tone system, then how would one explain this? If 
the explanation was the systematic suppression of the typological feature of tone 
by other factors W, Z, A, then what evidence would count as showing the 
systematic non-expression of a feature that is correlated with a genetic predispo-
sition for it? To put it another way, how does one measure the suppression of a 
typological feature? 
 One might argue that (i) a causal inference from the correlation of a genetic 
feature with a typological feature does not imply that the typological feature 
should be approximately as old as the genetic feature; whether active or not. In 
this case, an external or internal stimulus could ‘trigger’ the rapid development 
through the mechanism of intergenerational transmission of the typological 
feature throughout the target genetic population. One might also argue that (ii), 
assuming a causal inference from the correlation, the development of the 
typological feature took a very long time to reach its present state, and thus, there 
is no need to say that the typological feature had been around for 6,000 years. 
Instead, it is a more recent innovation with a long historical development now 
facilitated by the mechanism of intergenerational transmission. But (i) and (ii) are 
both complications that need to be verified empirically. In the first case of the 
‘trigger’ (i), what would serve as an adequate stimulus? In the second case of the 
development scenario (ii), it seems one would be hard pressed to show why this 
development is not different than any other kind of language structure 
                                                
 3  I admit that this is simplistic, as counter-examples need not dismiss, destroy, or falsify a 

hypothesis, or a theory built from hypotheses, based on empirical observations — assuming 
a theory can develop from the gene-tone correlation. I merely intend here to ask what would 
constitute a genuine counter-example. 
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development that occurs over time: What makes it so unique that it can be 
causally linked with a correlated neuro-genetic feature? I argue that if LDK’s 
correlational observation is going to yield a causal explanation then it cannot 
escape the implication that the ‘life’ of the typological feature (whether active or 
not) should be roughly simultaneous with the appearance or ‘activation’ of the 
genetic feature. Providing evidence for this simultaneity is another issue.  
 Lastly, if a typological feature could be proved to be stable for a specific 
population of speakers, and this population appeared to have some unique 
genetic feature that could be shown to correlate with the language feature in 
question, then there will be a discrepancy between the time-depth of reliable 
information between language and gene datum — as historical-descriptive 
linguistics generally has only a reliable 6,000 year time-depth, while genetic 
information can exceed this limit by a substantial amount.4 It is not clear if this 
poses any real problems to causal inferences for genetic and typological features, 
but it is surely a factor in considering the kinds of evidence used for establishing 
genetic and typological relations. 
 In (1) I repeat the questions asked above; though I accept the risk that they 
may not be coherent out of the context in which they were asked and there may 
be some redundancy. Following (1) are a few more questions, in (2), that might 
be relevant to both the general method of gene-language correlation and the 
specific observations of LDK and DL. I could not possibly begin to sketch 
answers to these questions in a short response, but will try to give very short 
answers to those in (2). 
 
(1) a. Does correlating a typological feature, such as tone, with a (muted) 

genetic feature in a population assume that the typological feature 
has been around approximately as long as the genetic feature it 
correlates with? 

 b. If one is going to draw a “causal” implication between gene 
populations and a typological feature, then is one also arguing that 
the language feature has stayed somewhat actively constant in the 
target population? 

 c. Exactly what kind of counter-example, or systematic instability, of 
the possible neuro-genetically biased typological feature would count 
as dismissive? 

 d. If a (muted) genetic feature in specific populations can be correlated 
with a typological feature of those same populations, then should we 
not expect that typological feature to be prevalent in the languages of 
those populations? 

 e. What kind of instability of the predicted typological feature would 
count as a genuine counter-example to a possible LDK-type 
hypothesis? 

                                                
 4  Where ASPM-D is about 5.8 thousand years old and MCPH-D is 37 thousand years old. 

Perhaps a moot point here because the correlation crucially involves the pair of haplogroups 
and so any typological feature correlated with the pair can only be as old as the earliest 
instance of the pair. 
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 f. If there existed a population of speakers with the muted allele pairs 
that had never acquired or used a tone system, then how would one 
explain this? 

 g. What evidence would count as showing the systematic non-
expression of feature that is correlated with a genetic predisposition 
for it? 

 h. How does one measure the suppression of a typological feature? 
 
(2) a. Are tone systems really prone to regular historical change, or are they 

somehow more resilient to change (in the sense that if tone systems 
are very stable in themselves, then long-term retention of them may 
not be due to a possible genetic bias but to the abstract nature of the 
typological feature itself)? 

 b. Can we confidently show that populations suggested to exhibit 
genetic factors that increase the likelihood of having tone systems 
based on certain muted allele pairs have historically stable tone 
systems — and what are the linguistic factors contributing to loss or 
gain of tone systems in these populations? 

 c. What kind of unstable, or discontinuous, appearance of the 
typological feature in the target population counts as a genuine 
counter-example — or does the criterion of “appearance of the 
feature” even qualify as relevant to establishing the parameters for 
counter-examples to LDK’s research?  

 d. What kinds of assumptions about simultaneity of genetic 
properties/features and typological properties/features are operative 
when discussing issues of the neuro-genetic bases of natural human 
languages? 

 
 I think the answer in (2a) is fairly straightforward: Tone systems are prone 
to regular change and do not show any more stability than other structures 
(Gussenhoven 2004, Yip 2002). But with this answer comes more questions about 
certain facts of tone. For example, if the target population has a predisposition or 
bias to acquiring and using tone systems, then do they also have a bias for what 
are commonly recognized as the phonemic/phonetic precursors to tone (Fromkin 
1978, Hombert, Ohala & Ewan 1979, Matisoff 1973)? (Of course, see footnote 2.) 
The answer to (2b) would take some time, but I believe that it is a productive 
direction towards compiling linguistic data sets relevant to LDK’s research. Of 
course, it has its strict limits — namely that even with written records going back 
6,000 years the evidence of a tone system in a language that old is not easy (or 
impossible) to substantiate. As for (2c), also (1c) and (1e), I have no adequate 
answer, but it seems to be an important and relevant question to specific issues in 
LDK and DL if one assumes that the goal is to derive causal inferences from the 
observed correlations and the problem of simultaneity is a real problem. As for 
(2d), it is a general question relevant to the methodological aims and practices of 
biolinguistic research specifically aimed at deriving causal inferences from 
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correlational observations about genes and typology; it can only be answered 
through the process of research, investigation, and critical inquiry and can, I 
believe, potentially have what Chomsky (1995: 232) attributes to the Minimalist 
Program — “a certain therapeutic value”. 
 
3. Conclusion 
 
Unless a causal link between gene-language or genetic feature and typological 
feature can be established, then an observed correlation does not seem to be very 
useful. LDK and DL are clearly committed to a research strategy that seeks to 
discover a causal link; although it is overwhelmingly clear that this link should not 
be direct or deterministic and is likely not to be. Any degree of causality here, I 
think, is generally expected to be of a complex, multifactorial nature. In fact, Paul 
Thagard’s Causal Network Instantiation (CNI) model (1998) for making causal 
inferences from observed correlations in medical scientific explanations for 
diseases seems like a good fit with the LDK and DL research. As Thagard (1998: 
76) himself says,  
 

I expect, however, that there are many fields such as evolutionary biology, 
ecology, genetics, psychology, and sociology in which explanatory practice 
fits the CNI model. For example, the possession of a feature or behavior by 
members of a particular species can be  explained in terms of a causal 
network involving mechanisms of genetics and natural selection. Similarly, 
the possession of a trait or behavior by a human can be understood in terms 
of a causal network of hereditary, environmental, and psychological factors. 
In psychology as in medicine, explanation is complex and multifactorial in 
ways well characterized as causal network instantiation.  

 
 In pushing any research to reveal potentially useful inferences from 
correlation to causation one almost heuristically demands that there is a causal 
link, once chance has been somewhat ruled out (and while trying to rule out 
other causes), and then one works to establish the most likely complex causal 
path. This should be true also in the search for causal paths, webs, or networks 
from genes to languages — or populations with specific muted allele pairs to 
populations who are predisposed to acquire, use, or generate tone languages. 
Shipley (2000) argues that in most cases correlation implies an unresolved causal 
structure — unresolved in that we have not yet discovered cause, effect, and/or 
other variables. Shipley (2000: 3) says that “[i]n fact, with few exceptions, 
correlation does imply causation. If we observe a systematic relationship between 
two variables, and we have ruled out the likelihood that this is simply due to 
random coincidence, then something must be causing this relationship.” 
Precariously, the assumptions needed for discovering inferences from correlation 
to causation may turn out to be as complex as the phenomenon under 
investigation. As Chomsky (1995: 233) notes, “[i]t is all too easy to succumb to the 
temptation to offer a purported explanation for some phenomenon on the basis 
of assumptions that are roughly the order of complexity of what is to be 
explained”. LDK and DL seem to me to be cautious about not succumbing to the 
‘temptation’. And even though the assumptions needed to discover inferences 
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from correlation to causation may be complex, and the criteria of evidence for 
measuring the neuro-genetic bias or predisposition that a person and population 
may have for exhibiting some linguistic trait may not seem clear (whether that 
trait is ever expressed or not), it is well to remember what Boeckx (2006: 91) 
points out about rigor and maturation in research programs: “Programs take 
time to mature, and rigor cannot be required in the beginning”. The expectation 
of solid evidence of some causal link between muted allele pairs and tone 
systems is premature and stifles the hard-won creativity in research that the 
Minimalist Program, and by extension Biolinguistics, has achieved. New areas of 
scientific research are messy, and this messiness should not cloud our vision of 
what kind of order may reveal itself over time. But this does not mean we should 
not ask a variety of questions and expect some answers — or at least a direction 
towards answers. Whether an inference from correlation to causation in LDK and 
DL will ultimately be found, or the questions asked here are useful or relevant, 
the lesson is that there is at least a “therapeutic” value to biolinguistic research 
through eliminating questions and trying to establish causal inferences.  
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In response to Bowles (2008), we wish above all to reiterate one of the main 
points of our original discussion (henceforth LDK 2008), which is the following: If 
there is to be a field of biolinguistics that makes a useful contribution to our 
understanding of the human language faculty, then it is important to adopt 
Boeckx & Grohmann’s (2007) ‘strong’ sense of biolinguistics. We are naturally 
pleased that our work has elicited detailed comment from an adherent of ‘weak 
biolinguistics’, but we feel that, in his eagerness to equate biolinguistics with 
Minimalist research in formal linguistics and to evaluate our work according to 
the standards of that research paradigm, Bowles has missed our point about the 
need for genuinely interdisciplinary investigation. We are well aware of the 
logical problems associated with conclusions based on correlations. However, as 
we tried to make clear in LDK, the consequence we draw is that we need to look 
for evidence in other sources of data, not (as Bowles does) merely think harder 
about the logic of our claims.  
 When Bowles says (p. 247) that biolinguistic research “still faces classic 
problems related to the issues of correlation and causality, evidence, 
counterexample, and refutation”, he ignores our general suggestion (LDK 2008: 
122) that we need to bring together “linguists and others in equal measure, making 
use of their respective methodologies with a full understanding of their 
assumptions, and trying to resolve any incompatibilities using shared standards 
of falsifiability and argumentation”. When he rightly points out (p. 248) that 
there is “no clear way in which to distinguish the natural development of 
tonogenesis in languages with speakers who do not have the muted [sic] allele 
pairs from the development of tonogenesis in languages with speakers who do 
have the muted allele pairs”, he ignores the fact that nothing in our work 
suggests that there should be. When he wonders (p. 249, fn. 3, and again p. 250, 
questions (1c) and (1e)) “what would constitute a genuine counter-example” to 
our claim, he is thinking in terms of the kinds of theoretical enquiry in which 
counter-examples play an important role in shaping conclusions; he ignores 
Dediu & Ladd’s (2007: 10947) explicit suggestion that their correlational finding 
“warrants future experimental work, which will help test and refine the 
hypothesis of a causal effect”.  
 A more concrete problem with Bowles’s discussion is that, despite his 
disclaimers, many of his points seem to be based on the assumption that there are 
specific genes that code for specific linguistic features in the individual. Among 
                                                
   Thanks once again to the editors for inviting us to comment, and thanks to Marc Brunelle 

for valuable feedback on what we say about the historical stability of tone. 
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the issues he considers at some length is whether positing a correlation between a 
typological feature and a genetic feature “assume[s] that the typological feature 
has been around approximately as long as the genetic feature it correlates with” 
(p. 250, question (1a)). This question reveals a profound misunderstanding of 
how genetics works. It seems pretty clear, for example, that the FOXP2 gene 
makes some essential contribution to human linguistic abilities, but FOXP2 has 
been “around” for millions of years and is found in many other species without 
allowing any of those other species to talk. The phenotypic effects of a gene are 
highly dependent on context, where context includes the rest of the genome, the 
physical environment, and (in the case of humans) culture. This is part of the 
reason that it is still far from clear exactly what FOXP2 does to facilitate language 
in humans.  
 Note in this connection that Dediu & Ladd and LDK suggest a number of 
general cognitive and perceptual differences that might be relevant to a bias for 
or against linguistic tone, including phonological working memory, low-level 
pitch tracking, and the ability to process rapid sequences of sounds. These do not 
appear to be the kinds of traits Bowles has in mind when he talks about “possible 
genetic factors related to UG principles and parameters” (p. 246) or about 
linguistic features being “expressed” (p. 252) or “somewhat actively constant” (p. 
250, question (1b)) in a population. They are, however, the kinds of differences 
that can be investigated experimentally and related to observable differences in 
brain anatomy and physiology, and are biologically far more plausible 
candidates for the substance of the hypothesized bias than a specific instruction 
to the language acquirer to assume that the language they are exposed to is tonal. 
We also note that Bowles seems not to appreciate the importance of the fact that 
the correlation under discussion is between genetic variation and linguistic 
variation in populations. In both the original Dediu & Ladd paper and in LDK, we 
went out of our way to emphasize that the contribution of intergenerational 
transmission of language is essential to any proposed link between population 
genetics and linguistic typology. No specific linguistic predictions about 
individuals are implied by our work.  
 Nevertheless, Bowles does raise one important issue that is primarily 
linguistic, concerning the historical stability of typological features and 
specifically the historical stability of tone (p. 251, question (2a)). If the distribution 
of tone (or any other typological feature) is affected by a genetically-mediated 
bias, it is reasonable to expect that it may be more stable over time. That is, once 
tone is present in a genetically predisposed group, it should be less likely to 
disappear through the ordinary mechanisms of language change; by the same 
token, a language that lacks tone should be less likely to acquire it through those 
mechanisms it if it is spoken by a group genetically disposed against it. Bowles 
argues that these expectations are not met: Tonogenesis and tone loss, he says, 
are as common as any other historical change, and the idea of a genetically-
mediated bias is therefore problematical. But the idea that tone comes and goes 
like any other typological feature is actually open to discussion, pace Bowles and 
the authorities he cites. For one thing, the languages of sub-Saharan Africa, 
across three major language phyla, are overwhelmingly tonal, and for most of 
them there is no evidence that they have ever been anything else. Loss of tone in 
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Swahili, for example, is relatively recent and almost certainly related to contact 
and use as a lingua franca. More generally, it may be important to distinguish 
between the structural pressures that bring about tonogenesis and the long-term 
historical developments that follow. In East and Southeast Asia, it is generally 
accepted that many previously non-tonal languages rapidly became tonal two or 
three thousand years ago (e.g., Haudricourt 1954), and tone is now central to the 
phonology of most of these languages. In Northern Europe, by contrast, it is 
similarly uncontroversial that some sort of tonogenesis took place about 800 
years ago, yet tone remains marginal. Norwegian probably has the best claim of 
any European language to be called tonal, but it is an obvious typological 
oversimplification to put Norwegian in a class with Chinese, and there are 
researchers (e.g., Morén 2005) who argue that the Scandinavian languages do not 
actually have lexically-specified tone at all.  
 These considerations suggest a refinement of what Bowles says about the 
historical stability of tone: Tonogenesis itself may indeed be a rather ordinary 
historical process of phonologization or secondary split, but the thoroughgoing 
incorporation of tone into a language depends heavily on other factors — almost 
certainly including areal language contact, and possibly including genetically-
mediated biases. The idea of drawing such a distinction — between structural 
triggers for phonologization of phonetic differences and the long-term 
establishment of new phonemic contrasts — is discussed by Kiparsky (1995: 
655ff.), who specifically (citing Svantesson 1989) mentions tone as a likely case in 
point. If some such distinction is valid, then Dediu & Ladd’s hypothesis suggests 
a historical account along the following lines. Tonogenesis ‘happened’ in 
Southeast Asia and in Northern Europe, in both cases through well-established 
mechanisms of diachronic change. In Southeast Asia, the population genetic 
environment was favourable, and tone took hold and spread to become a 
thoroughly ingrained feature of the phonology of the languages involved. In 
Northern Europe, the population genetic environment was unfavourable, and 
tone remained marginal and continues to struggle to this day.  
 It is thus possible that typological change involving tone is different from 
typological change in, say, word order. This is a matter that can best be studied 
on the basis of descriptive and historical linguistic work, and typological 
theorising about the nature of tone. But such research is not biolinguistics: A 
finding that tone is exceptionally stable in Africa, or that tonogenesis happens 
regularly everywhere but only catches on in certain areas, might be consistent 
with the Dediu-Ladd hypothesis, but on its own would do nothing to prove it. If 
we are serious about learning more about the biological foundations of language, 
we have to integrate what we know about language with what we know about 
biology. Research into the formal properties of language is useful and important, 
but describing it as “biolinguistics” is just wishful thinking. 
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