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A Matter of Degree: The Normalisation of Hypertension, circa 

1940 – 2000 

 

Carsten Timmermann 

 

High blood pressure is a peculiar disorder. In most cases it is without 

symptoms, and patients are often diagnosed with hypertension, curiously, 

when they have no idea that they are ill. A quick series of easy measurements 

with the sphygmomanometer, a piece of laboratory technology that has 

become part of routine medical practice, delivers the diagnosis. Even though 

mild or moderate hypertension itself hardly causes any symptoms, most 

doctors and medical administrators agree that the disorder is ‘one of the most 

important preventable causes of premature death worldwide’ and treatment is 

advisable.1 High blood pressure is framed today generally not as a disease 

that causes direct suffering, but as a ‘risk factor’ in stroke and heart disease, a 

quantifiable marker of potential disease.2 However, the boundary that 

separates normal and pathological blood pressure remains disputed. A recent 

review article on the pathophysiology of hypertension avoids questions of 

classification and does not mention any such boundaries.3 The general 

consensus, based on a number of long-term epidemiological studies, is that in 

terms of risk the lowest is the best possible blood pressure. Medical authors 

tend to be careful not to draw a clear line between physiological and 

pathological blood pressures, but government-appointed committees are 

willing to recommend thresholds for treatment, and these thresholds get 
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increasingly lower. In recent US guidelines on hypertension ‘high normal 

blood pressure’ (above 120/80 mm Hg) has been re-classified as ‘pre-

hypertension’ and treatment is recommended.4  

Well into the 1950s hypertension was quite a different matter from what 

we take it to be today. Hypertension was conceived of as a disease, and a 

pressure reading of, say, 140/80 mm Hg alone (classified as stage 1 

hypertension in the new US guidelines) would definitely not have raised a 

doctor’s eyebrows. With only very few, drastic treatment options available, 

whether a patient was to receive treatment or not was a matter of judgement 

for the physician rather than the expected (and officially sanctioned) response 

to a series of sphygmomanometer readings. In general, the hypertensives 

who received treatment had malignant hypertension, severely increased blood 

pressure with manifest pathological effects, a disease which not only posed a 

long-term risk but led to clearly distinguishable, acute symptoms and possibly 

the death of the patient. According to one of the pioneers of hypertension 

research in Britain, Sir Colin Dollery, malignant hypertension has all but 

disappeared from the industrialised world since effective drug treatments 

became available in the 1950s.5 Simultaneously hypertension was re-defined 

as a quantitative disease, the upper end of a bell-shaped normal distribution. 

In the absence of symptoms, hypertension has come to be framed by 

epidemiological data, notions of risk, and a succession of new drug 

treatments.  

The transition from an acute, life-threatening disease into a matter of 

degree and the difficulty of defining boundaries makes hypertension an ideal 

test case for Georges Canguilhem’s classic essay on The Normal and the 
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Pathological. Hypertension is a disorder that is defined by modern medical 

science. In this chapter, after introducing Canguilhem’s main arguments I will 

turn to the role that clinical science has played in the transition of high blood 

pressure. I will conclude by discussing the wider context of this transition 

during a time that has often been characterised as the ‘golden age’ of modern 

biomedicine, and some of its implications. 

 

The normal and the pathological 

 

Georges Canguilhem’s book on The Normal and the Pathological, first 

conceived in 1943 and revised in the mid-1960s, has received a lot of 

attention recently, not least from cultural theorists, after being reissued in 

1991  in the trendy ‘Zone’ cultural studies series, with an introduction by 

Michel Foucault.6 The philosopher and physician Canguilhem owes much of 

this revived interest in the English-speaking world to the fact that Foucault 

named him as one of his major influences.7 It should not be forgotten, though, 

that The Normal and the Pathological was initially above all a book about 

physiology and its role in the epistemology of medicine. Canguilhem’s book is 

an expression of long-standing concerns, not only in France, about the 

meanings of scientificity in medicine. He challenges the notion (which he 

traces to Claude Bernard) that medicine can only be scientific if it is reduced 

to the application of physiology with its positivist assumption that life is 

governed by laws identical in kind to those that govern the world of inanimate 

objects. He points to the problems associated with Bernard’s attempts to 
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identify the normal with a – quantifiable – ideal of organic function that can be 

assessed by way of rigorous experimentation. Physiology is where the 

laboratory and the clinic meet, and this leads to tensions. If the body is merely 

a complicated mechanism, whose functions and dysfunctions can be 

evaluated by way of laboratory technologies (such as the 

sphygmomanometer), there can be no qualitative difference between normal 

and pathological states. If, on the other hand, the normal is more or less 

identical with the ‘healthy’ and therefore attached with qualitative values, there 

can be no continuity between normal and pathological states. 

Canguilhem not only questions the uncritical use of physiological 

concepts in practical medicine, he also rejects the other common approach to 

normality, that of statistics. Statistically obtained averages cannot provide a 

doctor with clear guidelines for judging the health of individuals. While the 

distinction between normal and pathological is clear for every individual, 

boundaries between normal and pathological on the level of populations are 

fuzzy. Furthermore, the real opposite of the normal is the abnormal and not 

the pathological, and an anomaly does not automatically lead to illness but 

may merely be a (potentially useful) variation.  

Health, according to Canguilhem, depends on the ability of individuals to 

respond to different environments by adaptation, by adopting new norms, 

which in certain circumstances can lead to physiological parameters very 

different from those measured under the ideal laboratory conditions that 

Bernard aimed for (and these parameters may therefore well be abnormal). 

Disease, in turn, is caused by the inability to adapt. Malignant hypertension 

fulfils these requirements: it severely restricts patients’ abilities to adapt to 
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new situations, and they know that they are not well. Malignant hypertension 

in the 1940s and 50s, according to Colin Dollery, was a ‘death dealing 

disease’, and most of the patients he encountered before effective drugs 

became available felt seriously ill.8 They often had difficulties with breathing at 

night, were woken in the morning by a headache and troubled during the day 

by blurred vision.9 Canguilhem’s book emphasises the role of individual 

experience as the root of all medical science. Perceived illness is the basis of 

the science of pathology and of all meaningful knowledge on physiological 

processes, but physiology in turn does not provide us with reliable information 

on what is pathological. An increased blood pressure may be merely the 

attempt of the body to adapt to a special situation. 

Canguilhem locates the origins of the notions he analyses (and 

criticises), of the pathological as merely a quantitative variation of health, in 

the nineteenth century. While well established in physiology, however, these 

concepts were implemented in medical practice only in the twentieth century. 

In the following sections of this chapter I will look at the role that the 

establishment of an infrastructure for clinical research played in this process 

(in Britain roughly between the end of World War I and the 1950s), along with 

the development of new, ‘physiological’ means of medical intervention -  

biological and chemical therapeutic agents that were highly visible symbols of 

medical progress. I will offer possible explanations for the success of the 

concept of a quantitative disease in a medical landscape shaped by the new 

clinical sciences as well as new administrative concerns, by contextualising a 

well-publicised debate over the re-framing of high blood pressure in Britain in 

the mid-twentieth century. The dispute between two influential British 
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clinicians, George White Pickering and Robert Platt, over the nature of 

essential hypertension, provides me with a lens to study this transition.10  

 

Platt, Pickering and clinical science in Britain 

 

Both Platt and Pickering were prominent clinical scientists, but as we will see 

they represented slightly different traditions. Compared to France and 

Germany, Britain was late to establish an infrastructure for clinical science. 

Christopher Lawrence has argued in two important articles that until well into 

the twentieth century, the British medical élite were rather sceptical about the 

new institutions of clinical science.11 Established British clinicians were not 

opposed to medical innovations per se. However, wedded firmly to a medical 

market place where the part-time affiliation with a medical school provided 

them with competitive advantages, élite doctors felt uneasy about the growing 

state intervention in medicine. As Christopher Booth has shown, prior to 

World War I England had no clinical science tradition to speak of. There were 

no full-time professors in clinical subjects, for example, and the London 

medical schools had no clinical laboratories, hardly any links with the 

universities, and no paid staff.12 This changed after the war, not least due to 

the activities of the new Medical Research Council (MRC).13  

To establish an infrastructure for medical research to the Council meant 

both the training of young researchers and the provision of posts at MRC units 

in hospitals around the country. Initially, in the absence of an existing clinical 

research landscape, this was partly an export of Cambridge physiology into 
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clinical settings, and partly an attempt to copy German and US models.14 The 

research units of Thomas Lewis and Thomas Renton Elliot at University 

College Hospital (UCH) were dedicated to the translation of themes such as 

cardiovascular regulation, pioneered by Cambridge physiologists, into clinical 

research.15 The colleague of Platt and Pickering and professor at the 

Postgraduate Medical School at Hammersmith Hospital, John McMichael, 

highlighted this in 1952: ‘Progress in understanding disease processes is 

determined by the availability and applicability of laboratory techniques. 

Clinical investigation closely follows physiology, while surgery and 

pharmacology provide its therapeutic “experiments”.’16 

George Pickering’s work, like McMichael’s, was initially informed by the 

research schools of Lewis and Elliot. Much of Pickering’s training was geared 

towards a career in full-time medical research, and he never worked in private 

practice. Throughout his career he was based in the ‘Golden Triangle’ of 

Oxford, Cambridge, and London. He studied at Pembroke College, 

Cambridge, and pursued his clinical studies at St Thomas’s Medical School in 

London, from where he graduated in 1930. After resident appointments at St 

Thomas’s he entered Thomas Lewis’s clinical research unit at University 

College London.17 In 1939 Pickering was appointed professor of medicine at 

St Mary’s Hospital, London, where he assembled a group of clinicians and 

scientists working on the study of blood pressure, employing a wide range of 

approaches, from biochemistry to epidemiology. In 1956, Oxford University 

appointed Pickering as Regius Professor of Medicine. 

Robert Platt’s career unfolded in the provinces and was initially not as 

focused on research as Pickering’s. Platt studied medicine in Sheffield and 
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began his teaching career as a part-time lecturer at the University of Sheffield, 

also running a successful private practice.18 After World War II, he accepted 

an offer to become the first full-time, salaried Professor of Medicine at the 

University of Manchester, appointed to the first chair of this kind outside the 

capital.19 Under his leadership the Manchester department specialised in 

nephrology, the physiology and pathology of the kidney.20 Platt’s career and 

his move from part-time university appointment and a flourishing private 

practice in Sheffield to a full-time university chair in post-war Manchester is 

representative of the larger changes in British twentieth-century academic 

medicine, namely the move from part-time to full-time clinical research posts.  

In the following section we will examine how their different backgrounds, 

with Platt more wedded to an older, individualist model of clinical practice than 

Pickering, found their reflections in different concepts of the nature of high 

blood pressure. 

 

Hypertensive disease 

 

How was high blood pressure framed when Platt and Pickering started their 

careers? In the 1930s and 40s high blood pressure – if no other obvious 

causes could be found – marked a distinct and specific disease, essential 

hypertension or hypertensive disease. According to this paradigm, which Platt 

continued to defend, there was also a distinct group of people, the 

hypertensives. While they may not know this when young, their blood 

pressure would inevitably go up later in life if not treated in time. In younger 
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years, these hypertensives would not even necessarily have high blood 

pressure. 

Platt and his co-workers in their work on high blood pressure followed up 

patients who were treated at the Manchester Royal Infirmary for malignant 

hypertension. Significant for Platt’s approach, and distinguishing it from 

Pickering’s, as we will hear, was that he studied patients who were 

undergoing treatment in his hypertension clinic, and their relatives. In 

Canguilhem’s terms, Platt’s patients had already lost their innocence and lived 

their lives under the new, narrower conditions that the disease was imposing 

on them. The treatment, in many cases surgical sympathectomies with their 

serious side effects, kept patients alive but would never return them to the 

state that Canguilhem calls normative.21 Platt was looking for family links and 

believed to have found the cause of the hypertensive disease of his patients 

in their genes. 

The paper in which Platt summarised the results of his study on heredity 

and hypertension was published in the Quarterly Journal of Medicine in 

1947.22 Drawing on his work with the Manchester patients, Platt suggested 

that ‘essential hypertension is the heterozygous (or occasionally homozygous) 

expression of a dominant Mendelian characteristic’, or in other words, he 

proposed the existence of a specific hypertension gene.23 This suggestion 

was in line with much of the contemporary literature. Platt’s article does not 

explicitly state where he expected the genetic defect to be located, but it is 

likely that he was thinking about a gene associated with aspects of kidney 

function. Platt argued for the necessity of long-term follow-up studies into the 

natural history of hypertension.24 He hypothesised that these studies were 
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going to reveal that with regard to blood pressure the population was divided 

into two distinct groups: a normal majority, and a distinct group of 

hypertensives, whose blood pressure was going to reach pathological levels 

in middle age. 

In the 1940s, Pickering may have agreed with Platt. Based on a review 

he published in 1952, it is quite plausible to assume that Pickering expected 

the results of a study he and his co-workers were then undertaking at St 

Mary’s Hospital to be in line with Platt’s suggestions and the dominant 

hypotheses regarding the nature of essential hypertension (although he 

already discusses the difficulty of determining upper limits of normal blood 

pressure).25 The debate between the two began two years later when 

Pickering and his co-authors, Michael Hamilton, John Alexander Fraser 

Roberts, and Clive Sowry, published the results of this study in a series of 

articles in the journal Clinical Science, entitled ‘The Ætiology of Essential 

Hypertension’.26 The conclusions of Pickering and his co-authors were 

different from Platt’s in a number of significant points. Above all, they disputed 

his evidence for the existence of two distinct groups, one normal and one 

hypertensive. Hypertension to Pickering was now merely a quantitative 

phenomenon, the upper end of a normal distribution of blood pressures. The 

distinction between physiological and pathological was unclear, and where 

two groups seemed to show in the data, this was an artefact of measurement. 

‘Hypertension is,’ Pickering wrote in 1974, ‘... as I pointed out in 1955, a new 

type of disease in which the deviation from the norm is one of degree and not 

of kind. It is a quantitative disease.’27 
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Pickering and his colleagues, in contrast to Platt, did not study a group of 

hypertensives but surveyed the blood pressures of outpatients at St Mary’s 

Hospital who were treated for conditions, mostly surgical, that had nothing to 

do with hypertension. In regard to blood pressure, they were studying 

apparently healthy people. The study was the attempt to find the normal 

distribution of the markers of a potential disease in a healthy population. This 

approach was subsequently taken much further by large epidemiological 

studies such as the Framingham Heart Study and the smaller-scale follow-up 

studies undertaken by the MRC Epidemiological Research Unit in South 

Wales (for which Pickering acted as an advisor).28 These studies were 

designed to not only establish distributions in normal populations, but  also  

look at the emergence of pathological problems over time. They aimed at 

calculating the statistical links between physiological parameters in healthy 

people and subsequent illness, statistical entities which today we call risk 

factors.29  

Pickering’s quantitative concept of hypertension was the product of 

surveys, and the difference between Platt and Pickering could also be 

interpreted as an expression of the transition proposed by David Armstrong, 

from ‘hospital medicine’ to ‘surveillance medicine’.30 In Platt’s eyes, 

hypertension was an essential reality – either you had it or you did not. 

According to Pickering, blood pressure was distributed along a continuum. 

Everybody was to be considered normal, but that did not mean that they were 

necessarily also healthy. While treatment may be appropriate, this had to be 

decided for every individual patient, taking into account other parameters. A 
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clear distinction between hypertensives and non-hypertensives was 

impossible. 

 

Surveys, statistics and genetics 

 

The main factor shaping Pickering’s new outlook was his wholehearted 

embrace of surveys and statistical methods, brought about by his 

collaboration with John Alexander Fraser Roberts, an expert on statistics and 

human genetics.31 Fraser Roberts, the son of a Welsh farmer, had started his 

career in agricultural genetics in the 1920s, studying inherited characteristics 

in Welsh mountain sheep. In the 1930s he turned to human biology, and in 

1943 he obtained his MD. At the time of the collaboration with Pickering he 

held three different posts. He was Director of the Burdon Mental Research 

Department at Stoke Park Colony, Bristol; Director of Research at the Royal 

Eastern Counties Institution in Colchester (site of Lionel Penrose’s work on 

Phenyl Ketone Urea); and Lecturer in Medical Genetics at the London School 

of Hygiene and Tropical Medicine (home institution of the pioneering 

biostatisticians and epidemiologists, Sir Austin Bradford Hill and Major 

Greenwood). Fraser Roberts had also established a genetic counselling clinic 

at the Great Ormond Street Children’s Hospital. He was Pickering’s link to 

reformed eugenics, new thinking in psychology, and an increasingly more 

sophisticated body of knowledge in medical statistics and population 

genetics.32 
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Platt nurtured what he himself called an ‘amateur interest’ in genetics, 

and his knowledge of statistics was limited.33 Statistics was not strictly 

speaking Pickering’s specialty either, but he could draw on the expertise of 

Fraser Roberts. Increasingly central to the debate was the question if 

Pickering’s bell curve was really a bell curve, or a composite curve with 

humps that moved towards higher blood pressures in older populations and 

represented the carriers of one, or several hypertension genes.34 Pickering 

compared the distribution of blood pressures to Francis Galton’s (the pioneer 

of eugenics) findings on height distribution in Britain, and the distribution of 

intelligence, which was one of Fraser Roberts’ main fields of expertise. The 

Platt camp, in contrast, compared hypertension with phenylketonuria, a 

disorder caused by a mutation in a single gene.  

The debate between Platt and Pickering triggered a series of letters to 

the Lancet, and informed much British research on high blood pressure and 

the epidemiology of cardiovascular disease in the 1950s and 1960s. Well-

known examples were the studies by Morrison and Morris on London bus 

drivers and conductors, and those already mentioned, by William Miall and his 

co-workers, on the inhabitants of mining villages in South Wales, both 

conducted within MRC research units.35 Miall and his colleagues designed 

their study in collaboration with Pickering and Fraser Roberts, while Morris 

and Morrison supported Platt’s hypotheses.36 A team of epidemiologists at the 

London School of Hygiene and Tropical Medicine, meanwhile, worked on 

ways of achieving non-biased blood pressure measurements.37 The debate 

died down in the mid-1960s, when Platt moved away from his single gene 

hypothesis, while Pickering conceded that the bell curve may well 



 15 

accommodate pathologies caused by single gene mutations. After all, nobody 

challenged the statistical distribution of intelligence or body height, despite the 

existence of disorders such as phenylketonuria which caused mental 

deficiencies and others that affected body height. 

 

Physiological norms and administrative change 

 

It is comparatively easy to explain what shaped Pickering’s new approach to 

the nature of high blood pressure, but it is difficult to analyse the changing 

attitudes to what counted as medical mainstream within the changing social 

and moral economies of modern medicine. Steve Sturdy and Roger Cooter 

have attempted to do this for laboratory medicine, arguing that the 

increasingly central role of the laboratory in modern medicine since the late 

nineteenth century in Britain was closely associated with new administrative 

demands growing out of the rationalisation of health systems.38 They suggest 

that  

the academicization of leading sectors of hospital medicine, and 

the introduction of laboratories and other scientific investigative 

techniques into clinical research, teaching and practice, did much 

to favour the growth of an administrative as opposed to an 

individualized way of knowing in medicine. This way of knowing 

was well suited to the demands of administering a corporate 

system of mass health care organized around a hierarchical 

division of medical labour. Shaped by the need to regulate and 
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standardize diagnostic and therapeutic practice, it was closely 

linked to the pursuit of efficiency both in hospital medicine and in 

the health care system as a whole.39  

Sturdy and Cooter do not discuss the central roles of statistics and genetics, 

which, as we have seen, complemented laboratory approaches in Pickering’s 

new take on high blood pressure. It seems that the implementation of 

physiological concepts in clinical practice in Britain went along with another 

epistemic transition in medicine, associated with the rise of the welfare state. 

Since the late nineteenth century, as David Armstrong has pointed out, 

the dispensary played an increasingly central role in medical epistemology. 

Similarly, the survey became a crucial tool in medicine, and Armstrong 

suggests that this paved the way for a new epistemic system, which he calls 

‘surveillance medicine’.40 The objects of surveillance medicine are not 

individual bodies, as in hospital medicine, but populations. The normal came 

to be located not in the individual body (as for Bernard) but in the social body. 

In the course of the transition from hospital medicine to a preventive paradigm 

organised around the results of surveys, statisticians and geneticists felt that 

they had something to offer to clinicians. Population genetics combined the 

survey with the laboratory and, by way of genetic counselling, even with the 

individual clinical encounter. Fraser Roberts, in the 1940 edition of his 

textbook, saw the main significance of genetic analysis in its scientific 

forecasting ability that could potentially help to meet the emerging need for 

focused prophylaxis in medicine: ‘A clear recognition of genetic susceptibility,’ 

he argued, ‘might be the best approach to the identification of controllable 

factors.’ And, well within the paradigms of reformed eugenics, the ‘knowledge 
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that a special hereditary susceptibility existed might sometimes lead to the 

institution of earlier treatment than would otherwise be the case’.41 It may 

hardly be necessary to point out (as Cooter and Sturdy argued for the 

laboratory) that academic epidemiology, too, had its roots in administrative 

concerns. The MRC Units for Social Medicine and for Epidemiology had 

conceptual and institutional links with welfare administration and occupational 

medicine. The South Wales Unit was initially dedicated to pneumoconiosis, 

miner’s disease. Jerry Morris, the founder of the Social Medicine Unit was 

drawn to social medicine through his friendship with Richard Titmuss, the 

statistician and pioneer of the post-war welfare state.42 

The late 1940s and 1950s were a time when infectious disease seemed 

to be defeated and epidemiologists turned to chronic and degenerative 

diseases, the ailments of middle and old age such as cardiovascular disorders 

and cancer. The risk factor concept was born in the life insurance industry in 

the early twentieth century and found its way into mainstream medical science 

and practice in the 1950s.43 Epidemiological studies pointed to the association 

of high blood pressure with cardiac heart disease and turned risk factors into 

a serious scientific concept.44 Platt’s single gene hypothesis matched the 

older clinical paradigm of hospital medicine, which looked at specific patients 

that could be identified and treated. Pickering’s quantitative concept was 

informed by a focus on populations rather than individual patients, and 

ultimately allowed the treatment of a risk, a potential problem, rather than an 

identifiable, specific disease. 
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Therapy defines disease 

 

The post-World War II period saw not only the rise of administrative concerns 

in medicine, but also an increasingly central role for the pharmaceutical 

industry. New therapies for chronic diseases confronted western health 

bureaucracies with new cost pressures. Today drugs for high blood pressure 

are big sellers. The cost of antihypertensive drugs in the United States, for 

example, amounts to currently about 15 billion US Dollars, accounting for 10 

percent of the country’s total spending on drugs.45  

Drug treatments for hypertension were developed around the same time 

when the debate between Platt and Pickering enlivened the pages of the 

Lancet and informed much British research on high blood pressure. The new 

drugs led to the disappearance of malignant hypertension, but, as side effects 

became less drastic, they also led to continuing debates over the treatment of 

mild and moderate hypertension, imposing greatly increased costs on the 

health system.46 In the absence of clear notions of where the physiological 

ended and the pathological started, therapy was no longer just reactive. 

Rather, the availability and expected success of a therapy began to determine 

the diagnosis.47 ‘While there is no natural dividing line between what is normal 

and what is abnormal’, Pickering argued in 1974, ‘something is known about 

the levels of arterial pressure above which treatment is beneficial’.48 

In the 1940s, high blood pressure was treated surgically by 

sympathectomy in a minority of patients suffering from life-threatening 

malignant hypertension. Both Platt and Pickering treated patients in this 

way.49 The side effects of the operation could be drastic and it went out of 
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fashion in the 1950s. Surgical sympathectomy was replaced by a class of 

drugs, the ganglion blockers, which were thought to block the nerve endings 

of the sympathetic nerve system in what resembled a chemical 

sympathectomy and whose side effects were almost as drastic as those of the 

surgical procedure.50 Pickering studied the effects of these drugs in the early 

1950s.51 Other drugs followed, which all lowered blood pressures but in many 

cases caused what resembled a new disease in turn. 

In 1948, a low-salt rice diet promoted by the emigré Walter Kempner at 

Duke University (inspired by the teachings of the German lifestyle reform 

movement), showed an unexpected antihypertensive effect and was tested by 

an MRC working group that included Platt.52 It also led to the work on the 

thiazide diuretics in the laboratories of Sharp & Dohme, drugs that make 

patients urinate more and lead to a reduction of the amount of fluid and salt in 

the body. The thiazide diuretics, first marketed by Merck Sharpe & Dohme in 

1959, had few side effects and were the first drugs that allowed the mass 

treatment of high blood pressure patients, even for milder forms of 

hypertension.53 It was now justifiable to treat a mere risk factor, a blood 

pressure at the upper end of a normal distribution, without first having to 

identify a distinct and specific pathology. 

There are parallels with psychiatric disorders, which also became 

normalised due to the growing influence of what Armstrong calls the 

‘community gaze’ and the availability of new drug treatments in the post-war 

period. According to Armstrong:  

In essence, the post-war psychiatric perception was a normalizing 

gaze: not, as in the Panopticon, a normalizing gaze over an 
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enclosed and inherently ‘abnormal’ population, but over an entire 

domain. This normalizing gaze over the whole tended to obliterate 

the legitimacy of the distinction between normal and abnormal and 

tended to create one community where before there had been 

two.54 

Normalisation had consequences for members of both former ‘communities’. 

The boundaries between healthy and ill, between normal and abnormal (and 

also between somatic and psychological) became blurred. 

 

Conclusion 

 

Armstrong’s approach helps us to understand where the quantitative 

approach to high blood pressure and the risk factor approach had their origins 

and why they were so successful in the context of post-war medicine, but this 

does not automatically mean that Canguilhem’s concerns have lost their 

validity. Surveillance medicine may be part of medical reality today, but it is 

not the whole story. Medical encounters still take place between individuals, 

and it is difficult to argue that there is not some essential reality to illness. 

What Armstrong calls surveillance medicine is merely an additional layer of 

medical reality and, as John Pickstone has argued, the history of medicine is 

not ideally told as a story of successions, in which the new completely 

replaces older layers.55 In fact, the hospital medicine of Foucault’s The Birth of 

the Clinic (Pickstone calls this analytical medicine) and the older, individualist 

model of patronage medicine (Pickstone identifies it as biographical 
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medicine), both continue to play important roles in certain realms of modern 

medical practice.56 

Canguilhem’s book, The Normal and the Pathological, was conceived at 

the beginning of the rise of the risk factor model. His criticism is mostly 

directed towards the growing influence of physiological concepts in medical 

practice. The Normal and the Pathological was partly a contribution to the 

debate over the old question if medicine is more of an art or a science. There 

are clear links and continuities between Canguilhem’s thinking and the holist 

criticism of mainstream medicine that flourished in the interwar period: 

Canguilhem cites Kurt Goldstein, for example, as a major influence.57 Another 

influence was Henry Sigerist, who is best known in the English-speaking 

world as a historian of medicine, but who also wrote extensively on the theory 

of medicine and was among the more outspoken participants in debates over 

a crisis of modern medicine in Weimar Germany.58 This chapter has focused 

on Britain, and here criticisms analogous to those voiced by Canguilhem 

found their expression in long-standing concerns over the incommunicability 

of clinical knowledge, as analysed by Christopher Lawrence.59 

The debate between Platt and Pickering partly had its origins in the 

different meanings that the notions of the ‘normal’ and the ‘pathological’ have 

acquired in the different realms of clinical science, medical practice and health 

administration. The relatively new field of geriatrics, as Armstrong shows, is 

one where the blurring of the boundary between normal and pathological is 

especially noticeable. The variation of physiological parameters becomes 

broader with age, and may pass into abnormality. This can (but does not have 

to) lead to states that are best described as pathological. But what makes 
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these states pathological? Here we are back with Canguilhem. It depends on 

the living subject and his or her environment whether a variation is perceived 

as unbearable. We know when we feel ill (and when we don’t). According to 

the geriatrician Bernard Isaacs: ‘the ability to define the “normal” becomes 

neither a matter of semantics nor statistics, but a burning issue to be decided 

afresh at every clinical intervention.’60 

The notion of a risk factor has added a new dimension to the question of 

what is healthy and what pathological. Being identified as ‘at higher than 

average risk’ (to suffer a stroke, for example) reconfigures a subject as not 

quite healthy, but not quite ill either. A risk factor is not automatically a 

disease, neither is it a clearly identifiable cause of disease. It is, for example, 

a behavioural pattern (such as smoking) or a physiological parameter (such 

as blood pressure) associated statistically with the development over time of 

disease in a population. But what does this mean for individuals? If, as 

Canguilhem argues, disease is ‘not merely the disappearance of a 

physiological order but the appearance of a new vital order’, so is the 

assurance that an individual may be at risk of premature death or disability.61 

Whether blood pressure is normal or not is a fairly theoretical question. But 

when an individual, who may feel perfectly healthy at the time, is told that his 

or her high blood pressure may affect her life expectancy or quality of life, and 

when he or she is advised to undergo treatment to lower this blood pressure, 

this affects what Canguilhem calls normativity and turns the individual into a 

patient.  

Sociological studies have shown that in individual clinical encounters 

both medical staff and patients tend to translate statistical risk into binary 
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categories of normal or abnormal, sick or healthy, which are more easily 

grasped.62 While people with high blood pressure may not feel ill, they are 

nevertheless entering a new stage in their lives when they are told that they 

are ‘at risk’ and are prescribed drugs to treat this risk. Being treated provides 

them with a new identity. In cases where the side effects of the drugs are 

worse than the symptoms caused by the increased blood pressure, this 

makes it inevitable to accept the new ‘patient’ identity. Ironically, experts and 

textbook authors such as Pickering have been very aware of this, warning 

their readers not to frighten their patients unnecessarily or bother them with 

unnecessary treatments. However, in practice things often look different. The 

increasing costs, which chronic diseases impose on the welfare system, have 

politicised risk factors and created an incentive to turn physiological into 

political norms. The regulation of physiological functions has become an 

important issue for the regulation of the economy, and the population 

approach of surveillance medicine provides a means of mediation between 

individual bodies, the physiological laboratory, and the administrative bodies 

of the welfare state. 
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