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Local mutations: on the tentative beginnings of molecular
oncology in Britain 1980–2000

Steve Sturdy *

University of Edinburgh, Edinburgh, UK

(Received 15 February 2020; final version received 19 January 2021)

Popular and scientific accounts of the molecularisation of cancer typically
attribute it to advances in laboratory science, particularly molecular
geneticists. However, historical research has indicated that clinical expertise
input was often vital for advancing such work. The present paper reinforces
that view. Looking in detail at British research into the molecular genetics of
familial cancers during the 1980s and 1990s, it shows that that research, too,
depended on crucial input from family cancer clinics. Moreover, the
development of clinical services for familial cancers was in turn shaped by
the demands of contributing to molecular genetic research. The paper
concludes that accounts of the molecularisation of cancer that suppose a one-
way transfer of knowledge and practice from laboratory to clinic
misrepresent the complex interactions that were involved in molecularising
familial cancers, and that were informed by the particular local and national
circumstances in which they took shape.

Keywords: Molecular oncology; familial cancers; molecularisation; genetic
testing; bioclinical collectives

Introduction

Nowadays, cancer is widely understood to be “a genetic disease” caused by
changes in genes that govern cell growth and multiplication (Wishart 2015;
National Cancer Institute 2017). This understanding is fundamental to what is
now often called “precision oncology” – an approach to cancer treatment that
targets the molecular characteristics of an individual’s tumor. Popular and scientific
accounts of the ascendency of this molecular genetic approach typically attribute it
to advances in laboratory science, in particular the discovery and elucidation of
oncogenes by molecular geneticists (e.g. Bishop 1995; Mukherjee 2011). Several
important studies in the history and sociology of science have significantly
enriched and complicated this narrative, fleshing out the dynamics of discovery,
the role of funding and the disciplinary aspirations that led to the establishment
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of the “oncogene paradigm” as one of the devices by which molecular geneticists
established their claim to be purveyors of fundamental insights, not just into cancer
and its causes, but into human biology more generally (Fujimura 1996; Morange
1997; Scheffler 2019).

Such accounts of the molecularisation of cancer make little reference to clinical
knowledge of cancer or to the practice of clinical oncology, focusing solely on the
molecular genetics laboratory as the site of knowledge production and medical
innovation. However, a growing body of research makes clear that molecularisation
involved far more than a one-way flow of oncogenetic discoveries from the labora-
tory to the clinic. Thus Keating and Cambrosio (2001) have shown that, during the
1980s, clinicians – specifically clinical cytogeneticists –made vital contributions to
the development of oncogene theory through their demonstration that certain
human cancers could be attributed to the occurrence of observable chromosomal
abnormalities. Recent work by de Chadarevian (2020) has situated this work in a
much longer cytogenetic tradition, dating back to the atomic anxieties of the
1950s and persisting into present-day diagnostic practice, that associates cancer
with visible changes in chromosome structure. Nor was cytogenetics the only clini-
cal source of insight into the molecular genetics of cancer. In a study that parallels
many of the findings of the present paper, Necochea (Necochea 2007) has shown
how work that led to the identification and cloning, in the early 1990s, of genes that
predispose to a specific form of familial colon cancer involved a two-way inter-
action between innovative research in molecular genetics and an older tradition
of clinical genetics based on family pedigrees.

These studies are complemented by research that shows the crucial role that
clinical knowledge and practice played in the molecularisation of genetics more
generally. Thus Hogan has shown how, even before molecularisation gained
momentum in the course of the 1980s, clinically-driven cytogenetic research
was crucial in reconfiguring the human genome as a mappable entity, and
thereby in shaping the kinds of questions that molecular geneticists would in
turn come to ask of it (Hogan 2013, 2016). Navon, meanwhile, casts his explana-
tory net even more broadly to show how patients and families, too, have brought
their own knowledge and experience to bear in shaping cytogenetic and more
recently molecular research into a range of disorders (Navon 2019). Their work
confirms and adds detail to broader historical narratives which likewise emphasize
the centrality of clinical expertise and insight to the development of medical
genetic knowledge and practice from the early twentieth century to the present
(Lindee 2005; Comfort 2012). Such studies in turn align with historical research
on the development of “biomedicine” since the mid-twentieth century, which
further underlines the extent to which large areas of medicine, by no means
limited to cancer and genetics, have come to be characterized by a similar insepar-
ability of biological research and clinical practice and a similar interdependency of
clinical discrimination with biological knowledge production (Gaudillière 2002;
Keating and Cambrosio 2003) – a situation that is nowhere better epitomized
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than in the “bioclinical collectives” that today constitute so much of the world of
molecular oncology (Bourret 2005).

The present paper offers a further contribution to this literature on the develop-
ment of biomedicine, and specifically on the molecularisation of cancer. It looks in
detail at work undertaken in Britain during the 1980s and 1990s that aimed both to
isolate genes responsible for a range of familial cancers and to implement medical
interventions that would alleviate or prevent those cancers. Similar work took
place in a number of other countries at the same time, and social scientists have
already argued that, in the case of the Netherlands and France, molecular
genetic research and service provision developed in concert with one another, in
what Stemerding and Nelis call a “co-evolution” process (Bourret, Koch, and Ste-
merding 1998; Palladino 2002; Stemerding and Nelis 2006). The present paper
examines how similar a process unfolded in Britain. It shows how the search for
familial cancer genes and the establishment of family cancer clinical services
were deeply entangled from the start. And in particular, it emphasizes the extent
to which both developments were shaped on the one hand by the peculiar organ-
izational demands of conducting molecular genetic research into rare familial con-
ditions, and on the other by the particular and contingent institutional
circumstances of British oncology and British genetics.

In so doing, this paper adds a further dimension to our understanding of the
relationship between clinic and laboratory in the molecularisation of cancer. In
the case of familial cancers, at least, molecularisation depended not just on intellec-
tual and practical engagement between clinical and molecular geneticists and
oncologists, but on creating the institutional and organizational arrangements
that made that engagement possible. Molecularisation thus remained determinedly
rooted in local and national circumstances, even as it depended increasingly on the
formation of international networks. The following pages document this peculiarly
British story, and in the conclusion I draw out some more general implications.

The paper is based on recursive identification and analysis of a range of publicly
available primary historical sources documenting the development of familial
cancer genetics in the United Kingdom. These included research articles and
reports as well as scientists’ own retrospective writings and a number of interviews
with key actors conducted by other historians. Particularly valuable was the witness
seminar on the history of clinical cancer genetics organized and edited by Tilli
Tansey and colleagues (Jones and Tansey 2013). Data collection and analysis fol-
lowed what was in effect a form of historical snowball sampling. Research began
using sources identified in existing secondary accounts of the history of genetics
and of cancer. Each source was analyzed for the information it provided on familial
cancer genetics in the UK, with particular attention to the kinds of work undertaken,
both research and clinical; the sites where that work was conducted; and the collab-
orations and other relationships that made that work possible. Aworking narrative
was constructed as sources were identified and analyzed, and literature searches
were conducted to identify further sources relevant to the places, people and
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events that featured in that narrative. New sources frequently indicated additional
actors and activities of relevance to the narrative, and sometimes challenged and
prompted significant revisions to that narrative. Searching ceased when new
sources ceased to yield data that significantly added to or amended the narrative
presented in this paper.

The beginnings of cancer family research and practice

It has long been recognized that some families suffer from an unusually high inci-
dence of certain cancers. Despite suspicion on the part of some early twentieth-
century eugenicists that cancer might represent a form of hereditary degeneration,
however, medical and scientific interest in the genetics of cancer remained sporadic
until the 1950s, when a scattering of European and North American geneticists and
oncologists began to take a more sustained interest in so-called “cancer families.”
Underlying this interest was a growing confidence that early surgical intervention
could prevent the onset or progression of cancer in individuals whose family
history indicated that they were at elevated risk of developing the disease. This
approach was exemplified in the work of geneticist Henry Lynch, one of the pio-
neers of US cancer family research. From the 1960s Lynch compiled extended ped-
igrees of families afflicted with hereditary forms of colon, uterine, ovarian and
breast cancer, with a view to identifying individuals at particular risk of developing
malignancies. For those individuals, Lynch advocated regular clinical examination
and surgery where necessary (Cantor 2006; Necochea 2007; Löwy 2010, 171–172).
A parallel development occurred in the UK at St Mark’s Hospital in London,

which specialized in surgical treatment of diseases of the colon and rectum. As
early as the 1920s, the St Mark’s surgeon Percy Lockhart-Mummery began build-
ing a register of patients and pedigrees afflicted with what would eventually come
to be known as familial adenomatous polyposis (FAP), initially for the purpose of
confirming its hereditary character. From the 1950s onwards, as advances in
abdominal surgery made colonectomy safe enough to be used prophylactically,
the registry assumed new importance as a means of tracing relatives, with the
aim of persuading them to undergo diagnostic screening and surgery where
deemed necessary. Now under the care of pathologist Cuthbert Dukes, whom Lock-
hart-Mummery had engaged in 1924 to assist in his endeavors, the case register
developed into a systematic polyposis registry. It also acquired clinical genetics
expertise with the appointment in 1960 of New Zealander Arthur Veale to a joint
position between St Mark’s and Lionel Penrose’s genetics laboratory at University
College London. Through the 1960s and 1970s the St Mark’s Registry would prove
to be a valuable resource for research that aimed to distinguish different forms of
polyposis, understand the factors influencing behind the incomplete penetrance
of the familial polyposis gene, and evaluate the effects of different surgical inter-
ventions (Veale 1960; Palladino 2002, 141–148; Jones and Tansey 2013, 19–24,
88–96).
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Developments at St Mark’s also provided a model for similar initiatives else-
where. General cancer registries had been set up in a number of countries during
the first half of the twentieth century, mainly for epidemiological reasons
(Wagner 1991; Terracini and Zanetti 2003; Löwy 2010, 48–50). The St Mark’s
polyposis registry was distinct in that it focused on a single, strongly familial
cancer, and was associated with a concerted program of surveillance and prophy-
lactic intervention. A similar polyposis registry was established in Sweden in
1957 (Björk et al. 1999), followed in the 1970s by a growing number of national
and regional registries in other Nordic countries, North America and Japan (Bülow
1986). Despite such initiatives, however, research into familial cancers generally
remained localized, both geographically and professionally, through the 1970s.
Most oncologists were unpersuaded that genetics offered any practical insight
into the aetiology of cancer; and insofar as they accepted that some cancers were
strongly familial, they saw little to be gained, either medically or professionally,
by devoting time and effort to such rare forms of disease. Meanwhile, the field
of clinical genetics was largely concerned with calculating the risks and providing
reproductive counseling for birth defects such as Down syndrome and early-onset
genetic disorders such as phenylketonuria and cystic fibrosis. Late-onset, partially
penetrant conditions such as familial cancers therefore offered geneticists little
scope either for research or for clinical practice. As a result, into the 1980s, interest
in familial cancers remained a matter of individual enthusiasm rather than a
common feature of either oncology or clinical genetics departments.

Walter Bodmer, the ICRF, and the introduction of molecular genetics

In 1979 the geneticist Walter Bodmer was appointed director of research at the UK
Imperial Cancer Research Fund (ICRF), at that time the UK’s largest cancer charity,
which supported research in universities and hospitals around the country as well as
running its own research laboratory in London. At first sight, Bodmer was a surpris-
ing choice for the appointment, never having previously ventured into the field of
cancer research. Beneath this apparent mismatch ran a deeper continuity of interest,
however. Bodmer’s predecessor at the ICRF was Michael Stoker, a virologist who
had championed the application of molecular genetic approaches to studying
cancer. Under Stoker’s direction, the ICRF laboratories had made important contri-
butions to the emerging oncogene theory of cancer etiology (Wyke 2013). Bodmer,
for his part, was a distinguished molecular geneticist who, with his wife Julia, had
done pioneering work on the genetics of the human immune system, including
identifying and mapping genes associated with certain autoimmune conditions.
Bodmer was thus well qualified to take forward the ICRF’s role as a leading UK
champion, not just of cancer research, but of molecular genetics (Bodmer 1988).

Following their arrival at ICRF, Walter and Julia initially continued their earlier
research into the genetics of immunity. But Walter also set about familiarizing
himself with the world of cancer. His own first steps into cancer research tapped
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into the current excitement surrounding human oncogenes, and used somatic cell
hybridization – a cytogenetic technique that Bodmer had helped to develop in
his previous research – to map the human oncogene c-abl to chromosome 9 (Heis-
terkamp et al. 1982). At the same time, in surveying the ICRF’s research invest-
ments and the state of cancer research beyond the confines of his own
laboratory, he became aware that a number of oncologists and geneticists scattered
around the country – notably at St Mark’s but also elsewhere – were cultivating an
interest in familial cancers. This interest presented Bodmer with an opportunity to
steer their work in a direction more in line with his own research experience.

As a molecular geneticist with a particular interest in gene mapping, Bodmer was
among the first to observe that so-called restriction fragment length polymorphisms
(RFLPs) – newly discovered molecular markers scattered across human and other
genomes – might provide a powerful new means of mapping genes to their chro-
mosomal locations (Solomon and Bodmer 1979). In 1978 Yuet Wai Kan and
Andrée Dozy had identified a RFLP marker closely linked to the sickle cell
gene, which they suggested might be used for pre-natal diagnosis (Kan and
Dozy 1978). In a commentary he published shortly afterwards with his colleague
Ellen Solomon, Bodmer noted that RFLPs had the potential to open up a much
wider vista of discovery:

one can envisage finding enough markers to cover systematically the whole human
genome… Such a set of genetic markers could revolutionise our ability to study
the genetic determination of complex attributes and to follow the inheritance of
traits that are so far difficult or impossible to study at the cellular level…Association
within families between a defined genetic marker and a trait whose inheritance is not
clearly defined, provides the best evidence, through genetic linkage, for genetic deter-
mination. This powerful approach has so far been limited by the range of genetic
markers available, but restriction-enzyme polymorphisms may soon solve this
problem. (Solomon and Bodmer 1979)

The following year, a group of American molecular geneticists published a land-
mark paper, systematically setting out the feasibility of building a comprehensive
RFLP linkage map of the human genome and using it to map disease genes (Bot-
stein et al. 1980). The methods they outlined were quickly adopted by researchers
around the world, and the following decade would see growing number of human
genes being mapped with increasing precision.

In referring to the potential of RFLPs to study “the genetic determination of
complex attributes,” Solomon and Bodmer suggested that RFLP mapping might
be effective for studying not just the kinds of rare monogenic disorders that had
so far preoccupied clinical geneticists, but also commoner but more complex dis-
orders. His introduction, shortly afterwards, to the work on familial cancers
suggested a way of pursuing that suggestion in the field of cancer. Linkage
mapping depends on being able to follow the occurrence of linked traits and
markers through sufficiently large, well-documented family pedigrees, in order
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to demonstrate non-random segregation from one generation to the next. These
were just the kinds of family records held by the St Mark’s polyposis registry.
For Bodmer, familiar with the techniques of molecular genetics and with the lab-
oratory facilities of the ICRF at his disposal, the St Mark’s registry offered an
unprecedented opportunity to open up an entirely new line of research into the mol-
ecular genetics of cancer.

Building bioclinical research capacity

Up to that point, the St Mark’s polyposis registry had been developed primarily to
meet the standards set by clinical oncologists. The work of case registration and the
construction of cancer family pedigrees had been pursued with enough care to
make it possible to trace and identify family members who might be at risk of
developing cancer and who could be called in for clinical examination and
surgery. It was not clear, however, whether such pedigrees as had so far been col-
lected would be either sufficiently large or sufficiently well characterized to serve in
the search for linkage between RFLP markers and the genes responsible for familial
polyposis. Consequently, Bodmer set about using ICRF funds to ensure that the St
Mark’s FAP work met the standards required, not just for clinical surveillance of the
hospital’s cancer families, but for linkage mapping. In 1984 he funded a new Color-
ectal Cancer Unit, and recruited clinical geneticist Vicky Murday to work there as
an ICRF research fellow. The Unit also took charge of the Polyposis Registry, while
the ICRF paid for the appointment of a research nurse, Kay Neale, to help populate
and maintain it, and to bring new rigor to the registration of cases and the construc-
tion of pedigrees (Jones and Tansey 2013, 24, 28–29).

In case the St Mark’s families were still insufficient for his purposes, Bodmer
also looked to build additional capacity beyond the hospital, and indeed beyond
London. In Manchester, the University had recently appointed the cytogeneticist
David Harnden to direct its Paterson Institute for Cancer Research, where a
Family History Clinic was already in operation for families with breast and
other cancers (Harnden 2004). Harnden quickly teamed up with cancer epidemiol-
ogist Ray Cartwright from the University of Leeds to set up a Cancer Family Study
Group, which would serve as “a discussion group… to bring together all the
people (doctors, scientists, nurses, statisticians and others) who were involved in
the study of families with an increased risk of cancer” (Jones and Tansey 2013,
100). Bodmer too now involved himself in the Study Group, which from early
1984 began to hold meetings at the ICRF laboratories in London as well as in Man-
chester. As with the St Mark’s work, Bodmer also sought to develop the group’s
activities in ways that would favor his own interests as well as those of its foun-
ders. As he put it: “The idea was not that it was a talking shop and a conventional
meeting; the idea was mainly that it should stimulate collaborative studies on
families aimed at finding linkages.” In particular, Bodmer encouraged the
Cancer Family Study Group to share not just clinical and epidemiological
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knowledge and experience but also tissue samples and pedigrees (Jones and
Tansey 2013, 11–12).

These new networks proved fruitful. In the summer of 1987, Bodmer announced
in a letter to Nature that he and his colleagues had succeeded in demonstrating
linkage of FAP to a RFLP marker on chromosome 5 (Bodmer et al. 1987). The
work of identifying markers and conducting the linkage analysis had been con-
ducted in Bodmer’s own laboratory at the ICRF. But he had depended heavily
on clinical colleagues to identify suitable families and persuade them to provide
tissue samples. The St Mark’s team was crucial to this success: Murday and con-
sultant pathologist Dick Bussey were among the paper’s authors. But Bodmer
had also drawn on the wider cancer family research network he had cultivated
beyond London. Bodmer and his colleagues had examined thirteen families, all
“well characterized with respect to clinical, pathological and pedigree infor-
mation,” of which six had proved to be “informative” (that is, they possessed an
observable form of the linked RFLP). In order to find these families, Bodmer
had worked not only with St Mark’s but also with Tony Ellis at the Gastroenterol-
ogy Unit at the Broadgreen Hospital in Liverpool, plus at least one other unspeci-
fied source (the paper states only that “Most of the families” came from St Mark’s
and the Broadgreen) (Bodmer et al. 1987, 614–615). Without the extended biocli-
nical research network he had cultivated – including oncologists as well as clinical
geneticists and molecular biologists – it is unlikely that Bodmer would have been
able to collect enough pedigrees, patient records and tissue samples to locate the
FAP gene so quickly.

Family cancer clinics

Bodmer’s efforts to build research capacity around familial cancers were not only
fruitful in terms of delivering new biological findings about the genetic basis of
FAP. They also created opportunities to provide new kinds of clinical services.
In 1986 St Mark’s Hospital established a new Family Cancer Clinic with
funding from the ICRF. The Clinic was staffed by clinical geneticist Joan Slack
and a genetic research nurse, Christina Harocopos, both of whom worked
closely with Vicky Murday in the Colorectal Cancer Unit and Polyposis Registry.
The work of the new clinic was not confined to FAP, however, covering all kinds of
colorectal cancer seen by the Hospital. Epidemiological research conducted there in
the early 1970s had shown that relatives of patients with all kinds of colorectal
cancer faced some degree of elevated risk of developing the condition, even in
the absence of any previous family history of cancer. ICRF now funded a research
fellow to re-analyse these findings and devise a method of estimating any individ-
ual’s risk on the basis of what could be discovered of their family history. Using this
method, the staff of the Clinic now began tracing the relatives of all patients pre-
senting with colorectal cancers and, if deemed advisable, counseling them about
their risk and offering to screen them for malignancies (Houlston et al. 1990;
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Jones and Tansey 2015, 50–52, 79–80). Statistics from the first few years of the
Clinic’s operation indicated that these measures were effective in facilitating
early detection of undiagnosed cases of cancer. At the same time, the Clinic ident-
ified and described a number of families with what was just coming to be recog-
nized as another strongly familial cancer syndrome – so called Lynch syndrome
or hereditary non-polyposis colon cancer (HNPCC) (Itoh et al. 1990).

Importantly, the St Mark’s Family Cancer Clinic was seen as breaking new
ground, not just in the field of oncology, but also in clinical genetics. Shortly
after its inception, it officially became part of North East Thames Regional Genetics
Service (Houlston et al. 1990). Over the previous decade or so, several of the
Regional Health Boards that oversaw the delivery of hospital and consultant ser-
vices under the National Health Service (NHS) had established genetics services
run by clinical geneticists and genetic counselors (Coventry and Pickstone 1999;
Leeming 2005; Harper 2019). Much of the work of these clinicians was taken up
with prenatal diagnosis and counseling for sporadic birth defects such as Down
syndrome and neural tube defects, using amniocentesis and either cytogenetic or
biochemical tests. But it also included familial risk assessment and reproductive
counseling for a growing range of rare monogenic disorders including phenylketo-
nuria, cystic fibrosis and muscular dystrophy. It had not previously included
complex, late onset disorders such as cancer, however. The incorporation of the
St Mark’s clinic into the Regional Genetics Service thus marked a significant
expansion in what services clinical geneticists could be expected to provide. At
the same time, it represented an important endorsement by the Region’s clinical
geneticists that the activities of the St Mark’s clinic were in line with the expec-
tations of confidentiality, consent and non-directive counseling that were central
to the identity and practice of clinical genetics as a specialism (Kingston 1989;
cf. Stern 2012).
The St Mark’s Family Cancer Clinic also served as a model for developments

elsewhere in the UK. Between the mid-1980s and the early 1990s, family cancer
clinics were set up in collaboration with regional genetics services in Leeds
(whence Vicky Murday moved from St Mark’s), Newcastle, Manchester, Cardiff
and Oxford. The ICRF actively supported these developments. “[H]aving seen
also what could be done at St Mark’s,” recalled Bodmer, “in the ICRF we
thought there was a case for trying to create places where cancer family studies
and genetics would be done in association with oncology units.” The ICRF accord-
ingly provided financial assistance, “generally to fund someone like a nurse, who
could be involved in helping with the aspects of the cancer family clinic that went
alongside what the genetic consultant would do” (Jones and Tansey 2013, 58–59).
In connection with local oncology units, the regional genetics services thus began
to take a growing role in providing care and counseling for those affected by famil-
ial cancers. They also saw an increasingly wide range of cancers: while the kinds of
cases seen at the St Mark’s clinic were constrained by the hospital’s specialist focus
on diseases of the lower bowel, family cancer services based elsewhere took a
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wider view, looking beyond FAP and HNPCC to encompass other hereditary
cancers including Von Hippel-Lindau disease, Li Fraumeni syndrome, neurofibro-
matosis, and familial forms of breast cancer (Fraser 1999; Harnden 2004; Jones and
Tansey 2013, 26, 55–56, 58–60, 100–101, 108).

Synergy of research and clinical care

Clearly the new family cancer clinics were not set up solely with the aim of deli-
vering clinical services. On the contrary, as one geneticist recalled, they “were
largely clinics that were set up for research, to get the families, and to research
the families” (Jones and Tansey 2013, 53). But at the same time, efforts to identify
families for research purposes also identified new opportunities to expand clinical
service provision. In the case of Von Hippel-Landau disease, for instance, clinical
geneticist Eamonn Maher recalled that

the initial driver to setting up new clinical services for VHL patients in Cambridge
was the fact that we were starting a research study. We were collecting families for
linkage studies and we needed to evaluate affected and apparently unaffected
members of the family to see whether they were sub-clinically affected. (Jones and
Tansey 2013, 63–64)

Using these families, Maher would first confirm the recent mapping of Von Hippel-
Lindau disease to chromosome 3p (Maher et al. 1990), then make a major contri-
bution to the international collaboration that succeeded in identifying the gene itself
three years later (Latif et al. 1993). But the search for families also identified needs
that the genetic services had not so far met:

As we went round the country collecting VHL families, we found that most were not
under surveillance and they needed local follow-up and screening and, more often
than not, that was done through a local geneticist. So that was my experience of
how VHL clinics developed. (Jones and Tansey 2013, 63–64)

Research stimulated the growth of clinical services, as much as clinical services
helped to support research.

Staff from the family cancer clinics also became increasingly involved in the
growing number of international research collaborations that were being set up
to map familial cancers. Researchers from Iceland and possibly Newfoundland
had attended the Cancer Family Study Group from early in its existence (Jones
and Tansey 2013, 11–12). But such interactions intensified dramatically from the
late 1980s, as efforts to map and clone the genes involved in familial cancers accel-
erated. UK researchers were drawn into the International Collaborative Group on
HNPCC (ICG-HNPCC), for instance, following its establishment by Nether-
lands-based clinician Hans Vasen in 1990 (Lynch et al. 2003). These included gen-
eticists John Burn, who ran the family cancer clinic in Newcastle, and Tim Bishop,
who headed the ICRF research laboratory in Leeds. Burn and Bishop also provided
pedigrees and samples to American molecular geneticist Richard Kolodner, who
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used them in his successful identification of the MSH2 mismatch repair gene in
HNPCC (Fishel et al. 1993; Jones and Tansey 2013, 56–57). UK researchers
also played a pivotal role in the Breast Cancer Linkage Consortium set up in
1989 to coordinate European efforts to map and isolate genes involved in familial
breast cancer (Bishop et al. 1995; Dalpé et al. 2003, 206–208).

Clinical geneticists’ familiarity with new molecular genetic research techniques
in turn fed back into the clinical services they were able to offer. When the first
family cancer clinics were established in 1986, genetic counseling and referral
for screening still depended on risk calculations based on family history.
Bodmer’s identification of a linked RFLP marker for FAP only a year or so later
made it possible to determine with a much higher degree of certainty which
members of some (though by no means all) FAP families carried a deleterious
allele – and to do so, moreover, from an early age, before the onset of the
polyps that were previously the principal means of identifying at-risk family
members (Houlston, Slack, and Murday 1990; MacDonald et al. 1992; Palladino
2002, 149–50). The new molecular test transformed that practice, as John Burn
recalled: “the minute we got that marker [i.e. FAP], we then kicked into predictive
testing in our dominant families generally” (Jones and Tansey 2013, 57). With the
cloning and characterization, from the early 1990s, of genes responsible for FAP,
HNPCC, some familial breast cancers and other familial cancers, the use of mol-
ecular tests in family cancer clinics expanded rapidly. The publicity surrounding
the isolation of the BRCA breast cancer genes, in particular, precipitated a rapid
rise in demand for such tests (Jones and Tansey 2013, 53–54).

In effect, the synergy between research and service provision in the work of the
family cancer clinics created a positive feedback loop between biomolecular
science and clinical practice. The access to cases and families afforded by the
clinics greatly facilitated research into the molecular correlates and causes of famil-
ial cancers; while involvement in that research facilitated the introduction of new
molecular tests into clinical practice. The availability of these new tests in turn
brought more cases and families into the clinics, enabling further research into par-
ticular mutations and their pathological effects. From their first tentative beginnings
in the mid-1980s, the family cancer clinics expanded and spread to become, by the
end of the 1990s, a key component both in the NHS’s clinical genetics service and
in the growth of molecular genetic research around the UK.

Differentiation among family cancers

At the same time, as research and service provision for familial cancers expanded
and diversified to include an increasingly wide range of conditions, so differences
became increasingly apparent in the collaborations that formed around different
cancers. Use of linkage analysis to map family cancer genes depended on being
able to determine with a high degree of certainty which members of an affected
family carried the pathogenic gene variant and which did not. In many cases,
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geneticists had to rely in the first instance on clinical oncologists, who had the diag-
nostic skills to make such judgements. Hence the efforts of Bodmer and others to
ensure that the new family cancer clinics had good connections to local oncology
units. As one geneticist recalled: “the evolution of cancer genetics services… [was]
coupled early on to linkage studies where clinical phenotyping was very important”
(Jones and Tansey 2013, 65). Just how heavily linkage studies depended on clinical
phenotyping varied markedly from on condition to another, however.

Reliance on clinical oncologists’ diagnostic abilities was particularly important
in work on HNPCC. The phenotypic expression of this condition varies signifi-
cantly from one case to another, making it difficult to distinguish individuals and
families with HNPCC from sporadic cases of colon and other cancers. Efforts to
map and isolate the genes responsible for HNPCC thus involved particularly
close collaboration between clinical oncologists and clinical and molecular geneti-
cists. This was evident for instance in the constitution of the ICG-HNPCC, one of
the key early achievements of which was the agreement and adoption of a set of
diagnostic criteria – the so-called Amsterdam principles – by which oncologists
could identify cases with sufficient reliability to permit genetic linkage analysis
(Necochea 2007, 272–274). This alliance remained important even after a
number of HNPCC genes were mapped then isolated in the early 1990s, and mol-
ecular genetic research moved to identifying and characterizing specific variants of
those genes. On the one hand, geneticists continued to depend on clinical oncolo-
gists to identify cases for molecular testing and further investigation. On the other
hand, clinicians were concerned that the tight diagnostic criteria that best served the
purposes of genetic research might tend to exclude some cases who would benefit
from clinical attention. The ICG-HNPCC therefore continued to provide a forum
where geneticists and oncologists could work together to update the Amsterdam
principles in line with the changing needs of research and clinical care (Vasen
et al. 1999; Lynch et al. 2003).

In the case of FAP, by contrast, clinical diagnosis was generally much more
straightforward, based on the characteristic presence of large numbers of polyps
in the colon, with only limited scope for further clinical differentiation thereafter.
Consequently, as efforts to map then clone the FAP gene progressed, clinical oncol-
ogists found themselves increasingly peripheral to the work of genetic research and
testing, as their role was reduced to simply identifying suitable cases for referral to
the family cancer clinic. Instead, their own interests came to focus more closely on
the practicalities of clinical prevention and treatment. As early as 1985 the St
Mark’s surgeons had convened an international meeting at Leeds Castle to consider
the clinical implications of the new genetic research for diagnosing and treating
FAP (Jones and Tansey 2013, 78–79), and over time, the Leeds Castle Group
grew to become the main international forum where clinical oncologists could
share their interest and experience with this condition. This focus on clinical man-
agement in turn brought the Leeds Castle Group into increasingly close alignment
with clinical oncologists in the ICG-HNPCC, and in 2005 the two organizations
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joined to form the International Society for Gastrointestinal Hereditary Tumors
(InSiGHT).

Finally, in the case of breast cancer, researchers quickly found that there was
little clinical difference between familial and sporadic cases of the disease. Familial
forms of breast cancer were best distinguished from sporadic cases simply on
grounds of family history, and clinical geneticists had little need of input from clini-
cal oncologists beyond the initial diagnosis of a breast tumor. As a result, clinical
oncologists were largely absent from both local and international efforts to map and
identify the genes responsible. By the later 1990s, however, it was apparent that the
genes so identified accounted for only a small proportion of familial cases. Conse-
quently, a separate and more inclusive collaboration had to be established with
European Commission funding to draw up guidelines for identifying and following
up women at high risk of inherited breast cancer (Møller et al. 1999; Jones and
Tansey 2013, 79).

If clinical oncologists found themselves aligning in different ways around differ-
ent kinds of familial cancer research, the geneticists who ran the family cancer
clinics were meanwhile confronting new clinical concerns of their own. With the
rapid growth in demand for new molecular tests, geneticists faced growing pressure
to routinize and quality assure their procedures. The laboratories they had used to
map and clone cancer genes had performed well enough for research purposes. But
they could not always be relied upon to maintain the strict chains of custody
required for routine clinical testing. As one clinical geneticist put it,

I think the problem was the provenance of the blood and the results; you couldn’t trust
it. Until you could go through an NHS screening laboratory with its set-up, you
always had a little degree of uncertainty of what you were getting. (Jones and
Tansey 2013, 69–70, 72)

Geneticists’ clinical concerns therefore came to focus on aligning cancer genetic
tests more closely with the kinds of procedural standards that obtained elsewhere
in genetic laboratory services, and with developing “more standardized care
package[s] and screening programme[s]” for those individuals found to be at risk
(Jones and Tansey 2013, 65). This led to changes in the constitution of the
Cancer Family Study Group. Initially a very multi-disciplinary body, reflecting
the collaborative nature of efforts to map the genes for FAP and other familial
cancers, over the course of the 1990s it became increasingly focused on the con-
cerns of clinical geneticists, while the clinical oncologists redirected their activities
around organizations like the ICG-NHPCC. “Gradually through the early 1990s the
[Cancer Family Study] group became more and more genetics-oriented,” recalled
one geneticist (Jones and Tansey 2013, 14–15); and by the end of the decade it
was “transforming itself into more of a service type organization” in the words
of another (Jones and Tansey 2013, 65). In 2000 the Cancer Family Study
Group renamed itself the Cancer Genetics Group and affiliated to the British
Society for Human Genetics.
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Discussion

From the very beginning, efforts to map and isolate genes associated with familial
cancers depended on a two-way exchange of knowledge and expertise between the
laboratory and the clinic. Clinical involvement was not confined to providing access
to patient records and samples. Molecular geneticists, clinical geneticists, and
oncologists all worked together to ensure that recruitment, diagnosis and documen-
tation of patients and families met the standards required for both molecular genetic
research and clinical care; and all made essential contributions to the new knowl-
edge that issued from their collaborative efforts. As a result, as new genetic tests
become available, they were introduced into clinical settings that were already con-
figured and primed to make sense of and act upon the information those tests
provided. The molecularisation of familial cancers in the UK was a process of
“co-evolution,” involving “changing configurations of actors, routines, rules, insti-
tutions and technologies,” as Stemerding and Nelis have already observed in the
case of FAP testing in the Netherlands (Stemerding and Nelis 2006).
Indeed, those configurations changed continuously throughout the process, from

Bodmer’s initial efforts to turn the St Mark’s polyposis registry into a viable source
of molecular genetic data, to the introduction and routinization of molecular tests
not just for FAP but for other familial cancers including HNPCC and familial
breast cancer. Moreover, while there were clearly many points of commonality
between these different cancers, the precise configurations and dynamics of
change also differed between them, depending on the particular clinical and bio-
logical questions each cancer posed. This is perhaps one of the key lessons to
come out of the present study. It is not just that the molecularisation of familial
cancers depended on clinical as well as laboratory knowledge and expertise.
More than that, the precise configuration of actors and other resources was different
from one cancer to another.

This is worth bearing in mind. We already know that the kinds of bioclinical col-
lectives that formed around the implementation of molecular genetic tests in fields
as far apart as cancer and mental illness are significantly different from one another
(Rabeharisoa and Bourret 2009). What the present paper shows is that, even with
conditions so apparently similar as familial cancers, molecularisation is not uniform
and universal, but differentiated and local. We might surmise that this is at least
partly a corollary of the pursuit of precision in molecular oncology: to the extent
that the molecularisation of familial cancers aimed to discriminate ever more pre-
cisely between diseases, between symptomatic patients and asymptomatic carriers,
and eventually between the bearers of growing numbers of chromosomal abnorm-
alities and point mutations, so the particular combinations of clinical and biological
knowledge and skill needed to achieve such discrimination became ever more
specific and more specialized around particular conditions. Precision oncology,
in other words, might actually be localized in proportion to the extent to which it
achieves precision.
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If that much is speculation, it is clear that the co-evolutionary process of mole-
cularising familial cancers did not follow the same path for all cancers. It is also
clear that it differed significantly in the UK, especially in its clinical aspects,
from other countries that we know about. Thus in the Netherlands, according to
Stemerding and Nelis, clinical geneticists did not become involved in the molecu-
larisation of familial cancers until molecular tests for those cancers became avail-
able. Up to that point, collaboration around familial cancers was confined to
molecular geneticists and oncologists. Consequently, the advent of molecular
testing marked an abrupt shift in the way that patients were treated. Up until that
point, clinical practice was dominated by oncologists’ activist concern with early
intervention in the form of surveillance and preventive surgery: what Stemerding
and Nelis call a “regime of prevention.” Only once clinical geneticists became
involved in delivering molecular tests did the less directive forms of counseling
and decision-making clinical genetic practice – what Stemerding and Nelis call a
“regime of autonomy” – come to prevail (Stemerding and Nelis 2006). A similarly
late involvement of clinical geneticists appears to have occurred in France and
Denmark (Bourret, Koch, and Stemerding 1998). By contrast, as we have seen,
in the UK clinical geneticists were involved in molecular research into familial
cancers from very early in the process. Indeed, the clinical aspects of that
process quickly became institutionalized within the NHS regional genetics ser-
vices. As a result, a regime of autonomy – including non-directive counseling
for conditions such as familial risk of breast cancer – became the norm for familial
cancers in the UK well before molecular tests became available.

Clearly, accounts of the molecularisation of cancer that suppose a one-way
transfer of knowledge and practice from laboratory to clinic fall far short of cap-
turing the complex interactions that were involved in molecularising familial
cancers, from the production of new molecular genetic knowledge to the
implementation of that knowledge in clinical practice. Nor would any single nar-
rative that would apply to all kinds of cancer capture that complexity; molecular-
isation is a local process – localized around particular medical conditions as well
as around particular places – even while it involves circulation and exchange
across localities. To understand, molecularisation, we need to grasp the extent to
which it is localized. There is clearly room for much more research to comprehend
the significance both of locality and of circulation in the molecularisation of cancer
and of medicine more generally.

Acknowledgements

The research and writing of this paper was generously supported by Wellcome Trust Senior Investi-
gator Award in Medical Humanities WT100597MA “Making Genomic Medicine.” I am grateful to
the participants in the workshop on “Organizational and epistemic innovation in precision cancer
medicine,” held at the Sociology of Organizations, Paris, on 12–13 November 2018 for their feedback
on an early presentation of these findings. I particularly thank Pascale Bourret, Alberto Cambrosio and
two anonymous reviewers for their perceptive and constructive criticism of earlier drafts.

New Genetics and Society 21



Disclosure statement
No potential conflict of interest was reported by the author(s).

Funding
The research and writing of this paper was generously supported by Wellcome Trust Senior Investi-
gator Award in Medical Humanities WT100597MA “Making Genomic Medicine.”

ORCID

Steve Sturdy http://orcid.org/0000-0002-3273-1727

References

Bishop, J. Michael. 1995. “Cancer: The Rise of the Genetic Paradigm.” Genes and Development 9
(11): 1309–1315.

Bishop, D. Timothy, and the Breast Cancer Linkage Consortium. 1995. “The GAW9 Breast Cancer
Linkage Data Set.” Genetic Epidemiology 12 (6): 837–840.

Björk, J., H. Åkerbrant, L. Iselius, and R. Hultcrantz. 1999. “Epidemiology of Familial Adenomatous
Polyposis in Sweden: Changes over Time and Differences in Phenotype between Males and
Females.” Scandinavian Journal of Gastroenterology 34 (12): 1230–1235.

Bodmer, Walter F. 1988. “Sir Walter Bodmer FRS in Interview with Max Blythe, Oxford, February
1988.” Interview II, The Royal College of Physicians and Oxford Brookes University Medical
Sciences Video Archive MSVA 033, transcript. https://radar.brookes.ac.uk/radar/file/ccacb4d7-
3de5-4ddc-83d4-e12968cdb44a/1/BodmerW_2.pdf, downloaded 4 November 2018.

Bodmer, Walter F., C. J. Bailey, J. Bodmer, H. J. R. Bussey, A. Ellis, P. Gorman, F. C. Lucibello, et al.
1987. “Localization of the Gene for Familial Adenomatous Polyposis on Chromosome 5.”
Nature 328 (6131): 614–616.

Botstein, David, Raymond L. White, Mark Skolnick, and Ronald W. Davis. 1980. “Construction of a
Genetic Linkage Map in Man Using Restriction Fragment Length Polymorphisms.” American
Journal of Human Genetics 32 (3): 314–331.

Bourret, Pascale. 2005. “BRCA Patients and Clinical Collectives: New Configurations of Action in
Cancer Genetics Practices.” Social Studies of Science 35 (1): 41–68.

Bourret, Pascale, Lene Koch, and Dirk Stemerding. 1998. “DNA Diagnosis and the Emergence of
Cancer-Genetics Services in European Health Care.” In The Social Management of Genetic
Engineering, edited by Peter Wheale, René von Schomberg, and Peter E. Glasner, 117–138.
Aldershot, UK: Ashgate.

Bülow, Steffen. 1986. “Clinical Features in Familial Polyposis Coli: Results of the Danish Polyposis
Register.” Diseases of the Colon & Rectum 29 (2): 102–107.

Cantor, David. 2006. “The Frustrations of Families: Henry Lynch, Heredity, and Cancer Control,
1962–1975.” Medical History 50 (3): 279–302.

Comfort, Nathaniel. 2012. The Science of Human Perfection: How Genes Became the Heart of Amer-
ican Medicine. New Haven, CT: Yale University Press.

Coventry, Peter, and John V Pickstone. 1999. “From What and Why Did Genetics Emerge as a
Medical Specialism in the 1970s in the UK? A Case History of Research, Policy and Services
in the Manchester Region of the NHS.” Social Science and Medicine 49: 1227–1238.

Dalpé, Robert, Louise Bouchard, Anne-Julie Houle, and Louis Bédard. 2003. “Watching the Race to
Find the Breast Cancer Genes.” Science, Technology & Human Values 28 (2): 187–216.

de Chadarevian, Soraya. 2020. Heredity under the Microscope: Chromosomes and the Study of the
Human Genome. Chicago: University of Chicago Press.

22 S. Sturdy

http://orcid.org/0000-0002-3273-1727
https://radar.brookes.ac.uk/radar/file/ccacb4d7-3de5-4ddc-83d4-e12968cdb44a/1/BodmerW_2.pdf
https://radar.brookes.ac.uk/radar/file/ccacb4d7-3de5-4ddc-83d4-e12968cdb44a/1/BodmerW_2.pdf


Fishel, Richard, Mary Kay Lescoe, M. R. S. Rao, Neal G. Copeland, Nancy A. Jenkins, Judy Garber,
Michael Kane, and Richard Kolodner. 1993. “The HumanMutator Gene HomologMSH2 and Its
Association with Hereditary Nonpolyposis Colon Cancer.” Cell 75 (5): 1027–1038.

Fraser, George R. 1999. “The Oxford Cancer Genetic Clinic: Experience of the First Seven Years.” In
Familial Cancer and Prevention: Molecular Epidemiology, a New Strategy toward Cancer
Control, edited by George R. Fraser, 51–58. New York, NY: Wiley-Liss.

Fujimura, Joan H. 1996. Crafting Science: A Sociohistory of the Quest for the Genetics of Cancer.
Cambridge, MA: Harvard University Press.

Gaudillière, Jean-Paul. 2002. Inventer la biomédecine: La France, l’Amérique et la production des
savoirs du vivant après 1945. Paris: La Decouverte.

Harnden, David. 2004. “Interview with Peter Harper, 18 March 2004.” Genetics and Medicine His-
torical Network, available online at https://genmedhist.eshg.org/fileadmin/content/website-
layout/interviewees-attachments/Harnden,%20David.pdf.

Harper, Peter S. 2019. The Evolution of Medical Genetics: A British Perspective. Boca Raton, FL:
CRC Press.

Heisterkamp, Nora, John Groffen, John R. Stephenson, N. K. Spurr, P. N. Goodfellow, E. Solomon, B.
Carritt, andW. F. Bodmer. 1982. “Chromosomal Localization of Human Cellular Homologues of
Two Viral Oncogenes.” Nature 299 (5885): 747–749.

Hogan, Andrew J. 2013. “Locating Genetic Disease: The Impact of Clinical Nosology on Biomedical
Conceptions of the Human Genome (1966–1990).” New Genetics and Society 32 (1): 78–96.

Hogan, Andrew J. 2016. Life Histories of Genetic Disease: Patterns and Prevention in Postwar
Medical Genetics. Baltimore, MD: Johns Hopkins University Press.

Houlston, R. S., V. Murday, C. Harocopos, C. B. Williams, and J. Slack. 1990. “Screening and
Genetic Counselling for Relatives of Patients with Colorectal Cancer in a Family Cancer
Clinic.” British Medical Journal 301 (6748): 366–368.

Houlston, R. S., J. Slack, and V. Murday. 1990. “Risk Estimates for Screening Adenomatous Polypo-
sis Coli.” The Lancet 335 (8687): 484.

Itoh, H., R. S. Houlston, C. Harocopos, and J. Slack. 1990. “Risk of Cancer Death in First Degree
Relatives of Patients with Hereditary Nonpolyposis Cancer Syndrome (Lynch Type II): A
Study of 130 Kindreds in the United Kingdom.” British Journal of Surgery 77 (12): 1367–
1370.

Jones, E. M., and E. M. Tansey, eds. 2013. Clinical Cancer Genetics: Polyposis and Familial Color-
ectal Cancer c.1975–c.2010. Wellcome Witnesses to Contemporary Medicine, vol. 46. London:
Queen Mary University of London.

Jones, E. M., and E. M. Tansey, eds. 2015. Human Gene Mapping Workshops c.1973–c.1991. Well-
come Witnesses to Contemporary Medicine, vol. 54. London: Queen Mary University of
London.

Kan, Yuet Wai, and Andrée M Dozy. 1978. “Antenatal Diagnosis of Sickle-Cell Anaemia by D.N.A.
Analysis of Amniotic-Fluid Cells.” The Lancet 2 (8096): 910–912.

Keating, Peter, and Alberto Cambrosio. 2001. “The New Genetics and Cancer: The Contributions of
Clinical Medicine in the Era of Biomedicine.” Journal of the History of Medicine and Allied
Sciences 56 (4): 321–352.

Keating, Peter, and Alberto Cambrosio. 2003. Biomedical Platforms: Realigning the Normal and
Pathological in Late-Twentieth-Century Medicine. Cambridge, MA and London: MIT Press.

Kingston, Helen M. 1989. “Clinical Genetic Services.” British Medical Journal 298 (6669): 306–308.
Latif, Farida, Kalman Tory, James Gnarra, Masahiro Yao, Fuh-Mei Duh, Mary Lou Orcutt, Thomas

Stackhouse, et al. 1993. “Identification of the von Hippel-Lindau Disease Tumor Suppressor
Gene.” Science 260 (5112): 1317–1320.

New Genetics and Society 23

https://genmedhist.eshg.org/fileadmin/content/website-layout/interviewees-attachments/Harnden,%20David.pdf
https://genmedhist.eshg.org/fileadmin/content/website-layout/interviewees-attachments/Harnden,%20David.pdf


Leeming, William. 2005. “Ideas about Heredity, Genetics, and ‘Medical Genetics’ in Britain, 1900–
1982.” Studies in History and Philosophy of Science, Part C: Studies in History and Philosophy
of the Biological and Biomedical Sciences 36 (3): 538–558.

Lindee, M. Susan. 2005. Moments of Truth in Genetic Medicine. Baltimore, MD: The Johns Hopkins
University Press.

Löwy, Ilana. 2010. Preventive Strikes: Women, Precancer and Prophylactic Surgery. Baltimore, MD:
Johns Hopkins University Press.

Lynch, Henry T., Giuseppe Cristofaro, Paul Rozen, Hans Vasen, Patrick Lynch, J.-P. Mecklin, and Jim
St. John. 2003. “History of the International Collaborative Group on Hereditary NonPolyposis
Colorectal Cancer.” Familial Cancer 2 (Supplement 1): 3–5.

MacDonald, F., D. G. Morton, P. M. Rindl, J. Haydon, R. Cullen, J. Gibson, J. P. Neoptolemos,
M. R. B. Keighley, C. M. McKeown, and M. Hultén. 1992. “Predictive Diagnosis of Familial
Adenomatous Polyposis with Linked DNA Markers: Population Based Study.” British
Medical Journal 304 (6831): 869–872.

Maher, E. R., E. Bentley, J. W. R. Yates, D. Barton, A. Jennings, I. W. Fellows, M. A. Ponder, et al.
1990. “Mapping of Von Hippel-Lindau Disease to Chromosome 3p Confirmed by Genetic
Linkage Analysis.” Journal of Neurological Sciences 100 (1): 27–30.

Møller, Pål, G. Evans, H. Vasen, M. M. Reis, N. Haites, E. Anderson, J. Apold, et al. 1999. “Guide-
lines for Follow-up of Women at High Risk for Inherited Breast Cancer: Consensus Statement
from the Biomed 2 Demonstration Programme on Inherited Breast Cancer.” Disease Markers
15: 207–211.

Morange, Michel. 1997. “From the Regulatory Vision of Cancer to the Oncogene Paradigm, 1975–
1985.” Journal of the History of Biology 30 (1): 1–29.

Mukherjee, Siddhartha. 2011. The Emperor of All Maladies: A Biography of Cancer. London: Fourth
Estate.

National Cancer Institute. 2017. “The Genetics of Cancer.” https://www.cancer.gov/about-cancer/
causes-prevention/genetics, last accessed 20 January 2021.

Navon, Daniel. 2019. Mobilizing Mutations: Human Genetics in the Age of Patient Advocacy.
Chicago, IL: University of Chicago Press.

Necochea, Raul. 2007. “From Cancer Families to HNPCC: Henry Lynch and the Transformations of
Hereditary Cancer, 1975–1999.” Bulletin of the History of Medicine 81 (1): 267–285.

Palladino, Paolo. 2002. “Between Knowledge and Practice: Medical Professionals, Patients, and the
Making of the Genetics of Cancer.” Social Studies of Science 32 (1): 137–165.

Rabeharisoa, Vololona, and Pascale Bourret. 2009. “Staging andWeighting Evidence in Biomedicine:
Comparing Clinical Practices in Cancer Genetics and Psychiatric Genetics.” Social Studies of
Science 39 (5): 691–715.

Scheffler, Robin Wolfe. 2019. A Contagious Cause: The American Hunt for Cancer Viruses and the
Rise of Molecular Medicine. Chicago: University of Chicago Press.

Solomon, E., and W. F. Bodmer. 1979. “Evolution of Sickle Variant Gene.” The Lancet 1 (8122): 923.
Stemerding, Dirk, and Annemarie Nelis. 2006. “Cancer Genetics and Its ‘Different Faces of Auton-

omy’.” New Genetics and Society 25 (1): 1–19.
Stern, Alexandra Minna. 2012. Telling Genes: The Story of Genetic Counseling in America. Balti-

more, MD: Johns Hopkins University Press.
Terracini, Benedetto, and Roberto Zanetti. 2003. “A Short History of Pathology Registries, with

Emphasis on Cancer Registries.” Sozial- und Präventivmedizin 48 (1): 3–10.
Vasen, Hans F. A., Patrice Watson, Jukka-Pekka Mecklin, Henry T. Lynch, and the ICG–HNPCC.

1999. “New Clinical Criteria for Hereditary Nonpolyposis Colorectal Cancer (HNPCC, Lynch
Syndrome) Proposed by the International Collaborative Group on HNPCC.” Gastroenterology
116 (6): 1453–1456.

24 S. Sturdy

https://www.cancer.gov/about-cancer/causes-prevention/genetics
https://www.cancer.gov/about-cancer/causes-prevention/genetics


Veale, A. M. O. 1960. “Clinical and Genetic Problems in Familial Intestinal Polyposis.” Gut 1 (4):
285–290.

Wagner, G. 1991. “History of Cancer Registration.” In Cancer Registration: Principles and Methods,
edited by O. M. Jensen, D. M. Parkin, and R. MacLennan et al., 3–6. IARC scientific publication
95. Lyon: International Agency for Research on Cancer.

Wishart, David S. 2015. “Is Cancer a Genetic Disease or a Metabolic Disease?” EBioMedicine 2 (6):
478–479.

Wyke, John A. 2013. “Michael George Parke Stoker.” British Medical Journal 347 (7933): 27.

New Genetics and Society 25


	Abstract
	Introduction
	The beginnings of cancer family research and practice
	Walter Bodmer, the ICRF, and the introduction of molecular genetics
	Building bioclinical research capacity
	Family cancer clinics
	Synergy of research and clinical care
	Differentiation among family cancers
	Discussion
	Acknowledgements
	Disclosure statement
	ORCID
	References


<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles false
  /AutoRotatePages /PageByPage
  /Binding /Left
  /CalGrayProfile ()
  /CalRGBProfile (Adobe RGB \0501998\051)
  /CalCMYKProfile (U.S. Web Coated \050SWOP\051 v2)
  /sRGBProfile (sRGB IEC61966-2.1)
  /CannotEmbedFontPolicy /Error
  /CompatibilityLevel 1.3
  /CompressObjects /Off
  /CompressPages true
  /ConvertImagesToIndexed true
  /PassThroughJPEGImages false
  /CreateJobTicket false
  /DefaultRenderingIntent /Default
  /DetectBlends true
  /DetectCurves 0.1000
  /ColorConversionStrategy /sRGB
  /DoThumbnails true
  /EmbedAllFonts true
  /EmbedOpenType false
  /ParseICCProfilesInComments true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 524288
  /LockDistillerParams true
  /MaxSubsetPct 100
  /Optimize true
  /OPM 1
  /ParseDSCComments false
  /ParseDSCCommentsForDocInfo true
  /PreserveCopyPage true
  /PreserveDICMYKValues true
  /PreserveEPSInfo false
  /PreserveFlatness true
  /PreserveHalftoneInfo false
  /PreserveOPIComments false
  /PreserveOverprintSettings false
  /StartPage 1
  /SubsetFonts true
  /TransferFunctionInfo /Remove
  /UCRandBGInfo /Remove
  /UsePrologue false
  /ColorSettingsFile ()
  /AlwaysEmbed [ true
  ]
  /NeverEmbed [ true
  ]
  /AntiAliasColorImages false
  /CropColorImages true
  /ColorImageMinResolution 150
  /ColorImageMinResolutionPolicy /OK
  /DownsampleColorImages true
  /ColorImageDownsampleType /Bicubic
  /ColorImageResolution 300
  /ColorImageDepth -1
  /ColorImageMinDownsampleDepth 1
  /ColorImageDownsampleThreshold 1.50000
  /EncodeColorImages true
  /ColorImageFilter /DCTEncode
  /AutoFilterColorImages false
  /ColorImageAutoFilterStrategy /JPEG
  /ColorACSImageDict <<
    /QFactor 0.90
    /HSamples [2 1 1 2] /VSamples [2 1 1 2]
  >>
  /ColorImageDict <<
    /QFactor 0.40
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000ColorACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 15
  >>
  /JPEG2000ColorImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 15
  >>
  /AntiAliasGrayImages false
  /CropGrayImages true
  /GrayImageMinResolution 150
  /GrayImageMinResolutionPolicy /OK
  /DownsampleGrayImages true
  /GrayImageDownsampleType /Bicubic
  /GrayImageResolution 300
  /GrayImageDepth -1
  /GrayImageMinDownsampleDepth 2
  /GrayImageDownsampleThreshold 1.50000
  /EncodeGrayImages true
  /GrayImageFilter /DCTEncode
  /AutoFilterGrayImages false
  /GrayImageAutoFilterStrategy /JPEG
  /GrayACSImageDict <<
    /QFactor 0.90
    /HSamples [2 1 1 2] /VSamples [2 1 1 2]
  >>
  /GrayImageDict <<
    /QFactor 0.40
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000GrayACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 15
  >>
  /JPEG2000GrayImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 15
  >>
  /AntiAliasMonoImages false
  /CropMonoImages true
  /MonoImageMinResolution 1200
  /MonoImageMinResolutionPolicy /OK
  /DownsampleMonoImages true
  /MonoImageDownsampleType /Average
  /MonoImageResolution 300
  /MonoImageDepth -1
  /MonoImageDownsampleThreshold 1.50000
  /EncodeMonoImages true
  /MonoImageFilter /CCITTFaxEncode
  /MonoImageDict <<
    /K -1
  >>
  /AllowPSXObjects true
  /CheckCompliance [
    /None
  ]
  /PDFX1aCheck false
  /PDFX3Check false
  /PDFXCompliantPDFOnly false
  /PDFXNoTrimBoxError true
  /PDFXTrimBoxToMediaBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXSetBleedBoxToMediaBox true
  /PDFXBleedBoxToTrimBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXOutputIntentProfile (None)
  /PDFXOutputConditionIdentifier ()
  /PDFXOutputCondition ()
  /PDFXRegistryName ()
  /PDFXTrapped /False

  /Description <<
    /ENU ()
  >>
>> setdistillerparams
<<
  /HWResolution [600 600]
  /PageSize [595.245 841.846]
>> setpagedevice


