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In memory of my parents











Socrates, in Plato, would prescribe no Physick for Charmides’ headache till first he had eased his troublesome mind; body and soul must be cured together, as head and eyes....


—Robert Burton


Whoever ... sees in illness a vital expression of the organism, will no longer see it as an enemy. In the moment that I realise that the disease is a creation of the patient, it becomes for me the same sort of thing as his manner of walking, his mode of speech, his facial expression, the movements of his hands, the drawings he has made, the house he has built, the business he has settled, or the way his thoughts go: a significant symbol of the powers that rule him, and that I try to influence when I deem it right.


—George Groddeck
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Many perceptual alterations may occur in migraine. The strangest and profoundest is mosaic vision, here shown in a self-portrait by the artist Paul Bateman. (Courtesy of the artist.)










Preface to the Revised (1992) Edition



The chief features of migraine—its phenomena, and how these are experienced by the patient, its mode of occurrence, the triggers that may provoke it, the general ways in which one may live with it or combat it—none of these has changed in 2,000 years. Thus a vivid and detailed description of these matters is always relevant, and cannot become obsolete.


Many patients with migraine—especially young patients who experience a migraine aura, or an attack of classical migraine for the first time—have no idea what is happening to them, and may be terrified that they have a stroke, a brain tumour, or whatever—or conversely, that they are going mad, or suffering from some bizarre hysteria. It is an immense reassurance for such patients to learn that what they have is neither grave nor factitious, but a morally neutral, recurrent yet essentially benign condition which they share with countless others, and which is well understood. “Fear of this disease,” wrote Montaigne, “used to terrify you, when it was unknown to you.” A patient who has read Migraine will not be cured, but at least he will know what he has, and what it means, and will no longer be terrified.


Migraine, of course, is not just a description, but a meditation on the nature of health and illness, and how, occasionally, human beings may need, for a brief time, to be ill; a meditation on the unity of mind and body, on migraine as an exemplar of our psychophysical transparency; and a meditation, finally, on migraine as a biological reaction, analogous to that which many animals show. I think that these wider considerations, of migraine as part and parcel of the human condition, also retain their relevance—they constitute the unchanging taxonomy of migraine.


There have been reissues of Migraine over the years, but all of these, to my mind, have suffered from abridgement—from omitting some of the detail or discussion of the original, or watering it down, or trying to make the book more “popular” or “practical.” Such attenuations, I have come to think, are wrong—the book is strongest in its original form, without ceasing to be accessible to the general reader.


And yet, clearly, there have been important advances in the last twenty years, relating to our new understanding of the mechanism of migraine, and to the development of new drugs and other techniques which can aid in its management. A patient who suffers severe and frequent migraines has a much better chance of dealing with this than he had in 1970. I am therefore making various additions to the book, including a new chapter (16) dealing with the exciting physiological and pharmacological discoveries of the last two decades, and the new modes of treatment for migraine which these now make available. I have added postscripts to three chapters, exploring migraine in relation to chaos and consciousness theory. I have also added a number of further case histories, a historical appendix, and numerous footnotes throughout the book. With these additions, the current edition becomes the fullest, as well as the most current, edition of Migraine.


In the original manuscript of Migraine (1967–68) there was a Part V, which consisted of a re-examination of the most complex geometric forms of the aura, and an attempt to provide a deep explanation of these. I came to feel that I had not succeeded in this, and that any such attempt, indeed, was premature at the time. So I omitted that part from the published book. It has been an especial pleasure, now, to be able to return to this project, and, with my colleague Ralph Siegel, to suggest a general theory or explanation of these aura phenomena of a sort which would not have been possible 25 years ago. Thus, in this 1992 edition, there is, finally, a Part V.


O. W. S.


New York


February 1992










Preface to the Original (1970) Edition



When I saw my first migraine patient, I thought of migraine as a peculiar type of headache, no more and no less. As I saw more patients, it became apparent to me that headache was never the sole feature of a migraine, and, later still, that it was not even a necessary feature of all migraines. I was moved, therefore, to enquire further into a subject which appeared to retreat before me, growing more complex, less capable of circumscription, and less intelligible, the more I learned of it. I delved into the literature of the subject, submerged, and then re-emerged, more knowledgeable in some ways but more confused in others. I returned to my patients whom I found more instructive than any book. And after I had seen a thousand migraine patients, I saw that the subject made sense.


I was at first disconcerted, but later delighted, at the complexity of the histories I received. Here was something which could pass, in a few minutes, from the subtlest disorders of perception, speech, emotion and thought, to every conceivable vegetative symptom. Every patient with classical migraine opened out, as it were, into an entire encyclopaedia of neurology.


I was recalled from my neurological preoccupation by the suffering of my patients and their appeals for help. Some patients I could help with drugs, and some with the magic of attention and interest. The most severely-afflicted patients defeated my therapeutic endeavours until I started to enquire minutely and persistently into their emotional lives. It now became apparent to me that many migraine attacks were drenched in emotional significance, and could not be usefully considered, let alone treated, unless their emotional antecedents and effects were exposed in detail.


I thus found it necessary to employ a sort of continuous double-vision, simultaneously envisaging migraine as a structure whose forms were implicit in the repertoire of the nervous system, and as a strategy which might be employed to any emotional, or indeed biological, end.


I have endeavoured, in the composition of this book, to keep these two perspectives constantly in view, portraying migraines as both physical and symbolic events. Part I is devoted to describing the forms of migraine attacks as experienced by the patient and observed by the physician. Part II is concerned with the many circumstances—physical, physiological, and psychological—which may provoke isolated or repeated migraine attacks. Part III is divided between a consideration of the physiological mechanisms of the migraine attack, and a discussion of the biological and psychological roles which migraines, and certain allied disorders, may fill. Part IV is concerned with the therapeutic approach to migraine, and forms both a corollary and a supplement to the preceding portions of the book.


I have used simple language wherever possible, and technical language wherever necessary. Although the first two parts of this work are primarily descriptive, in contrast to the third part which is explanatory and speculative, I have at all times moved freely, perhaps too freely, between the statement of facts and the questioning of their meaning. If the frame of reference is steadily broadened, its expansion is demanded by the many, various, and sometimes very strange facts we are forced to consider.


I entertain the hope that three groups of readers may find something of interest in this book. First sufferers from migraine, and their physicians, who seek an intelligible account of what migraine is, and how to treat it. Secondly, students and investigators of migraine who may be assured of finding a detailed, if somewhat discursive, reference-book on the subject. Lastly, general readers of a speculative turn of mind (not necessarily medical men!), who are invited to see in migraine something which has countless familiar analogies in human and animal functioning, a model which illuminates the entire range of psychophysiological reactions, by reminding us, again and again, of the absolute continuity of mind and body.
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Foreword



The affliction of migraine has been described for at least the past 2,000 years; and no doubt every generation of modem man, with his history of perhaps 250,000 years, has its experience of this constellation of disorders. Yet it is a very common opinion of the public and the medical profession that little is known about migraine and even less to be done about it. Only in 1970 have arrangements been made for a clinic to deal with migraine to be set up in the City of London.


It is true that migraine is listed in textbooks of medicine and especially of neurology, but usually rather briefly among other intermittent disorders such as epilepsy and neuralgia. The common attitude is that migraine is merely a form of mainly non-disabling headache which occupies far more of a busy doctor’s time than its importance warrants. Some of the accompaniments, such as vomiting and visual disturbances, are well recognised; sometimes to the extent that a diagnosis of migraine will be made only when a set pattern of visual upset, headache and vomiting occur in regular order. Some tablets and the current inelegant cliché of “learning to live with it” are advised by the physician, who hopes that he will not be on duty the next time the patient comes for advice. Because of the lack of full comprehension of the complexities and variabilities of a condition which is in every way fascinating in its phenomenology, many doctors are only too pleased when a patient, in desperation, takes himself off to the practitioners of “fringe medicine,” almost hoping that the results will be both disastrous and very costly.


Is the medical profession entirely at fault? Does the name of an authoritative or “definitive” textbook spring to mind? Are there numerous well-equipped and properly organised centres where the condition may be studied? Are there extensive statistics about the whole problem, such as there are for, say, industrial accidents, bronchial carcinoma or measles? Did we have as students a single lecture on migraine, and did anyone tell us that migraine is not just a tiresome form of occasional headache which someone else rather boringly suffers from? Almost certainly not; and the awareness that migraine is an expression of the genetics, personality, way of life of an individual is only very recently being proclaimed.


Another remarkably neglected aspect of the migrainous process is the disorder of physiology which it expresses. In no other condition may we find the complete physiological experiment in a human being which the migrainous attack provides. We see, we may feel ourselves, the gradual disintegration of function of the normal person, exactly as we do in a case of stroke or of brain tumour; but without the disaster of the permanent disability. Within a few minutes or an hour or so the attack is past; the symptoms and signs, which may include those of dysphasia and hemiplegia, double vision, vertigo, vomiting, bowel disturbance, water balance changes, personality disorders, have vanished. However, few studies have been carried out under these circumstances; and research, such as it is, is more likely to have been carried out on more or less anaesthetised animals, who probably do not have migraine as we know of it.


To redress this imbalance of interest, experience, physiological knowledge and therapeutic enterprise, we need a synoptic work which sets out for us all the whole scope of the migrainous space-time continuum, the lifelong pattern of ever-changing features and factors which the patient with migraine both suffers and creates. His social circle, his work associates, and especially his physicians are inseparable elements in this continuum.


Dr. Oliver Sacks has undertaken the task of providing the general view which has for so long been lacking. In an immensely energetic act of clinical scholarship, he has brought together virtually all the features of modern knowledge on the subject of migraine. It is an interesting academic exercise for the neurologist to try and detect the omission of some minor point which he believes that he, almost alone, may have noted. It is extremely hard to find any such omission.


Let us hope that this work will achieve full success from its determination to illumine the grand scheme of migraine. Any such success must have immense benefits to individual patients, and also to both medical practitioners and society in general.


WILLIAM GOODDY










Historical Introduction



Migraine affects a substantial minority of the population, occurs in all civilisations, and has been recognised since the dawn of recorded history. If it was a scourge, or an encouragement, to Caesar, Paul, Kant, and Freud, it is also a daily fact of life to anonymous millions who suffer in secrecy and silence. Its forms and symptoms, as Burton remarked of melancholy, are “irregular, obscure, various, so infinite, Proteus himself is not so diverse.” Its nature and causes puzzled Hippocrates, and have been the subject of argument for two thousand years.


The major clinical characteristics of migraine—its periodicity, its relation to character and circumstance, its physical and emotional symptoms—had all been clearly recognised by the second century of our era. Thus Aretaeus describes it, under the name of Heterocrania:




And in certain cases the whole head is pained, and the pain is sometimes on the right, and sometimes on the left side, or the forehead, or the fontanelle; and such attacks shift their place during the same day . . . This is called Heterocrania, an illness by no means mild . . . It occasions unseemly and dreadful symptoms . . . nausea; vomiting of bilious matters; collapse of the patient . . . there is much torpor, heaviness of the head, anxiety; and life becomes a burden. For they flee the light; the darkness soothes their disease; nor can they bear readily to look upon or hear anything pleasant . . . The patients are weary of life and wish to die.





While his contemporary Pelops described and named the sensory symptoms which might precede an epilepsy (the aura), Aretaeus observed the analogous symptoms which inaugurated certain migraines:




. . . flashes of purple or black colours before the sight, or all mixed together, so as to exhibit the appearance of a rainbow expanded in the heavens.





Four hundred years elapsed between the observations of Aretaeus and the treatises of Alexander Trallianus. Throughout this period repeated observations confirmed and elaborated the terse description of Aretaeus, while reiterating, unquestioned, the theories of antiquity concerning its nature. The terms heterocrania, holocrania, and hemicrania struggled with each other for many centuries; hemicrania ([image: ]μικρανία) ousted its rivals, and has finally evolved, through an immense number of transliterations, to the migraine or megrim we speak of today. The terms sick-headache, bilious-headache (cephalgia biliosa) and blind-headache have been in popular use for many centuries.1


Two categories of theory have dominated medical thinking on the nature of migraine since the time of Hippocrates; both were still a matter of serious dispute at the end of the eighteenth century, and both, variously transformed, command wide popular assent today. It is, therefore, no work of supererogation, but one of the greatest relevance to trace the evolution of these two classical theories; we will speak of the humoral theory and the sympathetic theory.


An excess of yellow or black bile, it was supposed, could occasion not only a liverish feeling, a black humour, or a jaundiced view of life, but the bilious vomiting and gastric upset of a sick-headache.2 The essence of this theory, and of the form of treatment which it implies, is precisely expressed by Alexander Trallianus:




If therefore headache frequently arises on account of a superfluity of bilious humour, the cure of it must be affected by means of remedies which purge and draw away the bilious humour.





Purging and drawing away the bilious humour—in this lies the historical justification of innumerable derivative theories and treatments, many of them practised at the present day. The stomach and bowel may become laden with bilious humours: hence the immemorial use of emetics, laxatives, cathartics, purgatives, etc. Fatty foods draw bilious humours to the stomach, therefore the diet of the migraineur must be sparse and ascetic. Thus, the puritanical Fothergill, a lifelong sufferer from migraine, considered the following especially dangerous:




Melted butter, fat meats, spices, meat-pies, hot buttered toast, and malt liquors when strong and hoppy . . .





Similarly, it has always been considered, and is still so held, that constipation (i.e. retention of bilious humours in the bowel) may provoke or prelude an attack of migraine. Similarly, bilious humours might be reduced at their source (a variety of “liver pills” is still recommended for migraine), or diminished if their concentration in the blood became too high (blood-letting was particularly recommended in the sixteenth and seventeenth centuries as a cure for migraine). It is not, perhaps, unduly far-fetched to regard current chemical theories of the origin of migraine as intellectual descendants of the ancient humoral doctrines.


Contemporary in origin with the humoral theories, and evolving concurrently with them, have been a variety of “sympathetic” theories. These hold that migraine has a peripheral origin in one or more of the viscera (the stomach, the bowel, the uterus, etc.), from which it is propagated about the body by a special form of internal, visceral communication; this occult form of communication, hidden from and below the transactions of consciousness, was termed “sympathy” by the Greeks, and “consensus” by the Romans, and was conceived to be of particular importance in connecting the head and the viscera (“mirum inter caput et viscera commercium”).


The classical notions of sympathy were revived, and given a more exact form by Thomas Willis. Willis had come to reject the Hippocratic notions of hysteria as arising from the physical trajectory of the womb about the body, and instead came to visualise the uterus as radiating the phenomena of hysteria through an infinitude of minute pathways about the body. He extended this concept to the transmission of a migraine throughout the body and of many other paroxysmal disorders.


Willis set out, three centuries ago, to review the entire domain of nervous disorders (De Anima Brutorum), and in the course of this work included a section (“De Cephalalgia”) which must be considered as the first modern treatise on migraine, and the first decisive advance since the time of Aretaeus. He organised a vast mass of medieval observations and speculations on the subjects of migraine, epilepsy and other paroxysmal reactions, and added to these clinical observations which were extraordinary in their accuracy and sobriety.3 Consulted on one occasion by a lady with a headache, he has passed down to us the following incomparable description of migraine:




Some years since, I was sent for to visit a most noble Lady, for above twenty years sick with almost a continual Headach, at first intermitting . . . she was extremely punished with this Disease. Growing well of a Feavour before she was twelve years old, she became obnoxious to pains in the Head, which were wont to arise, sometimes of their own accord, and more often upon very light occasion. This sickness being limited to no one place of the Head, troubled her sometimes on one side, sometimes on the other, and often thorow the whole compass of the Head. During the fit (which rarely ended under a day and a night’s space, and often held for two, three, or four days) she was impatient of light, speaking, noise, or of any motion, sitting upright in her Bed, the Chamber made dark, she would talk to nobody, nor take any sleep, or sustenance. At length about the declination of the fit, she was wont to lye down with an heavy and disturbed sleep, from which awakening she found herself better . . . Formerly, the fits came not but occasionally, and seldom under twenty days of a month, but afterwards they came more often; and lately she was seldom free.





Willis, discussing this case, shows himself fully aware of the many predisposing, exciting and accessory causes of such attacks: “. . . An evil or weak constitution of the parts . . . sometimes innate and hereditary . . . an irritation in some distant member or viscera . . . changes of season, atmospheric states, the great aspects of the sun and moon, violent passions, and errors in diet.” He was well aware, also, that migraine, though frequently intolerable, is benign:




. . . But although this Distemper most grievously afflicting this noble Lady, above twenty years . . . having pitched its tents near the confines of the Brain, had so long besieged its regal tower, yet it had not taken it; for the sick Lady, being free from a Vertigo, swimming in the Head, Convulsive Distempers, and any Soporiferous symptoms, found the chief faculties of her soul sound enough.





The other classical concept revived by Willis was that of idiopathy, a tendency to periodic and sudden explosions in the nervous system.4 Thus the migrainous nervous system, or the epileptic nervous system, could be detonated at any time, by a variety of influences—physical or emotional—and the remotest effects of the explosion were conveyed throughout the body by sympathy, by presumed sympathetic nerves whose existence Willis himself could only infer.


Sympathetic theories were particularly favoured and elaborated in the eighteenth century. Tissot, observing that stomach disorders might precede and apparently inaugurate a migraine headache, and that vomiting could rapidly bring the entire attack to a close, suggests:




It is then most probable that a focus of irritation is formed little by little in the stomach, and that when it has reached a certain point, the irritation is sufficient to give rise to acute pains in all the ramifications of the supraorbital nerve . . .





Contemporary with Tissot, and also lending the weight of his authority to such sympathetic theories, was Robert Whytt; observing “. . . the vomiting that generally accompanies inflammation of the womb; the nausea, the disordered appetite, that follows conception . . . the headache, the heat and pains in the back, the intestinal colic suffered when the time of the menstrual flow approaches . . . etc.,” Whytt pictures the human body (in Foucault’s eloquent paraphrase) as riddled, from one extremity to another, by obscure but strangely direct paths of sympathy: paths which could transmit the phenomena of a migraine, or a hysteria, from their visceral origins.


It is important to note that the finest clinical observers of the eighteenth century—Tissot (who wrote voluminously on migraine, and whose 1790 treatise was the true successor of Willis’s “De Cephalalgia”), Whytt, Cheyne, Cullen, Sydenham, etc.—made no arbitrary distinctions between physical and emotional symptoms: all had to be considered together, as integral parts of “nervous disorders.” Thus Robert Whytt brings together, as intimate and interrelated symptoms,




. . . An extraordinary sensation of cold and heat, of pains in several parts of the body; syncopes and vaporous convulsions; catalepsy and tetanus; gas in the stomach and intestines . . . vomiting of black matter; a sudden and abundant flow of clear pale urine . . . palpitations of the heart; variations in the pulse; periodic headaches; vertigo and nervous spells . . . depression, despair . . . madness, nightmares or incubi.





This central belief, this concept of the inseparable unity of psychophysiological reactions, was fractured at the start of the nineteenth century. The “nervous disorders” of Willis and Whytt were rigidly divided into “organic” versus “functional,” and as rigidly partitioned between neurologists and alienists; Liveing and Jackson, it is true, did portray migraine as an indivisible psychophysiological entity without internal divisions, but their views were exceptional and against the bias of their century.


Superb descriptions of migraine appeared in great numbers with the opening of the nineteenth century, almost all of which had a vividness which seems to have vanished from the medical literature. Looking back on the riches of this older literature one is tempted to imagine that every physician of note either had migraine or made it his business to describe the phenomenon: included in this galaxy of names are those of Heberden and Wollaston, in the first decade of the century, Abercrombie, Piorry and Parry in its second and third decades, Romberg, Symonds, Hall, and Möllendorff around the middle of the century; brilliant descriptions were also provided by a number of non-medical men, among whom the astronomers Herschel and the Airies (father and son) were pre-eminent.


Almost all of these descriptions, however, dwelt on the physical aspects of migraine attacks, while neglecting their emotional components, antecedents, and uses. The theories of the nineteenth century, likewise, lacked the generality of the earlier doctrines, and were usually concerned with very specific mechanical aetiologies of one type or another. Vascular theories were very popular, whether these envisaged general plethora, cerebral congestion, or specific dilatations and constrictions of the cranial vessels. Local factors were given great weight: swelling of the pituitary gland, inflammation in the eyes, etc. Hereditary “taint” and masturbation were also inculpated towards the middle of the century (they had also been summoned to explain epilepsy and insanity), and in such theories—as in later theories of auto-intoxication, infective foci, etc.—an anachronistic quality is apparent, for the mode of action was ostensibly physical, but covertly and implicitly moral.


Homage must be singled out for a remarkable Victorian masterpiece, Edward Liveing’s treatise On Megrim, Sick-Headache, and Some Allied Disorders, which was composed between 1863 and 1865, but only published in 1873. Bringing to his subject the acumen and learning of a Gowers, and the imaginative depth and range of a Hughlings Jackson, Liveing encompassed and ordered the entire range of migrainous experience, and its place amid an immense surrounding field of “allied and metamorphotic disorders.” As Hughlings Jackson utilised the phenomena of epilepsy to visualise the evolution and dissolution of hierarchically-organised functions in the nervous system, so Liveing performed a comparable task using the data of migraine. Historical depth and generality of approach must be the justifications of any medical essay, and in these respects Liveing’s masterpiece has never been equalled.


An essential part of Liveing’s vision (and in this he was more related to Willis and Whytt than to his contemporaries) was the realisation that the varieties of migraine were endless in number, and that they coalesced with many other paroxysmal reactions. His own theory of “nerve-storms,” of great generality and power, explained, as no other theory could, the sudden or gradual metamorphoses so characteristic of migraine attacks. The same thesis was expanded by Gowers, who portrayed migraine, faints, vagal attacks, vertigo, sleep-disorders, etc. as related to each other and to epilepsy—all such nerve-storms being mutually if mysteriously transformable amongst themselves.


The present century has been characterised both by advances and retrogressions in its approach to migraine. The advances reflect sophistications of technique and quantitation, and the retrogressions represent the splitting and fracturing of the subject which appears inseparable from the specialisation of knowledge. By a historical irony, a real gain of knowledge and technical skill has been coupled with a real loss in general understanding.


A migraine is a physical event which may also be from the start, or later become, an emotional or symbolic event. A migraine expresses both physiological and emotional needs: it is the prototype of a psychophysiological reaction. Thus the convergence of thinking which its understanding demands must be based, simultaneously, both on neurology and on psychiatry (the convergence envisaged and brought nearer by Cannon, the physiologist, and Groddeck, the analyst); finally, migraine cannot be conceived as an exclusively human reaction, but must be considered as a form of biological reaction specifically tailored to human needs and human nervous systems.


The fragments of migraine must be gathered together and presented, once more, as a coherent whole. There have been innumerable technical papers and monographs which have extended and crystallised our knowledge of specific aspects of the subject. But there has not been a general essay since the time of Liveing.










PART I



The Experience of Migraine










Introduction



Our first problem arises from the word migraine, which implies the existence of a (hemicranial) headache as a defining characteristic. It is necessary to state, at the very outset, that headache is never the sole symptom of a migraine, nor indeed is it a necessary feature of migraine attacks. We shall have occasion to consider many types of attack which exhibit every characteristic of migraines—clinically, physiologically, pharmacologically, and otherwise—but lack a headache component. We must retain the word migraine in view of its long and customary usage, but allow its extension far beyond the limits of any dictionary definition.


A variety of different syndromes may be recognised within the migraine-complex, and these may overlap, merge, and metamorphose into one another. The most frequently-occurring of these is the Common Migraine in which we find an assortment of migrainous symptoms grouped around the cardinal symptom of migraine headache (chapter 1). When components other than headache come to dominate an otherwise similar clinical picture, we may speak of Migraine Equivalents, and under this head we will consider periodic and recurrent attacks dominated by nausea and vomiting, abdominal pain, diarrhoea, fever, drowsiness, mood-changes, etc. (Chapter 2). We must also discuss, in conjunction with these, certain other forms of attack and reaction which bear a clear if more remote relation to migraine: motion-sickness, fainting, vagal attacks, etc.


Separate consideration must be given to a peculiarly acute and dramatic type of attack—the Migraine Aura. Such auras may occur as isolated events, or they may be followed by headache, nausea, and other features of the migraine-complex. The entire syndrome, in the latter event, is termed a Classical Migraine (Chapter 3).


Somewhat isolated from the above syndromes is a highly distinctive variant of migraine which has been described under a variety of names, and is best termed Migrainous Neuralgia. Very rarely, a common or classical migraine may be followed by long-lasting neurological deficits: these are termed Hemiplegic or Ophthalmoplegic Migraines. In conjunction with these rare variants we will allude to Pseudo-Migraines, the mimicking of true migraines by organic lesions (Chapter 4).


Part I concludes with an attempt to define, in the terms already employed, some formal characteristics common to all types of migraine attack, i.e. the general structure of migraine.










ONE



Common Migraine




Since about my twentieth year, though otherwise in good health, I have suffered from migraine. Every three or four weeks I am liable to an attack . . . I wake with a general feeling of disorder, and a slight pain in the region of the right temple which, without overstepping the mid-line, reaches its greatest intensity at midday; towards evening it usually passes off. While at rest the pain is bearable, but it is increased by motion to a high degree of violence . . . It responds to each beat of the temporal artery. The latter feels, on the affected side, like a hard cord, while the left is in its normal condition. The countenance is pale and sunken, the right eye small and reddened. At the height of the attack, when it is a violent one, there is nausea . . . There may be left behind a slight gastric disorder; frequently, also, the scalp remains tender at one spot the following morning . . . For a certain period after the attack I can expose myself with impunity to influences which before would have infallibly caused an attack.


du Bois Reymond, 1860





The cardinal symptoms of common migraine are headache and nausea. Complementing these may be a remarkable variety of other major symptoms, in addition to minor disorders and physiological changes of which the patient may not be aware. Presiding over the entire attack there will be, in du Bois Reymond’s words, “a general feeling of disorder,” which may be experienced in either physical or emotional terms, and tax or elude the patient’s powers of description. Great variability of symptoms is characteristic, not only of attacks in different patients, but between successive attacks in the same patient.


These, then, are the ingredients of a common migraine. We will list and describe them one by one, while understanding that migrainous symptoms never occur in such schematic isolation, but are linked to one another in various ways. Some symptoms are conjoined to form characteristic constellations, while others present themselves in a definite and often dramatic order, so that we may recognise a basic sequence to the attacks.


HEADACHE




The character of the pains varied very much; most frequently they were of a hammering, throbbing or pushing nature . . . [in other cases] pressing and dull . . . boring with sense of bursting . . . pricking . . . rending . . . stretching . . . piercing . . . and radiating . . . in a few cases it felt as if a wedge was pressed into the head, or like an ulcer, or as if the brain was torn, or pressed outwards.


Peters, 1853





Migraine headache is traditionally described as a violent throbbing pain in one temple, and not infrequently takes this form. It is impossible, however, to specify a constant site, quality, or intensity for in the course of a specialised practice one will encounter all conceivable varieties of head-pain in the context of migraine. Wolff, whose experience is unmatched in this area, has stated (1963):




The sites of the migraine headache are notably temporal, supra-orbital, frontal, retrobulbar, parietal, postauricular, and occipital . . . They may occur as well in the malar region, in the upper and the lower teeth, at the base of the nose, in the median wall of the orbit, in the neck and in the region of the common carotid arteries, and down as far as the tip of the shoulder.





One may say, however, that migraine headache is unilateral in onset more frequently than not, although it tends to become diffuse in distribution later in the attack. One side is generally attacked by preference, and in a few patients there may be an invariable left- or right-sided involvement throughout life. More commonly there is only a relative preference, often associated with the severity of pain: severe frequent hemicrania on one side with mild occasional hemicrania on the opposite side. A number of patients complain of an alternation of hemicrania from one side to the other in successive attacks, or even in the same attack. At least a third of all patients experience a bilateral or diffuse headache (holocrania) from the outset of the attack.


The quality of migraine headache is similarly variable. Throbbing occurs in less than half of all cases, and in these may characterise the headache only at its inception, soon giving way to a steady aching. Continued throbbing throughout the attack is uncommon, and occurs chiefly in those who drive themselves to continued physical activity despite a migraine. Throbbing, when it occurs, is synchronised with arterial pulsation, and may be accompanied by visible pulsation of extracranial arteries.


Its intensity is proportional to the increased amplitude of such arterial pulses (Wolff), and the pain may be interrupted by pressure on the affected artery, or the common carotid artery, or sometimes the eyeball, on the affected side. Such occlusion is immediately followed, when the finger is released, by a violent resurgence of the arterial pulse and the head-pain. Throbbing is not, however, a sine qua non of vascular headache, and its absence does not have the significance of its occurrence. One may say, however, that almost all vascular headaches are aggravated by active or passive head-movement, or by the transmitted impulse of coughing, sneezing or vomiting. The pain is therefore minimised by rest, or by splinting of the head in one position. It may also be mollified by counter-pressure; many migraine sufferers will press the affected temple into their pillows, or hold the affected side with their hand.


The duration of migraine headache is very variable. In extremely acute attacks (“migrainous neuralgia”) the pain may last only a matter of minutes. In a common migraine, the duration is rarely less than three hours, is commonly of eight to twenty-four hours’ duration, and on occasion may last several days, or in excess of a week. Tissue changes may become manifest in very extended attacks. The superficial temporal artery (or arteries) may become exquisitely tender to the touch and visibly indurated. The surrounding skin may also become tender, and remain in this state for more than a day following the subsidence of the headache. Very rarely a spontaneous hygroma or haematoma may form about the affected vessel.


The intensity of migrainous headache is extremely variable. It may be of incapacitating violence, or so faint that its presence is only detected by the transient pain consequent upon jolting of the head or coughing.5 Nor need the intensity remain constant throughout the attack; a slow waxing and waning with a period of a few minutes is commonly described, and much longer remissions and exacerbations may also occur, particularly in protracted menstrual migraines.


Migrainous headache is frequently complicated by the simultaneous or antecedent occurrence of other types of head-pain. Characteristic “tension-headache,” localised especially in the cervical and posterior occipital regions, may inaugurate a migraine headache, or accompany it, particularly if the attack is marked by irritability, anxiety, or continued activity throughout its duration. Such tension-headache must not be construed as an integral portion of the migraine, but as a secondary reaction to it.


NAUSEA AND ASSOCIATED SYMPTOMS




Eructations occur, either inodorous and without taste, or of an insupportable mawkishness; abundant mucosities and salivary fluid flow into the mouth, intermixed at times with those of a bitter, bilious taste; there is extreme disgust for food; general malaise . . . paroxysmal distensions of the stomach with gas, followed by belchings, with transient relief; or vomiting may occur . . .


Peters, 1853





Nausea is invariable in the course of a common migraine, whether it is trifling and intermittent, or continuous and overwhelming. The term “nausea” is used, and has always been used, in both literal and figurative senses, as denoting not only a specific (if unlocalisable) sensation, but a state of mind and pattern of behaviour—a turning-away, from food, from everything, and a turning-inwards. Even if there is no overt nausea, a vast majority of migraine patients will be averse to eating during the attack, knowing that the act of eating, the sight, the smell, or even the very thought of food may bring on overwhelming nausea. We might almost speak of latent nausea in this connection.


A variety of other symptoms, local and systemic, are likely to be associated with nausea. Increased salivation and reflux of bitter stomach-contents (“waterbrash”), with the necessity of swallowing or spitting, may not only accompany the sensation of nausea, but precede it by several minutes. Not uncommonly patients are alerted to the imminence of a severe sick-headache by finding their mouths filled with saliva or waterbrash, and may be enabled, by this timely signal, to take appropriate medication and ward off further oncoming symptoms.


Established nausea provokes various forms of visceral ejaculation: hiccup, belching, retching, and vomiting. If the patient is fortunate, vomiting may terminate not only his nausea but the entire migraine attack; more commonly, he will fail to secure relief from vomiting, and suffer instead an excruciating aggravation of concurrent vascular headache. When florid, nausea is far less tolerable than headache or other forms of pain, and in many patients, especially youthful ones, nausea and vomiting dominate the clinical picture and constitute the crowning misery of a common migraine.


Repeated vomiting first empties the existing stomach-contents, is followed by vomiting of regurgitated bile, and finally by repeated “dry” heaving or retching. It is the chief cause (in company with profuse sweating and diarrhoea) of the severe fluid and electrolyte depletion which can prostrate patients suffering protracted attacks.


FACIAL APPEARANCE


The picturesque terms “red migraine” and “white migraine” were introduced by du Bois Reymond, and retain a certain descriptive value. In a red migraine, the face is dusky and flushed: in the words of an old account




congested, with rushing and roaring in the head, bloating, glowing, and shining of the face, with protrusion of the eyes . . . great heat of the head and face . . . throbbing of the carotid and temporal arteries . . . (Peters, 1853)





A full-blown, plethoric appearance, as Peters describes, is distinctly uncommon, occurring in less than a tenth of cases of common migraine. Patients predisposed to red migraines often have a marked propensity to flush with anger or blush with embarrassment: facial erythema, we may say, is their “style”:


Case 40 A 60-year-old man of irascible temperament subject to common migraines since the age of 18, and bilious attacks and severe motion-sickness in childhood. He has a beef-red face, with tiny dilated arterioles in the nose and eyes. He flushes in his frequent rages, and indeed his face always seems to glow with a red smouldering fire which is the precise physiological counterpart of his chronic smouldering irritability. His face becomes crimson a few minutes before the onset of migraine headache, and remains flushed throughout the attack.


Much more familiar is the picture of white migraine, in which the face is pale, or even ashen, thin, drawn and haggard, while the eyes appear small, sunken, and ringed. These changes may be so marked as to suggest the picture of surgical shock. Intense pallor is always seen if there is severe nausea. On occasion, the face becomes flushed in the first few minutes of an attack, and then abruptly pale, as if, in Peters’s words, “all the blood passed suddenly from the head to the legs.”


Oedema of the face and scalp may occur, either as isolated features or in the context of a very general fluid-retention and oedema (see p. 22). Facial, lingual and labial swelling, reminiscent of an angioneurotic oedema, may occur at the inception of the attack in some patients. In one such patient whom I was able to observe at the inauguration of an attack, a massive periorbital oedema developed on one side a few minutes before the onset of headache. More commonly, facial and scalp oedema develop after prolonged dilatation of extracranial vessels, and are associated, as Wolff and others have shown, with fluid transudation and sterile inflammation about the involved vessels. The oedematous skin is always tender and has a lowered pain-threshold.


OCULAR SYMPTOMS


Tenderness or pain in an eyeball or other, almost uncategorizable, sensations in the eye—a sudden sense of the contours of one’s orbits, for example—may herald or accompany a migraine. There is usually some suffusion of small vessels in the globe, and in particularly severe attacks the eyes may become grossly bloodshot (this feature is characteristic in attacks of migrainous neuralgia). The eyes may appear moist (chemotic) from an increase in lacrimation—analogous to, and often synchronised with, the increased salivation—or bleary from an exudative inflammation of the vascular bed. Alternatively, the eyes may appear lustreless and sunken: a true enophthalmos may occur.


These changes in the eyeball, when severe, may be associated with a variety of symptoms: itching and burning in the affected eye(s), a painful sensitivity to light, and blurring of vision. Blurring of vision may be of incapacitating severity (“blind-headache”) and one may find it impossible to visualise the retinal vessels with any clarity at such times, due to the exudative thickening of the cornea.


NASAL SYMPTOMS


Descriptions of migraine rarely pay much attention to nasal symptoms, although careful questioning of patients will reveal that at least a quarter of them develop some “stuffiness” of the nose in the course of an attack. Examination at this time will show engorged and purple turbinates. Such symptoms and findings, when they are present, may mislead both patient and physician into making a diagnosis of “sinus” or “allergic” headache.


Another nasal symptom, which may come either towards the beginning or at the resolution of the attack, is a profuse catarrhal secretion. It will be readily understandable that the combination of a running nose with a sense of malaise and headache may mimic a “cold” or other viral infection, and there can be no doubt but that a number of such migraines are misdiagnosed as such. When, however, the “cold” shows some propensity to occur every weekend, or after acute emotional disturbances, the true diagnosis may become apparent.


The following case-history will illustrate how conspicuous a part may be played by nasal and other secretions in the course of a migraine, as well as certain other premonitory symptoms to be discussed later:


Case 20 A 53-year-old lady who has had common migraines of unusually elaborate format for nearly thirty years. At one time she used to have “a feeling of extreme well-being” the night before her attacks. More recently, she has tended to have feelings of intense drowsiness during the preceding evening, accompanied by repeated and uncontrollable yawning. She lays stress on the “unnatural . . . irresistible . . . ominous” qualities of this drowsiness. She will go to bed early, and her sleep will be of unusual length and density.


She will awake the next morning with what she terms “a feeling of unrest . . . My whole system is set off in some way, and everything starts to move inside me . . .” This feeling of unrest and internal motion resolves itself into a diffuse secretory activity, with profuse catarrh, salivation, lacrimation, sweating, watery diuresis, vomiting and diarrhoea. After two or three hours of this massive internal activity she develops an intense throbbing headache on the left side.


ABDOMINAL SYMPTOMS AND ABNORMAL BOWEL-ACTION


About one-tenth of adults who suffer from common migraine complain of abdominal pain or abnormal bowel-action during the course of the attack. The proportion is notably higher in younger patients, and the abdominal symptoms described here as a minor component of a common migraine may constitute the predominant or only symptoms in so-called “abdominal migraines” (see Chapter 2).


Two types of abdominal pain are described with some frequency: the first is an intense, steady, boring, “neuralgic” type of pain, usually felt in the upper abdomen and sometimes radiating to the back—it may mimic the pain of a perforated ulcer, cholecystitis or pancreatitis. Somewhat more commonly, the patient describes a colicky abdominal pain, often referred to the right lower quadrant, and not infrequently taken for appendicitis.


Abdominal distension, visceral silence, and constipation tend to occur in the prodromal or earlier portions of a migraine, and contrast-studies performed at this stage have confirmed that there is stasis and dilatation throughout the entire gastro-intestinal tract. This is succeeded in the later or closing portions of the attack by increased peristaltic activity throughout the gut, clinically manifest as colicky pain, diarrhoea, and gastric regurgitation.


LETHARGY AND DROWSINESS


Although many patients, especially indomitable and obsessional ones, make no concessions to a migraine and insist on driving themselves through the usual round of work and play, a degree of listlessness and a desire for rest are characteristic of all severe common migraines. A vascular headache exquisitely sensitive to motion of the head may in itself enforce inactivity, but we cannot accept this as the only, or even the chief, mechanism at work. Many patients feel weak during an attack and exhibit diminished tone of skeletal muscles. Many are dejected, and seek seclusion and passivity. Many are drowsy.


The relation of sleep to migraine is a complex and fundamental one, and we will have occasion to touch upon it in many different contexts: the incidence of syncope and stupor in the acutest forms of migraine (migraine aura and classical migraine), the tendency for migraines of all types to occur during sleep, and their putative relation to dream and nightmare states. At this point we must pay attention to three aspects of a complex relationship: the occurrence of intense drowsiness or stupor before or during a common migraine, the occasional abortion of attacks by a short sleep of unusual density, and the typical protracted sleep in which many attacks find their natural termination.


Nowhere in the literature can we find more vivid and accurate descriptions of migrainous stupor than in Liveing’s monograph.




It is important [he writes] to distinguish this drowsiness from the comparatively natural and graceful sleep which, in a large proportion of cases, terminates, and sometimes shortens the paroxysm. It is, on the contrary, of a most uncomfortable and oppressive character, sometimes verging on coma.





Liveing compares this drowsiness with the altered states of consciousness which may sometimes precede an asthmatic attack, citing the following introspective description of the latter:




Symptoms of an approaching fit began to appear at 4 p.m. The principal were fullness in the head, dullness and heaviness of the eyes, and disagreeable drowsiness. The drowsiness increased so much that I spent a great part of the evening in a succession of “trances,” as I call them. This horrid drowsiness generally prevents one from being sensible of the approach of a fit till it has commenced.





I have already cited a case from my own experience (Case 20, p. 19) in which the patient describes a very similar state of irresistible and unpleasantly-toned drowsiness as a prodromal feature of her attacks, and such descriptions may be manifold. Sometimes the drowsiness may precede other symptoms by minutes or hours, while at other times it presents itself pari passu with the headache and other symptoms. Repeated yawning is a characteristic feature of these lethargic states, presumably an attempted arousal mechanism to stave off the torpor. Migrainous drowsiness is not only “irresistible,” glutinous and unpleasantly toned, but tends to be charged with peculiarly vivid, atrocious and incoherent dreams, a state verging on delirium. It is best, therefore, not to yield to it.6


Some patients do, however, discover that a brief deep sleep near the commencement of a migraine may prevent its subsequent evolution.


Case 18 A 24-year-old man who suffers both from classical and common migraines, and has experienced, on other occasions, both nocturnal asthmas and somnambulistic episodes. He finds that he may fall into “a very deep sleep . . . they can hardly wake me” shortly after the onset of a migraine, and that if circumstances permit him to do this, he will awake within an hour with a sense of great refreshment, and the complete dispersal of all his symptoms. If he is prevented from sleeping in this fashion, the attack runs its course for the remainder of the day.


The duration of such curative sleeps may be very brief. Liveing cites the case of a gardener with typical abdominal migraines; this patient was able to abort the development of a full-blown attack if he could lie down under a tree and secure ten minutes’ sleep at its inception.


DIZZINESS, VERTIGO, FAINTNESS AND SYNCOPE


True vertigo must be considered quite exceptional in the course of a common migraine, although it is often experienced in a migraine aura or classical migraine. Milder states of “lightheadedness” occur with notable frequency. Selby and Lance (1960), in a clinical study of 500 patients with migraine of all types, found that “some 72 per cent complained of a sensation of dizziness, lightheadedness and unsteadiness . . .” They further observed that “sixty patients of 396 had lost consciousness in association with attacks of headache.”


The possible causes of such symptoms may, of course, be multiple, and will include autonomic reactions to pain and nausea, vasomotor collapse, prostration due to fluid loss or exhaustion, muscular weakness and adynamia, etc., in addition to the action of direct central mechanisms inhibiting the level of consciousness.


ALTERATIONS OF FLUID BALANCE


A number of migraine patients complain of increased weight, or tightness of clothes, rings, belts, shoes, etc. in association with their attacks. These symptoms have been submitted to precise experimental investigation by Wolff. Some weight-gain preceded the headache stage in more than a third of the patients he studied; since however the headache could not be influenced either by experimental diuresis or hydration, Wolff concluded that “weight gain and widespread fluid retention are concomitant but not causally related to headache,” an important conclusion which we shall have occasion to refer to, when we come to discuss the interrelationship of different symptoms in the migraine-complex.


During the period of water-retention urine is diminished in output and highly concentrated.7 The retained fluid is discharged through a profuse diuresis, sometimes associated with other secretory activities, as the migraine attack resolves.


Case 35	This 24-year-old woman has invariable menstrual migraines and one or two further attacks in the course of an average month. Both menstrual and extra-menstrual attacks are preceded by a weight-gain which may be as much as 10 lb.; the fluid is distributed in the trunk, feet, hands, and face, and takes about two days to accumulate. Coincident with the fluid-retention is “a great increase in nervous energy,” as the patient terms it, characterised by restlessness, hyperactivity, loquacity, and insomnia. This is followed by a 24- to 36-hour period of intestinal cramps and vascular headache. The detumescence of these attacks occurs, very literally, with a massive diuresis and an involuntary epiphora.


FEVER


Many patients may complain that they feel feverish during the course of a common migraine, and they may indeed demonstrate flushing of the face, coldness and cyanosis of the extremities, shivering, sweating, and alternating feelings of heat and cold preceding or accompanying the onset of headache. These symptoms are not necessarily accompanied by fever, although the latter may be present, and are of considerable severity, especially in youthful patients.


Case 60 A 20-year-old man with a history of common migraines going back to his eighth year. The headaches are accompanied by intense nausea, pallor and gastro-intestinal disturbances, chills, cold sweats, and occasional rigors. I had the opportunity of examining him while he was in the throes of a severe attack, and found an oral temperature of 103.5°F.


MINOR SYMPTOMS AND SIGNS


Contraction of one pupil, ptosis, and enophthalmos (Horner’s syndrome) may produce a striking asymmetry in cases of unilateral migraine. There is no consistency, however, concerning pupillary size. In the earlier stages of an attack, or if pain is very intense, the pupils may be enlarged; later in an attack, or if nausea, lethargy, collapse, etc., dominate the picture, small pupils will be seen. The same considerations apply to pulse-rate: an initial tachycardia is likely to be followed by a protracted bradycardia, the latter sometimes associated with significant hypotension and postural faintness or syncope. Observant patients may comment on such changes of pulse and pupil during their worst attacks.


Case 51 A 48-year-old man has had migraines since childhood, and also suffers from chronic tachycardia. He has been struck, therefore, by the slowing of his pulse during the attacks, and has also observed that his pupils, normally large, become minute. I was able to confirm these observations while seeing him in the course of an attack: there was striking pallor and diaphoresis, congested chemotic eyes, pinpoint pupils, and a bradycardia of 45.


There is no end to the number of odd, miscellaneous alterations of physiological function which may occur as a result of migraine; a complete listing of these would provide a fascinating catalogue of curiosa. It will suffice, however, to make brief reference to the occurrence of widespread vascular changes and occasional trophic changes associated with migraines. We have already noted that a spontaneous effusion or ecchymosis may develop about an involved scalp artery. I have had the opportunity of seeing one patient whose “red” migraines were associated with flushing of the entire body, followed, in the later portions of the attack, by the development of many spontaneous ecchymoses on the trunk and limbs. Another patient, a woman of 25, suffered pain in the palms of both hands with her migraine headaches; during the painful period the hands appeared flushed and congested: this syndrome is very similar to the “palmar migraine” described by Wolff.


The literature makes many references to whitening and loss of scalp hair following repeated migraines. The only case suggestive of this, in my own experience, was that of a middle-aged woman who had had very severe, frequent attacks of invariably left-sided hemicrania, and in her mid-twenties developed a startling streak of white hair on this side, the remainder of her hair remaining jet-black until many years later.


ORGANIC IRRITABILITY




. . . the patient could not bear anything to touch his head, and the least sight or sound, even the ticking of his watch, was insupportable.


Tissot, 1778





Irritability and photophobia are exceedingly common in the course of migraine attacks, and have been adopted, by Wolff and others, as pathognomonic features aiding the diagnosis.


We are concerned with two types of irritability as accompaniments of the migraine state. The first is an aspect of the mood-change and defensive seclusion which may be so prominent in the behaviour and social posture of many migraine patients. The second type of irritability arises from a diffuse sensory excitation and excitability, so great that it may render all sensory stimuli intolerable, as the old words of Tissot remind us. In particular, migraine patients are prone to photophobia, an intense discomfort, both local and general, provoked by light, and an avoidance of light which may become the most obvious external characteristic of the entire attack. Some of this photophobia is on the basis of conjunctival hyperaemia and inflammation, as described earlier, and is associated with burning and smarting of the eyes. But a major component of photophobia is a central irritability and sensory arousal, which may be accompanied by very vivid and protracted visual after-images and turbulent visual imagery. Alvarez has provided a graphic description of such symptoms in himself; during the early part of his own migraines, he sees such brilliant after-images on his television-screen that he is unable to watch the picture. Observant patients frequently note, if they close their eyes at such a time, that they are submitted to an involuntary visual barrage, a kaleidoscopic presentation of rapidly-changing colours and images, the latter either crude or as highly-organised as dream images.


An exaggeration and intolerance of sounds—phonophobia—is equally characteristic of the severe attack; distant sounds, the noise of traffic, or the dripping of a tap, may appear unbearably loud and provoke the patient to fury.


Very characteristic of this state is an exaggeration, and often a perversion of the sense of smell; delicate perfumes appear to stink, and may elicit an overwhelming reaction of nausea. Similarly with the sense of taste, the blandest foods acquiring intense and often disgusting flavours.


It is important to note that sensory excitability of this type may precede the onset of headache, and, in general, is characteristic of the early portions of the migraine attack. It is often followed by a state of sensory inhibition or indifference for the remainder of the attack: in Peters’s words, “by a general hebetude of sensorial power . . .” The alterations of sensation and sensory threshold which occur in common migraine, however distressing to the patient, are very mild in comparison to the intense hallucinations and perversions of sensation which are characteristic of migraine aura and classical migraine.


MOOD-CHANGES


The interrelationship of affective states and migraine is one of the greatest complexity, and as such will demand repeated exploration as we traverse the subject. Obvious difficulties present themselves, from the start, in distinguishing cause and effect, and very careful questioning, or observation over a prolonged period, may be needed to dissect out those affective changes which form an integral part of the migraine syndrome from antecedent moods and feelings which have played a part in precipitating the attack, and from the secondary, emotional consequences of the attack itself.


When these factors have been duly weighed, we will continue to be struck by the fact that profound affective changes may occur during, and only during, a migraine attack, changes which are particularly startling in patients of normally equable temperament. Moreover it will become clear that such mood-changes are not simply reactions to pain, nausea, etc., but are themselves primary symptoms proceeding concurrently with the many other symptoms of the attack. Very profound mood-changes may also occur before and after the bulk of the attack, and as such will be considered in the concluding section of this chapter. The most important emotional colourings during the clinically-recognised portion of a common migraine are states of anxious and irritable hyperactivity in the early portions of the attack, and states of apathy and depression in the bulk of the attack.


The common picture of anxious irritability has already been sketched in the preceding section. The patient is restless and agitated; if confined to his bed, he will move about constantly, rearranging the bedclothes, finding no position of comfort; he will tolerate neither sensory nor social intrusions. His irascibility may be extreme. Such states are exacerbated if the patient continues to drive himself through his habitual routine of work, and their exacerbation, by a vicious circle, is likely to provoke a further increase in other symptoms of the attack.


Very different is the picture presented in the fully-established or protracted attack. Here the physical and emotional posture is characterised by accepted suffering, dejection and passivity. Such patients, unless compelled to act otherwise by internal or external factors, withdraw or regress into illness, solitude and seclusion. The emotional depression at such times is very real, often serious, and occasionally suicidal. The following account is taken from an eighteenth-century description:




From the first perception of uneasiness in the stomach the spirits begin to flag. They grow more and more depressed, until cheerful thoughts and feelings fly away, and the patient conceives himself the most wretched of human beings and feels as if he were never to be otherwise . . .





This old description brings out the true depressive quality—the sense of utter hopelessness and permanence of misery—a reaction which is clearly far in excess of a realistic response to a short-lived benign attack of which the patient has had innumerable experiences.


Feelings of depression will be associated with feelings of anger and resentment, and in the severest migraines there may exist a very ugly mixture of despair, fury and loathing of everything and everyone, not excluding the self. Such states of enraged helplessness may be intolerable both for the patient and his family, and their potential severity must never be underrated by the physician who undertakes to look after the severely incapacitated and depressed patient in the throes of an attack.


SYMPTOM-CONSTELLATIONS IN COMMON MIGRAINE


We have now listed the major symptoms of a common migraine as if they were unrelated to one another and occurred at random. Certain groups of symptoms tend, however, to occur with some consistency. Thus, severe vascular headache usually occurs in association with other evidences of dilatation in extracranial vessels: suffusion and chemosis of the eyes, vascular engorgement within the nose, facial flushing, etc. In other patients, gastro-intestinal symptoms form a coherent phalanx: gastric and intestinal distension, abdominal pains, followed by diarrhoea and vomiting. A “shock” picture is seen in severe “white” migraines, constituted by pallor, coldness of the extremities, profuse cold sweating, chilliness, shivering, slowness and feebleness of the pulse, and postural hypotension; this picture is frequently seen in association with very severe nausea, but may occur when nausea is not prominent. In such constellations, there is a fairly obvious physiological linkage of the symptoms, an expected concurrence. The type of conjunction is less readily explained in certain other constellations which tend to occur, in particular, in the earliest or prodromal stages of an attack, or during its resolution. Thus we may recognise, in the former case, a tendency for hunger, thirst, constipation, physical and emotional hyperactivity to be linked together; or, in the latter case, for a great number of secretory activities to proceed in unison.


THE SEQUENCE OF A COMMON MIGRAINE


A migraine attack is likely to be described by the patient in terms of a single symptom, or a mass of symptoms. Patient questioning and observation of repeated attacks may be necessary before it becomes clear that there is a preferred order or sequence of symptoms. The appreciation of such a sequence at once raises problems of terminology and definition: what constitutes the attack “proper”? Where does it begin and end?8


As generally understood and described, a common migraine is constituted by vascular headache, nausea, increased splanchnic activity (vomiting, diarrhoea, etc.), increased glandular activity (salivation, lacrimation, etc.), muscular weakness and atonia, drowsiness and depression. We will find, however, that migraine neither starts nor ends with these symptoms, but is both preceded and followed by symptoms and states which are clinically and physiologically the reverse of these.


We may speak of premonitory or prodromal symptoms, while recognising that these pass, insensibly, into the earlier phases of the attack proper. Some of these prodromal or early symptoms are local, some systemic; some are physical, and others are emotional. Among the commoner physical prodromes we must include states of water-retention and thirst, states of visceral dilatation and constipation, states of muscular tension and sometimes hypertension. Among the emotional or psychophysical prodromes we must recognise states of hunger, restless hyperactivity, insomnia, vigilance, and emotional arousal which may have either an anxious or euphoric colouring. Thus George Eliot, herself a sufferer from severe common migraines, would speak of feeling “dangerously well” the day before her attacks. Such states, when they are acute and extreme, may achieve an almost maniacal intensity.


Case 63 This middle-aged man was of normally phlegmatic nature, and presented a forbidding austerity of appearance and manner. He had experienced infrequent common migraines since childhood, and described the prodromal excitement of these attacks with some embarrassment. For two or three hours before the onset of his headaches he would be “transformed”: he would feel thoughts rushing through his head, and would have an almost uncontrollable tendency to laugh or sing or whistle or dance.


States of pre-migrainous excitement are more commonly of unpleasant tone, and take the form of irritable or agitated anxiety-states. Very occasionally such states will reach panic or psychotic intensity. Affective prodromes of this type are particularly common as part of a premenstrual syndrome.


Case 71 A 29-year-old woman with stormy menstrual syndromes of great severity. The pre-menstrual phase would be marked by increasing water-retention for two days, accompanied by a crescendo of diffuse anxiety and irritability. Her sleep would be poor and punctuated by nightmares. The emotional disturbance would reach its maximum in the hours immediately preceding the menses, at which time the patient would become hysterical, violent, and hallucinated. The emotional state would return to normal within a few hours of the onset of menstruation, and be followed, the next day, by severe vascular headache and intestinal colic.


The resolution of a common migraine, or indeed of any variety of migraine attack, may proceed in three ways, as has been recognised since the seventeenth century. It may, in its natural course, exhaust itself and end in sleep; the post-migrainous sleep is long, deep, and refreshing, like a post-epileptic sleep. Secondly, it may resolve by “lysis,” a gradual abatement of the suffering accompanied by one or more secretory activities. As Calmeil wrote, almost 150 years ago:




Vomiting sometimes terminates a Migraine. An abundant flow of tears does the same, or an abundant secretion of urine. Sometimes hemicrania is terminated by an abundant perspiration from the feet, hands, half of the face, or by a nose-bleeding, a spontaneous arterial haemorrhage, or a mucous flux from the nose.





One must, of course, add to Calmeil’s list that an abundant diarrhoea, or menstrual flow, may similarly accompany the resolution of a migraine. The hateful mood of a migraine—depressed and withdrawn, or furious and irascible—tends to melt away in the stage of lysis, to melt away with the physiological secretion. “Resolution by secretion” thus resembles a catharsis on both physiological and psychological levels, like weeping for grief. The following case-history illustrates a number of these points.


Case 68 This 32-year-old man was an ambitious and creative mathematician whose life was geared to a weekly psychophysiological cycle. Towards the end of the working week, he would become fretful, irritable and distractable, “useless” at anything save the simplest routine tasks. He would have difficulty sleeping on Friday nights, and on Saturdays would be unbearable. On Sunday mornings he would awaken with a violent migraine, and would be forced to remain in bed for the greater part of the day. Towards evening he would break out in a gentle sweat and pass many pints of pale urine. The fury of his sufferings would melt away with the passage of these secretions. Following the attack he would feel a profound refreshment, a tranquillity, and a surge of creative energy which would carry him to the middle of the following week.


The third mode of resolution of a migraine is by crisis—a sudden accession of physical or mental activity, which brings the attack to an end within minutes.


Violent physical exercise may avert an attack, or truncate an existing attack. Many patients who lie abed late on Sunday and wake with a migraine find that early rising and hard physical work will prevent its occurrence. One patient of mine, a mesomorphic Italian of violent temperament, employs coitus to terminate his migraines if he is at home, or arm-wrestling if an attack comes on when he is at work, or drinking with his mates. Both are effective within five to ten minutes. Sudden fright, or rage, or other strong emotion may disperse and displace a migraine almost within seconds. One patient, asked how he terminated his attacks, said: “I have to get my adrenaline up . . . I have got to run around, or shout, or get in a fight, and the headache vanishes.” Various forms of paroxysmal visceral activity may accomplish the same end. Violent vomiting is the classical example, but other activities may be equally effective.


Case 66 This patient, whose migraines were invariably terminated by paroxysmal vomiting, developed an ulcer in middle life, and was submitted to subtotal gastrectomy and vagotomy. When he had his first migraine after the operation he found himself unable to vomit, and felt disconsolate. Suddenly, however, he started sneezing with extraordinary violence and when the fit of sneezing had subsided his migraine was gone. Subsequently he adopted the use of snuff to facilitate the resolution of his attacks, and in so doing has unwittingly adopted an eighteenth-century prescription.


Other patients may hiccup, or belch repeatedly, with rapid resolution of their attacks. Even voracious eating may secure an early abortion of the attack, monstrous as such an activity would appear to most migraine patients. The relief comes with the act of eating.9 Whichever method is utilised—violent physical, visceral, or emotional activity—the common factor is arousal. The patient is, as it were, awoken from his migraine as if from sleep. We shall further have occasion to see, when the specific drug therapies of migraine are under discussion, that the majority of these too serve to arouse the organism from a state of physiological depression.


We have already intimated an analogy between migraine and sleep, and this analogy is dramatised by the sense of extreme refreshment, and almost of rebirth, which may follow a severe but compact attack (see Case 68, p. 29). Such states do not represent a mere restoration to the pre-migraine condition, but a swing in the direction of arousal, a rebound after the migrainous trough. In the words of Liveing: “. . . [the patient] awakes a different being.” Rebound euphoria and refreshment is particularly common after severe menstrual migraines. It is least in evidence after a protracted attack with vomiting, diarrhoea and fluid loss; such attacks fail to “recharge” the patient, and necessitate a period of convalescence.


One may describe an epilepsy simply in terms of the convulsion, while conceding that this may be preceded, in many patients, by a period of pre-ictal excitement and myoclonus, and followed by post-ictal stupor and exhaustion. But the violence and acuteness of the paroxysm justifies a restriction of the word “epilepsy” to cover this alone. In the case of a much more protracted paroxysmal reaction, like a migraine, it does not make sense—clinically, physiologically, or semantically—to limit the meaning of the word to the headache stage, or to any stage. The entire sequence—which we may then subdivide into prodromal stages, “attack proper,” resolution, and rebound—must be denoted by the term “migraine.” If this is not done, it becomes impossible to comprehend the nature of migraine.


POSTSCRIPT (1992)


Yet, when all this has been said, when one has set out tidy symptom constellations and sequences, one may have oversimplified and placed insufficient emphasis on the unstable quality of migraine, the difficulty of “fixing” it, of predicting its course, and the nature of that complex state that is best called “unsettled.” Du Bois Reymond spoke of “a general feeling of disorder” at the very start of his attacks, and other patients speak, simply, of feeling “unsettled.” In this unsettled state one may feel hot or cold, or both (see, for example, Case 9); bloated and tight, or loose and queasy; a peculiar tension, or languor, or both; there are head pains, or other pains, sundry strains and discomforts, which come and go. Everything comes and goes, nothing is settled, and if one could take a total thermogram, or scan, or inner photograph of the body, one would see vascular beds opening and closing, peristalsis accelerating or stopping, viscera squirming or tightening in spasms, secretions suddenly increasing or lessening—as if the nervous system itself was in a state of indecision.


Intermittency, instability, fluctuation, oscillation are of the essence in this unsettled state, this “general feeling of disorder,” which runs before a migraine. After minutes or hours this unsettledness starts to settle, very rarely, alas!, into “health,” much more commonly into the fixed and settled forms of illness, those transfixed forms which are the textbook symptoms and signs of migraine. Migraine starts as instability, disturbance, a far-from-equilibrium, unstable (or “metastable”) state, which sooner or later gravitates into either of two relatively stable positions, that of “health” or that of “illness.” There may, tantalizingly, be fluctuations between these—moments of stability, moments of health—as this is happening, which tease with the promise that all is well; but the overwhelming momentum is in the other direction.


McKenzie once called Parkinsonism “an organized chaos,” and this is equally true of migraine. First there is chaos, then organization, a sick order; it is difficult to know which is worse! The nastiness of the first lies in its uncertainty, its flux; the nastiness of the second in its sense of immutable heavy permanence. Typically, indeed, treatment is only possible early, before migraine has “solidified” into immovable fixed forms.


The term “chaos,” indeed, may be more than a figure of speech here, for the sort of instability, of fluctuation, of sudden change, one sees here is strongly reminiscent of what one may see in other complex systems—the weather, for example—and may require for its understanding the formal notion of “chaos” and a theory of complex, dynamical systems (chaos theory). It may be important, then, to consider migraine in this way, as a complex, dynamical disorder of neural behaviour and regulation. The exquisite control (and, normally, latitude) of what we call “health” may, paradoxically, be based on chaos. This is known to be true of the nervous system as well (see Part V), especially perhaps with the autonomic nervous system, with its fine tuning, its homeostasis, its controls. Perhaps this is especially true in patients with migraine, in whom, at certain “critical” times, the smallest stress will cause a physiological imbalance which, instead of being quietly corrected, leads rapidly to further imbalances, overcompensations, playing on each other, rapidly amplifying, until it reaches that end-point we call “migraine.” Perhaps migraine itself, to use a favorite term of chaos theorists, can itself act as a “strange attractor,” pulling the nervous system, at certain times, into chaos.
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