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SYSTEMIC DISEASE AND LOSS OF PERFORMANCE IN RACEHORSES.

֍֍
“It is hard to kick against the pricks”: Acts: 9: 5.
֍֍
This is a re-visit of some thoughts that I put together in 1999 when I stopped public training; later I briefly held a licence to enable some of Emma's unsold breeze up horses to run.  Although things had not been going smoothly for some time, it was not until 1995 that Lyme disease was diagnosed.  Even then the vets remained – and still remain – sceptical of any sinister situation.  Everyone seems more inclined to accept that racehorses are delicate, and that talented individuals are very rare, than to contemplate that many may be compromised.    But, as someone said, “ the most dangerous things are those that you don't know you don't know”.  Or want to.

Lyme Disease's reputation as "the great imitator" in humans arose from the wide variety of it’s manifestations.  Some of these cases pre-date the diagnosis c. 1995, some are after it; I have indicated the earlier ones *.  Every trainer has the occasional horse whose health or behaviour seems to defy logic, but after the change to our set up in the mid 1980s these things became a regular feature.  Subsequence to change may not necessarily be consequence of change, however it ought at least to result in objective revue.  In this case that did not happen.

I have added further thoughts on a piecemeal basis since, along with references to various published studies that may validate my 1999 observations.  Like Enoch Powell, I may have been right too soon.  On the other hand, like Donald Trump, I perhaps failed to see the wood for the trees; I ought to have made more effort to take people with me, pooling information, rather than alienating them!

This remains a somewhat rambling account of personal experience, but some of the scenarios may be interesting.  They at least ought to make people wonder about systemic disease.  Several different infections might easily have effected us over time, and we may well have had more than one running concurrently.  However, as there were strong positive tests for Lyme Disease in 1995, and as the wide variety of its symptoms is well documented, it seems reasonable to assume that, one way or another, this particular infection played a major part in the collapse of the stable.
Unfortunately we never got to grips with our problem, apart from putting a name to it, until the adoption of constant broad spectrum antibiotics on a very recalcitrant horse in 1998.  This did prove remarkably effective, but by that stage there were very few horses left and I had decided to quit.
Some systemic infections may have become more virulent [but less readily recognised] after the general use of antibiotics and pesticides had largely eliminated the original strain.  Many clinicians may not spot something as obvious as whooping cough nowadays.  The recent “discoverers” of Lyme Disease were lucky to get the credit, when their grandparents might have recognised the Connecticut syndrome as  Relapsing Fever.
Colonel F. MacCabe
 trainer of Epsom Derby winner Orby, specifically implicates ticks and spirochetes in epidemics of Relapsing fever or “Dublin fever” in both humans and animals almost a century ago. The syndrome seems remarkably similar to Lyme Disease, and that should have been more obvious to Connecticut physicians.  
֎֍
After an uninspiring start as a trainer [in 1969], with very poor older horses and jumpers, we became two year old orientated from 1977.  The overall consistency and progressive form of horses cheaply bought as yearlings was good.  See www.racinghorsesbook.com for details.  From an average of twenty or so yearlings the stable produced the most prolific winning two year old [of 1200 or so to run each year] in six different years: four of those were between 1977 and 1985.  Statistically, that ought to have qualified me to know when something was amiss.  
To paraphrase Sam Chifney
, and to say that “by the mid 1980s I could train horses for running better than anyone I yet saw” would be a little strong.  Bu I obviously had a better than average idea of to what form, and to what consistency, most racehorses should aspire.   And of how a horse ought to respond to a particular training regime.
General use of the term “we” is intended to emphasise that everyone involved ought to have been fighting on the same side throughout this debacle: that never seemed to be the case.
֍֞֎
From 1969 until 1988 we trained at Graham Place, in 1989 at Calder Park, and from 1990 in a newly built yard at Seven Springs on the old Hamilton Stud.  They are all within a mile of each other in Newmarket.
In the early 1980s two of the main owners bought Wooditton and Cedar Tree stud farms; a third built Deerfield a few years later.  Our regular policy had been to turn yearlings out after purchase so as to get the sales preparation out of their system before we broke them in.  From then on all our British and Irish sales yearlings, naturally enough, spent that six weeks at Woodditton or Cedar Tree, rather than to Hamilton Stud as before.  Soon after this change of regime a pattern of constant disruption through seemingly bizarre afflictions seemed to emerge. 

Even if Woodditton was a long established stud with a rather poor reputation as a racehorse nursery, it seems [ with hindsight, and upon more objective reflection] that this unfolding disaster might have come about through the cross pollination between any training stable and any stud farm.  And horses bought as yearlings may have been unhealthy before their stint at Woodditton or Cedar Tree.   
Similar scenarios predating the closer relationship with these specific farms had been infrequent; there had been no pattern to them.  It appeared, to me at least, that this made these places a major a factor in our developing nightmare.  Had that suspicion been taken seriously, even had it proved misguided, the fact that there was an underlying problem might have been discovered years earlier. 

Obviously any illness might come and go in any stable.  As long as the worst effected horses are sold, and as long the annual intake have at least random chance of being clean, matters may soon resolve.  That seems to fit with our earlier experience.  When a systemic infection becomes entrenched along a line of supply then it may soon spread to fresh vectors at the training site.  Without remedial action, the outlook is not  happy on either side.  

Fortunately or unfortunately, many symptoms of systemic disease may be relatively minor, and apparently quite unconnected.  Several things individually dismissed as mere irritations may cumulatively indicate a more challenging scenario.   If previously unaccustomed problems start to regularly appear in a stable that follows a proven and effective regime, then a more general debilitation may be suspected. 

Although systemic infections may be fairly common in racehorses, the veterinary industry focused its, and the racing authority's, attention upon viral challenge.  Mandatory vaccination was imposed based upon the rationale of preventing “the total shutdown of the sport due to 'flu, as used to be the case”.  No such devastating lack of runners has ever occurred, as far as the form book tells. 

2017 update:  Anecdotal evidence often infers that the onset of autism and associated problems in children commences post immunisation.  This has been widely – and ferociously – refuted.  But, as in the case of the ongoing statins argument, those who refute such heresy are never disinterested parties.  Although they very often appear to be uninterested!  As Mandy Rice-Davies famously remarked, they “would say that wouldn't they!”

Even though we still enjoyed periods of considerable success, it was obvious that our results became far more hit-and-miss as 1980s went on, and as Cedar Tree and Woodditton became more heavily involved.  Although the training regime remained unaltered, bad behaviour and irrecoverable loss of ability became depressingly common.  The fillies that dismally failed the racecourse test went back to the farms, inevitably compounding the problem in the future.
The Borrelia Burdgorferi infection associated with Lyme disease is carried in the first instance by ticks, mosquitos and biting flies
, but can easily spread through the urine of both cattle and infected rodents.
. It has been isolated in newborn and aborted calves
 and in the brain of a three day old foal.  Any premises, or any group of horses, might become an reservoir of ongoing infection, but the worst possible scenario is an ongoing circle between a particular farm and a training yard.  Refusing to recognise inconvenient facts rarely ends well.  Nor did it here.

Systemic disease may provide a more logical explanation for the sudden and severe declines suffered by some very good trainers, like Henry Cecil [pre Frankel!], Vincent O’Brien, Guy Harwood, Peter Walwyn, than the catch-all excuse of being stricken by “the virus”.

Moving stable has often failed to revive the fortunes of trainers who relocate in a vain attempt to flee “the virus”.  That likely means that an infection present in the transplanted horses soon colonises the new address.  

Systemic infections are adaptable; they do not necessarily make a full frontal assault.  Even in “tick borne” diseases there is no absolute requirement that a victim be themselves bitten by an infected tick; any animal, bird [or human] might prove to be a vector.  That “a tick bite, accompanied by a characteristic bulls-eye rash”  inevitably precedes Lyme infection in humans is a gross simplification, and quite untrue.  
2004 update to above 
The Center for Equine Health, U. Ca. Davis, released updates on studies which “..determined that adult insects, which are ingested by horses orally as they graze pastures, can transmit Potomac Fever....the caddisflies used in the experiment contained flukes that were infected with Ehrlicca risticii”.   There are more ways to kill a cat than choking it with cream.
The belief that the horse is the end host in such infections may make stud managers and trainers complacent.  However research indicates that direct contact does spread the infection in cattle; horses will be no different
.  Infection in siblings on a stud is unlikely to involve direct contact; it might indicate the infection having crossed the placenta,
 or might mean indirect infection by a vector which had itself been contaminated directly or indirectly by previous stock.  In any event some action ought to be taken. 
2003 update: Dr. Linda Mansfield, head of Emerging Parisitic Diseases at Michigan State U. reported a 4 month old colt destroyed due to severe neurological problems from EPM [equine protozoal myeloencephalitis]  already had mature parisites in both brain and spinal cord as well as sarcocysts contained in muscle cysts in the tongue.  This was “suggestive that horses have the potential to act as intermediate hosts”
.
The cycle of constant infection might at least be weakened by culling obviously undesirable broodmare prospects, and by aggressive antibiotic therapy of those that remain. However the premises itself will likely also become a reservoir of infection, as likely will a closely associated stable.  Effective extermination of rodents is more easily achieved in the smaller area of a training yard than on a farm.   

Previous to my seeing the Mansfield article [brother] Dick O'Gorman had already said that he had seen a lack of co-ordination in several different horses from one particular English stud farm.  

The danger of infected premises was highlighted by the 1989 season, which we spent in Calder Park while the new stable at Seven Springs was being built.  Calder Park was an enclosed barn and overrun with rats.  The campaign quickly went downhill after a promising start.  Red Henry* won the Brocklesby [ and was quoted at just 9/2 by Ladbrokes to win ten races!],  Able Express* won impressively on his Newmarket debut, Superpower* just failed [with 3lbs overweight] to beat the Prix de l' Abbaye winner in the Palace House: all three looked set for a banner year and all three went spectacularly wrong.  
By the end of May we knew we were in trouble.  The whole stable was afflicted by many apparently unconnected symptoms, such as sore heels, bad feet, and set fast.  Sweating, fretting, maniacs and bolters became the order of the day!  By the the end of that year we had made only about 100 starts with 50 horses – half of them never ran at all.  
Super Sally* was so well regarded that she was kept eligible for the Group I Cheveley Park in 1989 until the last moment, yet she never ran for us, although she proved quite successful at a lower level as a 4yo elsewhere.  In Excess*'s debut was similarly delayed until October; he won that in a canter, but washed out completely during a lengthy delay at the start next time before finishing 4th of 25 runners [they were all previous winners: those were the days!]
2017 update:  In Excess's sister Konbola* had had a similar experience in 1988.  After a very surprising defeat on debut [after which she inexplicably blew the proverbial house down] she had a break before she went to the Molecamb.  There was a bomb scare and the runners were kept waiting in the paddock for almost an hour; she worried her race away and finished 3rd. 
Oddly enough many of the most fretful, excitable and headstrong horses in Calder Park, and subsequently, were not at all naturally difficult individuals, but seemingly “would have liked to be nice people”.  A lot of Superlative*'s offspring were like that.  

Overall the 1989 2yos had appeared a pretty able lot of  2yos in the spring, a lot of them came from America, and had not passed through Woodditton or Cedar Tree.  We only kept a few of the Calder Park brigade for 1990, and none of them were allowed into the new yard at Seven Springs, which had a very good year.  The culling process was rather amusing.  When I discussed getting rid of the problem horses and starting afresh,everyone seemed to agree that it was a bold and wise decision: it soon became clear that everyone thought I was referring to other horses, not their own!
In Excess* was one of the survivors, but remained the nervous wreck he had been at two.  He was sold to America after a bad run in the Jersey.  He did very well over there, and [any medical interventions apart!] he may have been better suited to the training style.  By the end of the 1990 he was unbeaten in 4 Stakes [but his International Rating went up just a pound].  He made a very good stallion, which implies that either his problems may have been resolved by some interim therapy, or that vertical transmission of the infection may not always take place.  
The potential for humans becoming infected – and so infectious - should also be considered with Lyme.  Handlers frequently go from one  horse to another with cuts on their own hands.  And may frequently  pee in the stable – although we aimed to confine that to the lads rather than the girls!  Dairy farmers have been demonstrated to be at increased risk of infection.
 Farmers as a whole commit suicide far more often than the national average.  
Professor J.B. Robertson, who wrote as “Mankato” was said to have died

of asthma – it was speculated that this may have resulted from his constitution being so undermined by an attack of “heel bug” that he never fully recovered
.
2016 update: Millionaire businessman John Caudwell reveals that his whole family are infected with Lyme, and fears that it may even have been inherited from him. [But he didn't respond when I sent him this!]

In 1991 our Florida purchases were particularly effected. They came straight in to the new stable at Seven Springs, which  had enjoyed an exceptional year in 1990.  This begs the question of [a] whether the disease is very common also in America, [b] whether it is easily spread even in a training stable where there is little direct physical contact, or [c] whether there may be little practical difference between this infection and others, probably including E.P.M.   Probably all of the above may be factors.  
There were some Cedar Tree and Woodditton horses at Seven Springs in 1990 and 1991; likely those were not very talented anyway, although some of them won races. The most classic and severe symptoms seemed only to strike the imported horses. 
2017 update: Takdeer* and Nucleon*  were new recruits that were probably carrying something when they went into Seven Springs.  Both had been Group I performers in their previous lives, but we bought them very cheaply at auction.  Both temporarily revived, to a certain extent, and won; Nucleon* was still a decent horse for a short time, and his last start was in the [admittedly sub-standard] Victoria Cup with 10 stone.  But both lost their way again suddenly and dramatically.  Takdeer* went to Cedar Tree [!] for a break and foundered fatally within a few days.  They may have contributed to contamination at the new premises.  
We had kept one or two of our own horses that had lost their way in the past, like Boomtown Charlie, hoping for a revival, but without success.  Also we had some smart 2yos which were removed at the end of one season and which sank without trace for the new trainer.  This was way back when the earth was new and all the trees were green, and was quietly satisfying: it may have been a lucky escape.
On balance useful horses that lose their way dramatically are best got rid of.  Moderate performers are almost by definition less reliable anyway, and their deterioration may be harder to detect.
Our Florida 2yos in 1991 promised to be the best team we ever had judged upon their work in the spring.  Blake End*, Tom's Verdict*, Australart*, Maclaine's Pride* all ran well [to be good 2nd or 3rd to a subsequent Group winner] in their first start.  They had all been tried with useful 3yos Scottish Castle* and Smiling Sun*: we thought that any or all of them were bound for Ascot, but their deterioration was rapid and absolute.  Some of the others, like Sir Valid* and Appealing Times* were less talented but did do fairly well.  It took us until December as a 3yo to get Tacit Mac* into the stalls, but he then won all his three races easily and went to America.  
By 1991 almost everyone had expunged the Calder Park experience from memory.  Rather than admit to an identical scenario, they likely thought that “strange Florida pedigrees” were never likely to succeed.  They were probably right about horses from Florida as opposed to strange pedigrees.  To Florida's credit these horses were almost all very sound structurally.  That fact meant that we went back to the well, but we had done the same thing after the Calder Park fiasco in 1989 – and bought Irish Champion 2yo Mac's Imp* and 16 race winner Timeless Times*.  
2017 update: Tom's Verdict* became a wobbler and was destroyed, I think that he was diagnosed for insurance purposes as an EPM case.  Possibly the Florida infection was nothing to do with what had gone before, but the symptoms certainly fitted into the general pattern seen in Calder Park – and in many horses from Cedar Tree and Wodditton.  Tom's Verdict's was a fairly well behaved horse, unlike some of his countrymen.  Even so it now seems ridiculous that after his demise the prospect of any common general infection was never raised.  Obviously I was as blinkered about “my” American horses as everyone else was regarding “their” home breds.
I think that there may have been an unnamed Florida bred of Peter Milner's from the year before similarly executed after he was sent home as a waste of time; he also had some deep seated foot issue.
Lyme disease was eventually diagnosed in the stable in 1995.  Until then detailed description of the various symptoms mentioned here had not triggered any mention of systemic infection.  Oddly there may have been more enthusiasm for debunking the theory of a general malaise than for pursuing a resolution.  The A.H.T. and Liverpool University looked at 500 bloods held over from various other studies, and found seropositive animals in 50 of 54 stables.  Between them they noted that the trainers seemed unaware of any problem, and, in their wisdom, they concluded that there was no problem. 
That other trainers were unaware of a problem may reflect simple lack of observation, a rational commercial fear of admitting to an illness in their stable, or the easy acceptance that most horses are simply not very talented.  British racing embraces low-grade performers, and during the lengthy process of "establishing a handicap mark" any original expectation of meaningful ability can steadily evaporate.  Chifney's reference to “horses trained by dolts that have been brought up under cobblers” may not  apply in every case!

It does appear that “smaller” trainers' horses are much more likely to behave badly on the racecourse.  Life may be much more stressful for moderate animals, but perhaps big stables just don't bother to run difficult horses.  However, well connected horses with big reputations are often beaten a very long way nowadays without apparently causing any concern.  
2017 update:  particularly in light of Engervall's study
 someone needs to figure out the why and wherefore of some seropositive animals not presenting with identifiable overt symptoms.  Why did some of our colts and geldings  show all the neurological signs of disease, like Firmamente*, yet fail to infect their own front heels?  Why did some suffer incurable heels, like the very disappointing Ambassador*, yet show no behavioural quirks other than a failure to produce his home form in the afternoon?  There may have been some  partial immunity, or more than one infection may have confused the issue.  
After the diagnosis in mid 1995 all the horses were treated for 10 days with oxytetracycline.  This managed to kill one [fortunately very bad] horse, but had no obvious effect upon the rest.  Things continued much as before.  In fact things were worse than before.  Everyone soon got very bored with the subject; like Kipling's Sir Anthony Gloster “they'd humoured my crackedest whim”, and felt that we should move on!
After the Goldfame experiment in 1998, routine broad spectrum treatment for several weeks did seem to be pretty effective in preventing any major behavioural problems in Emma's breeze up horses from 2000 to 2015.  Perhaps prolonged treatment might have sorted out several 1995 Floridian 2yos,  Arctic Zipper, Reformed Imp, Society Times and Sobre Times, who all went funny but had looked quite smart in their early work.  In spite of the recommended oxytetracycline treatment they remained quite impossible to deal with, and only Arctic Zipper actually ran at all - badly.  English 2yo Music Gold just about got away with it as a respectable racehorse in 1995, but he was always very fretful in the mornings, and he was bad in the starting gate.
Horses whose demeanour improves markedly with treatment may have been resentful through feeling off-colour, as opposed to completely irrational due to their central nervous system being already permanently compromised.  Although Goldfame was very determined not to co-operate, he was always just a confirmed jibber rather than a dangerous bolter, like  Arctic Zipper, Reformed Imp, and Society Times.
The 1995 repeat of the 1991 disaster probably should have indicated Florida as even more of a no-go area than any of our local studs.  Unbelievably I went back yet again and bought brothers to Arctic Zipper and Sobre Times.  In 1996 the first of these was even more of a nuisance than his brother, the other, St Who, was fairly straightforward  but not very good. 
 In 1995 we ran 20 horses and won 19 races, in 1996 18 horses won 19 races: not only much better than random expectation.  In each year only 3 ran that didn't earn something.  We could, more or less, tell which ones were wrong, just not what was wrong!
Changes to the nervous system may be irreversible even if the infection is destroyed.  Apparently in some cases of plant poisoning, such as “loco weed”, horses may make a reasonably complete recovery yet tend to be “spooky”.   

M.E. [see below] in humans can often be traced back to a viral or bacterial infection, and it appears that the immune system may remain in a state of red alert because the genes which were switched on in the immune system in order to fight the original infection have not switched off. 
[
Update 2003 Henry Cecil's fortunes have declined dramatically in recent seasons.  It is unlikely that he has forgotten how to train horses, and, given that the usual ["viral"] avenues of explanation for the horrendous falling off in the stable's results will have been explored, it is far from impossible that some similar systemic infection has invaded Warren Place and that the hoped for resurgence will not take place unless it is dealt with.  Henry himself merely says that he doesn’t get good horses nowadays. 
2012 He does now!!
2016: R. I. P.

֍֍
The main manifestations from which we suffered are listed below, with further thoughts and references added.  Quite obviously none of these problems were unique, or even unusual, but their constant reccurrence was hardly normal in a sensibly run stable, and ought to have been more thoroughly investigated. 
Temperament.  Infected horses tended to be, at best, uncooperative and often seemed unable to follow a normal learning curve.  Trotting trainer Howard Beissinger suggests that "slow learners" be got rid of, being at best unlikely to attain a respectable standard as racehorses
.  A lot of our horses tended to be erratic and stupidly "ignorant", even if a only minority were so unpredictable as to be unsafe.  The most erratic behaviours probably only develop when training becomes more severe; in the earlier stages “slow learner” might apply.
As a further complication, staff may be blamed for causing difficulties through mis-handling their charges when that is far from being the case.  The bad manners of Cedar Tree’s yearlings was always attributed to rough treatment on the stud, however in hindsight it is likely that there was some degree of “ chicken and  egg situation.” Were they wild because they were roughly handled or roughly handled because they were wild?  Probably a bit of both, but I should have observed the situation more objectively, rather than assumed sheer bad practice. 

Equine Lyme victims show some symptoms which might well be attributed to autism in humans.  Yet no convincing explanation has been offered for Autism being so regularly diagnosed nowadays.  
July 2000 update to above  There was a report in The Daily Express[?] on the dramatic improvement in autistic children treated with antibiotics. Dr Sydney Finegold University of California and Dr. Richard Sandler of Rush-Presbyterian-St. Luke’s Medical Centre in Chicago quoted as being initially impressed with results.
 2017 update: the Finegold study seems to have to disappointed after a promising start as the improvement didn't seem to be maintained.  However a more recent study is interesting, and demonstrated a continued improvement under long term treatment.

That might tie in with the Goldfame experience, at any rate it may confirm that sometimes there is more than one thing going on.
There may also be a link between Tourrette’s syndrome and Lyme according to a TV programme in 2012.
 .  And to a paper published as long ago as 1997
!
In America there has been a shockingly determined policy of trivialising Lyme Disease in humans.  This seems bizarre, particularly with Alzheimer's and Autism, either or both of which might have some connection with Lyme, on the rise.   Policies can usually be explained in terms of vested interest, and there seems to be some compact between the Infectious Disease Society of America and an insurance industry fearful of funding long term treatment.    
2017 [May] update:  In Britain, where the NHS funds some long term therapies, the situation is reversed.  Routine prescription of statins and blood pressure medication stands accused of ruining many patients' quality of life, with little or no effect upon longer term outcomes: the rebuttal of such heresy by drug manufacturers, and by doctors incentivised to prescribe the drugs, has been absolutely ferocious.  See Jack Doyle quote, p. 20.
Neurological manifestations of Lyme in humans may often be subtle, and may present as mild encephalitis with mood changes, or as some difficulty with memory and concentration
.   These symptoms may sometimes be truly devastating.  Whatever the degree of severity, none of them are conducive to a happy and productive life, or to success under any type of stress [unlike asthma, which by 2017 seems to be a prerequisite for cyclists and swimmers. Ho, ho, ho!].   

That sounds very like M. E. [myalgic encephalomyelitis], or chronic fatigue syndrome, which has sometimes been dismissed as “yuppy flu”.  As it devastated extreme motorcyclist Barry Sheene, who would make self-confessed superman Bear Grills look like the Sugar Plum Fairy, it ought to be taken seriously.  Mental depression seems to be at least as serious an aspect of ME as is physical tiredness. 
B.B. has been isolated in the brain tissue of a horse
.  At that  point even a moderately severe athletic training regime will be as as challenging to a sick horse as to a sick person.  
An apparent inability to cope normally with starting stalls seemed common in our infected horses.  Typically they would lie on the side of the stall and tend to dwell when the gate opened.  Any attempts to remedy this with stalls-practice usually proved to make things worse; Saseedo was a case in point, although he did have quite a successful career, despite other symptoms of poor feet and frequent set-fast; he always wore the Monty Roberts rug for stalls entry.  Tacit Mac* took almost two years to come to terms with the stalls.

As in thirty years we never had a horse which required to present a stalls certificate, it might be reasonably supposed that we had some understanding of what was normal behaviour in the starting gate.

Some horses would crowd against the wall of the stable in a seeming attempt to avoid going through the door.  There may have been a light-sensitivity issue.  Any challenge to the central nervous system might have some impact upon balance and spatial awareness and may also cause some confusion in evaluating a change in light [or in the horizon?], or a slight variation, such as a step or change of colour, in the ground surface.  The fact that gentamycin dramatically improves sufferers from Meniere's Disease might indicate a pathogen as the cause rather than calcium crystals.  Or perhaps we should be putting gentamycin in our kettles.  
2017 update: I had a severe and prolonged experience of, supposedly, the Meniere's loss of balance syndrome myself, and although it is long resolved I must still pay attention when stepping over and between obstacles on cluttered surface.  Top Fella* gave me  similar feeling when cantering in long grass, he gave the distinct impression of being unsure just where the ground was and that he was almost “feeling for it”.   

Infected horses sometimes  show periodic examples of extremely headstrong behaviour, often with potentially disastrous results.  Sometimes these occur out of the blue, and sometimes with animals which have never shown similar tendencies.  The Equine Vet. Journal
 reports an instance where the subject under investigation “suddenly became extremely excited and was subjected to euthanasia by shooting after crashing through a stable door”. 

Sometimes horses not normally considered to be hard pullers bolted.  This happened to good riders on several occasions, conceivably because the passenger type of rider doesn't upset the applecart.  The only remedy was to get them round in a circle straight away before they ran into something.  
A century ago "blind staggers" was well documented, and appears to have involved a similar sudden loss of composure, although more likely to result in a fit than in a runaway.  It is not difficult to imagine some of the animals described here going berserk before lying exhausted and apparently senseless until the harness was cut off.   Horses which had suffered an attack of staggers were always liable to re-offend and were quickly got rid of by those who could afford to.   

The prognosis for a permanent return to normality may be questionable even after prolonged treatment 
.  Presumably the outcome will depend upon the efficacy of the remedy as well as the degree of damage.  Western author and old school vet. Ben K. Green refers to horses which have apparently recovered from loco weed poisoning, but which will always be reluctant to step over, for example, a rope on the ground.  That might resonate with our stable threshold problem.
In 1998 Goldfame
 became almost impossible to train once he got into serious work, as he would scarcely go out of the yard, never mind go onto the gallops.  The rules had recently changed to allow horses to race while being treated with  antibiotics, and we put him on constant broad spectrum antibiotic.  This transformed his attitude.  He was no more trouble and held his form well, although he was only an ordinary racehorse.  Either he had not yet suffered severe neurological damage, or he had something other than – or as well as – Lyme.
2017 update: see Lucas Ramirez study
.
When adopting constant therapy, it might be worth reviewing the situation periodically, say after three months, in order to determine whether or not the problem has been resolved.  By the time of this breakthrough, training and I had already given up on each other, so there was no further experimentation.
Some horses run a temperature of up to 105, and get "stacked up" legs when placed on antibiotics, even though they had  previously registered normal or only very slightly raised readings for Lyme.  This is presumably the Jarisch-Herxheimer reaction which has been observed in Lyme Disease in humans
   and presumably confirmed that those ones  at least had contracted this particular disease. 

Henry Cecil, Guy Harwood and Peter Walwyn all suffered devastating deterioration in their results.  Possibly these trainers were doubly hampered by their own confidence being shattered when they could no longer predict the horses’ performances with their accustomed accuracy.  My own frustration was compounded when a name was eventually put to our problem, and yet the problem continued unresolved – and more or less uninvestigated.  Trainers who rely upon weight of numbers, and those who may be more or less guessing anyway, may be less disturbed.  The vast majority of them will win perhaps one race for every two horses that they run in any given year.
Abler racehorses may cope with some systemic infections better than less able ones, even though they might display some quirks, purely because they are not obliged to be trained to their limit in order to achieve some success.  It's reasonable to infer that some horses may have a degree of immunity, and that ought to be investigated.  Or some contaminated horses, like some people, may just be tougher, like Provideo*, or simply more phlegmatic, like Superlative*, World Traveller*, or Berge.
Failed Classic contenders usually do well when reverted to sprinting which is less demanding.  Less "severe " trainers,  whose sights are not set too high, might suffer  less than those who “put the gun to their heads” with a view to getting the most out of their charges.  It is unlikely that an infected horse can ever achieve his absolute potential, or hold his best form over an arduous campaign, Provideo
 being an absolute exception, but in and out running seems now accepted as the norm.  
Set Fast:   The "tying up syndrome" seemed to be unusually common during our troubled periods.  In most cases attacks could not be related to excessive or unprepared exercise that gave the term Monday morning disease. At one point there was a lot of [useless] speculation about calcium /phosphorous imbalance in the bloods.  
There were several cases of horses becoming very agitated after exercise with what seemed like spasmodic colic.  Some of these had resolved themselves within minutes, even before the vet arrived, and there may, with the benefit of hindsight, have been some confusion between these and true set-fast cases.  With hindsight, most of those exhibiting such odd symptoms also fitted a systemic disease pattern in other ways. 
Feet   Mild laminitis is common in suspect Lyme horses.  This manifestation is not feed related – despite the fact that veterinary advice was to change our feed regime.  Unbelievably, having fed the most prolific winning 2yo six or seven times, we did so at one stage – it made no difference whatsoever.

Although laminitis may not be suspected or diagnosed, it may play a part in the typical “mystery shifting lameness” scenario.  The feet often show cherry red around the white line when the shoe is removed.  This is very unlikely to be discovered unless the farrier has been specifically instructed to remark on it, and only then if he has been assured that it in no way reflects upon him.  White feet however will often show obvious reddening in the wall. 
Similar bloodstains are often seen in the cleaned and polished horns of cattle at agricultural shows - presumably they don't all bang their horns about to the extent that they bruise them severely.  Enquiries at East Of England Show revealed stockmen to be no more interested than are horseshoers or vets: many don't seem to have even noticed.  
Horses which have shown other, apparently quite unconnected, signs of “going wrong” will very often – in arrears - show white marks on the wall of a black foot.  The colour of horn is supposed to conform to that of the hair at the coronet.  Either random white areas are bizarre or that convention is incorrect.  Perhaps depigmentation follows a bleed that would have shown red on a white foot.  
The 1892 publication “How To Train The Racehorse” remarks that the feet of prospective yearling purchases should “be free of rings and streaks, which are sure indicators of disease”
; these marks can probably be taken as an indication that there is, or has been, some challenge to the horse’s system.  

Discoloured feet seem quite common at the races nwadays, although on closer inspection some cases may be an artificially repaired hoof.  That in itself still indicates an underlying  problem with poor quality horn.

We had quite a lot of bad feet with poor quality horn, often requiring glueshoes and rebuilding with equilox.  Poor feet were often a feature of horses that showed unspecified unsoundness; they were not typically laminitic in their stance or action and had no obvious structural problems.  Nerve block failed to identify the feet as a cause of lameness in several cases.  With no specific diagnosis such animals are often referred to as “shouldery” or “jarred-up”, this is a common and unremarked scenario as they usually warm up to be more or less sound during exercise.  

We saw immediate improvement in such moderately unsound horses when they were put on isoxsuprine [navilox], even in some that could not be shown to be lame in the foot.  This is a vasodilator, and supposedly a specific for laminitis and navicular disease.  Horses which appeared "thin soled", in that they were ultra-sensitive to stones, responded better to isoxuprine to pads under their shoes, which appeared to indicate a minor  laminitis, rather than bona-fide thin soles.  

Navilox is a very volatile drug and led to our only positive dope test.  This was on Berge, a horse that we had accepted as being a very poor mover, having had repeated knee surgery.  
2017 update: I don't remember how he came to get onto navilox, but it helped him a lot – despite the 8 days withdrawal [which was raised to 30 days].  He was Deerfield bred, but he did win a lot of minor races and, especially as his knees had several surgeries, he must have been very resilient. 
2004 update to foot discussion above
Engervall
 [like the AHT when the issue first came up in 1995], found not much                                                                                       evidence to support the widely held perception [in Sweden] that vague or non-specific clinical signs coincided with exposure to BB and to granulocytic Ehrlichia.  He did find some correlation in the specific case of non-septic arthritis of the coffin joint, but he dismissed it as probably a spurious effect.  This seems odd to me, and likely also to Burgess and the wider Swedish population, but I include it in the interests of fair play!  Perhaps Engervall – like the AHT - should have investigated just why some confirmed contacts did not display any obvious symptoms of infection, or whether two diseases may have been running concurrently.
2004 update:   William Huntingdon remarked that prospective trainer R. McAnally was paranoid about white marks on dark feet.  This ought to be clarified.
2005 update to above
Daily Mail Good Health section 12/4/05 - "Nails with what seem to be several splinters underneath are not always hat they appear to be.  A condition called subacute bacterial endocardtis- an infection of the heart and blood - can cause tiny "splinter haemorrhages" under the nails.  This occurs because the infection causes bacteria to enter the bloodstream, which causes the tiny capillaries under the nails to bleed.”  
2017 update: It's a bad job when the Daily Mail can be more helpful than the vet or the farrier!  White marks are very common in human nails: might that be the aftermath of theses splinter haemorrhages?
Co-ordination    Loss of co-ordination is possibly the most serious, and certainly the most recognised symptom of E.P.M.   It is certainly a factor in Lyme Disease, if to a lesser extent.  Many infected horses display a tendency to stumble, particularly at the trot, and to suffer from interference problems, usually brushing, scalping or speedy cut type injuries behind when galloping.  Initially the hind leg injuries occur when speed is increased, however the problem often worsens so that interference occurs even at slower speed.  This might indicate the flaring-up of latent infection under stress of increased training.  
2017 update: Doc Martin* in 1980 was a very rare experience of a horse scalping his hind pasterns, but he showed no other signs of being wrong and was a useful horse.  He had pretty long pasterns and it may have been a conformation issue.  We had lots of them as time went on.  Master Crofter* in 1985 was potentially very smart, winning twice in May, but scalped very badly.  At the time we thought that this was purely mechanical, and that self preservation caused his rapid deterioration in form; likely there was more to it.
As a general rule blacksmiths in Britain are not interested in anyone else's opinion and are absolutely comfortable in their own.  However bad our horses feet were, or however much they knocked lumps off themselves, no blacksmith ever seemed to feel that it might reflect upon him.  As it transpired, it may not have done, but it could only have helped if more people had focused upon the problem.
Once interfering has begun the problem often proves difficult to resolve by shoeing; tolerances may be minute in normal circumstances, and even a small amount of bruising or scar tissue can make interference inevitable.  However cases of stumbling, speedy cutting and scalping virtually disappeared among Emma's breeze up horses at Seven Springs once everything went onto a prolonged course of antibiotics before serious training commenced. 
“The New Care and Training of the Trotter and Pacer”, as mentioned earlier
, advises the culling of horses unable to establish  their gait, and in it Dr. Kenneth P. Seeber also remarks that "when all else checks out normally, a decrease in tail tone seems to be a finding fairly consistent with E.P.M.". 

Dr. Sarah McCracken sent me an e-mail recalling that scientists and vets working for Bayer, the manufacturers of Baycox [toltazuril], have reported harness trainers  noticing improvements in out-of-form horses that traveled with a particular [odd] gait; these horses were not at the time thought have EPM.  From memory Dr. McCracken thought these horses had been going unusually wide behind.  The Bayer people had attributed this improvement to changes in cecal flora.  Dr. McCracken felt that there could be more to it.

[2004 Update Julia H. Wilson et al. at U. Minnesota found that 40% of their subjects were still experiencing gait and behavioural abnormalities 6 months after being diagnosed with West Nile Virus.  This contradicted more soothing work previously done in Florida that had reported that most [85%] WNV survivors completely regained neurological soundness.
2004 update Dr. Kevin Keegan, U. Missouri-Columbia Coll. Vet Med.  reported that “a handful of diseases do cause spinal ataxia, which is very difficult to diagnose in its early stages”.
Galvayne
 states "Stringhalt is a nervous disease ... it is very frequent in some parts of Australia and South Africa ... in Australia I frequently heard some such remark as the following: "I shall not put my horse in this or that paddock [of thousands of acres], or it will be sure to get Stringhalt."  

Farming tradition too has traditionally recognised location as relevant to herd health.  That “ sheep should never hear church bells three times in the same field” may have been an exaggeration, but it will have had some foundation in experience.  Lameness, abortion and other complaints were often viewed as specific to certain areas.  This may often have been due to the herbal or mineral toxicity of specific sites, but any haven for vectors might be equally problematic.  Animals from such locations are likely to do less well until the issue is addressed.  
2004 update: Blood Horse 3/1/04 Article on Michael Gill, Eclipse award winning owner with a very large claiming stable said that from 2002 Gill gave all his horses daily treatment for EPM, which he thought to be a big factor  in respiratory problems.  Gill thought the presence of EPM antibodies can lead to flipped palate, and that myectomy surgeries were performed on all his horses.  
Horses claimed by the Gill stable are widely perceived to move up to a quite remarkable degree. This begs the question whether the treatment of general malaise is extremely effective, or whether the stable's routine treatment of EPM is a smokescreen for performance drug abuse?

Emma said that Richard Galpin had all USA yearlings etc treated for E.P.M. whilst in quarantine for export to UK: he may have taken something from the Gill article.

Heels and girths  We had a serious and very long standing problem with sore heels which refused to heal. Invariably [with the benefit of hindsight] this occurred in the front heels of males.  This problem had a tendency to spread to or to occur on girths of yearlings if they got a chafe.  Presumably it may infect the girth area when lying down. The fillies too were at risk of infected girths if they had a chafe on their girth.  None of us had the wit to observe  that the fillies never got a sore heel in front simply because they didn’t urine-splash themselves – or that the problem very rarely occurred behind.  
The first chronic and apparently incurable skin complaint was Palace Gold in 1982.  He came from France at the end of his 2yo year and [with hindsight] may have already had a systemic problem.  He never won but was second in the Dante St. and 5th in what was probably a good Derby.  He had white stockings and suffered constantly from what was assumed to be simple, if persistent, mud fever, which was controlled but not cured with Dermobion [this  led to a questionable dope test after the York race, but no action taken].  
Self inflicted infection and reinfection through broken skin seems [with hindsight] an obvious explanation.  An unnamed investigator in England stated that “spirochetes were constantly present in every case of canker of the foot and "greasy heels” examined by him
.  From 1999 routine treatment with antibiotics for six weeks on first arrival seemed to prevent the breeze up horses from suffering in this way, a few of them had short term visitations which probably had an external rather than internal cause.
Rodent urine and bird droppings play a major part in the disease becoming firmly established in premises 
 
.  Urine splashing is proven to be effective in spreading the disease in cattle, and the urine/oral route is proven effective between cattle and mice
 

Blistering of the muzzle was occasionally seen.  This was variously diagnosed [including one inspection by an expert from the AHT] as “sunburn” or “blister beetle from American hay”; as with sore girths on the fillies, urine will have caused this reaction. 

With the benefit of hindsight the infection will be as viable in saliva as in urine, and because many racehorses do have minor cuts in their mouths, communal bits may easily spread the disease amongst untreated animals.  The bits for Emma's breeze up horses were always disinfected between horses. 

2017: Looking back, before Calder Park many horses with chronic sore heels were not at all difficult to deal with as far as temperament went, which may be partly why these cases were for so long accepted as just sore heels.  But someone should still have spotted the urine shedding element when we were unable to cure them.  That would have at least raised the issue of systemic infection, and it might have led to some constructive attempt to resolve matters ten years earlier.  
Update to above, 2002.  We have had sore heel problem this year in horses which had been treated. Probably Lyme [if present] had been eliminated based on previous experience so possibly some bacterial infection.  Also had two 3yos [that were not sold last year] that were “fracture lame” with no structural damage, no wound, nor apparent broken skin; both responded to injected antibiotics.  They obviously had an unusually aggressive infection, but as they were both well behaved horses it didn't apparently signify anything more serious.  
2017 update: Possibly routine extended treatment may have created a less resistant horse in 2002, but likely the above was just a very aggressive infection that somehow got into Look Away Now's hock and Red Vintage's breast/forearm, as there were no other manifestations and no recurrence once it was resolved.  Red Vintage went to America and did quite well, and we kept Look Away Now for several years as a pony; he did have a couple of spooky phases, years apart, which resolved after 30 days antibiotics.  
2017, revue of situation post 1999: Very few of these breeze up horses were particularly difficult to deal with, and as the few that were awkward were not very good anyway, there was never the demoralising loss of form that we often saw in the 1980s and 90s before adopting the routine anticipatory treatment.  
The high percentage of Group and Stakes horses that Emma sold was about what we  would have expected to produce outside of the Cedar Tree/Calder Park/Florida scenario.  So was the low number of very poor and very difficult ones.  None of those that showed the most early ability reversed their progress suddenly and dramatically, as we had regularly seen during our most troubled period.  
It seems that anticipatory antibiotics for a month or six weeks proved to be fairly successful.  Also the stable yard had been cleansed of potential vectors.   And yearlings from many different vendors would have had only random chance, rather than virtual certainty, of being sick.   The short term problems with sore heels may have been a bona-fide reaction to [something in?]the polytrack.  Because they had so many horses to get out, they usually exercised on that surface near at hand rather than go to the grass which took longer, and their heels were never really as clean as they might have been using the grass.  

Infected broodmares The urine-oral route of infection is proven to be possible in cattle
. This would explain the strong impression that the produce of certain stud-farms are extremely likely to show signs of infection. The offspring of infected mares seem very likely to emulate their dams, and are likely to be compromised as runners.  The spirochete is capable of multiplication and development in the presence of it’s host’s antibodies
, which raises the question of whether re-infection is likely to occur. 
It may also be simplistic to say that windsuckers, box-walkers and crib-biters imitate their mothers; in fact they may well simply be exhibiting the same symptoms of an inherited neurological disease [see Prior and Helm comments below].  Some experimentation will be necessary in the best timing, nature and duration of antibiotic treatment of any suspect animal retiring to stud, however this may be well worth the effort.  

The fact that Trimediazine apparently proved to be so successful in the resolution of the syndrome, particularly in the behavioural area, despite not being recognised as a specific against spirochetes, might suggest that [a] either this opinion of the efficacy of the drug should be reviewed or that [b] in spite of the 1995 positive tests for Lyme Disease in horses showing similar manic symptoms,  what responded to this particular therapy may have been a different infection altogether.  In either event further investigation is required.  Disinterest and reluctance to discuss or share information is not likely to achieve a breakthrough.  As Jack Doyle often remarked “doctors differ – patients die!”
Stallion involvement  It would be interesting, although politically sensitive, to investigate thoroughly whether an infected stallion meant possible infected offspring - in other diseases that could be the case and the spirochete has, in Australia, been found in a stallion's semen
. * There seems no more more logical reason for a stallion being an influence for bad temper because of genetics than because of his health status.  Unpalatable though this might sound to a stud, it would actually be sensible to discreetly address the possibility and to treat all stallions as a matter of course.  Such action is well worth considering on the grounds that "if a good bull is half the herd - a bad bull is all the herd!"
2017 update: this fruit of my loins aspect is probably what John Caudwell was concerned about. 
Red God, Aureole, Ribot, and Pinza and Nasrullah, to name a few, have all been regarded as sires which could get talented but temperamentally flawed offspring. Laser Light combined the influences of Red God  and Aureole with predictable results, long before any of the events noted here we had some Laser Light’s that could really run had their "temperament" not got the better of them.  Superlative* and Imp Society[USA], from personal experience, would have been very successful sires if the offspring could have been trained to their full potential.  There may be many others, including Mummy's Pet; who was a terrific sire of horses that won one race.  Luckily we had an exception to the rule in Mummys Game*.
Prior, perhaps the greatest authority on the Thoroughbred, remarked that Friar Marcus "appears to have transmitted a tendency to wind sucking and crib biting...which cropped up even to the second and third generation"
. 

Helm in his “American Trotter and Roadster”
 remarks that grease or scratches were so prevalent amongst the produce of Winthrop Messenger for several generations as to be a family characteristic.

On the other hand there may be stallions whose offspring are resilient.  We had some at the height of the troubles who seemed to just get on with life, like Berge, World Traveller, and Galine,  all by Most Welcome.

Given that the infectious agent seems to be relatively easily destroyed before being shed in urine there seems no reason to suppose that control of the spread of the disease in semen should prove any more difficult. 
Raised Temperature    Many infected horses exhibit a slight [101.5] temperature most of the time.  Normally quiet and friendly horses may look extremely sour when approached in the stable - they look like the proverbial "bear with a sore head".  Gold Trail* was a prime example in 1994.  He worked like an Ascot 2yo and he ran well, if a little disappointingly, when placed behind smart horses in March and April.  He didn't run again - he always had a temp of 102 and was always scraping his bed up into a pile, although he never appeared colicky, also he had a vague and unattributed hind lameness.  Sent to America, and disappointed badly.  
2017 update: there was a month between these races in April, something must have happened because we would normally run back in a few days.
Some horses may be quite unable to do their best with only this slight temperature, or a morose attitude, as a symptom.  B.S.E. Cattle may show little more than head-pressing as a symptom in the early stages.  Obviously horses showing such slight symptoms are unlikely to be identified as having a serious problem. That is particularly true if they happen to go wrong before anyone has been able to make an educated judgment of their ability.  Getting on with 2yos in the spring may be a double-edged sword: if you don't get on with them early on, they may have already succumbed before they start working and no-one will ever suspect that they are any good!
That may justify the AHT's scepticism, because horses may soldier on at a level many pounds below their potential.  That does not mean that they are achieving their potential, but simply that their true capability was never suspected.  There are so many low-level handicaps that they might still appear quite successful.  Perhaps  many unheralded performers might be dramatically improved by aggressive antibiotic therapy, as Michael Gill claims to have proved.
Tame Deer was another prime example of the nothing-much-to-report scenario.  In March as a two year old he had been recorded as working twice with Saseedo, a useful 4yo, so he was obviously regarded as a good prospect.  From then on, although his feet seemed sore, no connection was at that time made between that and consistently running a very slight fever.  I don't remember him having sore heels, he never behaved badly, and he made one appallingly poor start in the autumn.  He never ran at 3, but he was the first one in the yard tested for Lyme Disease at [Dr.] Neil Steven’s suggestion; he at least appreciated my unease at the red in the horse's feet.  As a result of his positive test the others were all tested, and many were off-the-scale positives.  Ten days treatment with oxytetracycline was recommended but little change was noted in their condition. This one ran twice at four and we lost him when he won a selling race.  He ran several times for the new stable and won a claiming race.
Tame Deer was by Hadeer, a good looking horse who was sold out of Michael Stoute's where he ran poorly at three after being high class 2yo.  I had bought one or two seemingly on-the-slide older horses like Gypsy Dancer and Susarma, and would have bought this one had not John Ferguson, who was associated with Stoute's at the time, helpfully informed me that he was a cripple.  Clive Brittain did buy him and did well with him: it makes you wonder whether some horses may learn to cope – or whether being unaware is a great advantage to a trainer!
Horses like Gold Trail and Tame Deer  might very well have responded to a constant broad spectrum antibiotic to damp down, if not resolve, a persistent infection.  
Lack of muscle: Some of these horses did not build muscle as normal with gradually increasing workload.  Burgess 
 found that 10% of serum-antibody positive horses had chronic unexplained weight loss, which might be similar to unexplained failure to gain weight. It appears that horses which fail to build hard condition across their loins and their hindquarters despite eating well should be regarded with suspicion.  Some of them seemed to improve following anti-biotic treatment for some unrelated problem such as a wound or castration.  That a horse had really built up since he became a gelding makes little sense, when a prime reason for cutting is to reduce body mass, but no-one made the onnection.  
2017 update; Norway to cull 2,000 reindeer with CWD, chronic wasting disease and brain infection.  Previously unknown outside America.  “Not known to pass to humans”.
  Yet. 
Complete or Partial Loss of Ability   As time went on, an unusually high percentage of horses came to an absolute and sudden halt in their athletic progress.   At one stage this might have been confined to horses with a Cedar Tree or Woodditton connection, but eventually this was more general throughout the stable.  Horses often changed quite abruptly from normal racing prospects to almost completely useless, whether or not they became badly behaved.  By the late 1980s it was not an uncommon scenario.  
Prime examples were Aldahe*, Fahrenheit*, and Munera*.  Munera was working better than Fayruz*; he won 6 races, she got sore shins just as she was ready to run; when she resumed a few weeks later she was hopeless.  That shouldn't happen.  Aldahe had been well tried but disappointed badly on his first start.  He then took to bolting in the mornings, and then started to make a noise, although that had not been an issue before or during the race.  He had throat surgery – which I was never convinced was needed – and won two small races ay three.  He ran a further 60 times for various trainers and won five more small races.
The deterioration tended to be permanent, although some of them raced reasonably well at a much lower level than had looked certain. The problem always seems more dramatic in horses that have been highly tried in their work, because ordinary horses are never really expected to be very consistent.

Our work schedules were always devised to ensure that there were “no surprises” to the horses physical system
, or indeed to any of us when they ran.  Under normal circumstances when we thought that they'd just about win first time, they usually did.  If a horse makes normal progress, but then suddenly becomes unable to get out of his own way there is something wrong!  Tame Deer would be a reasonable example; if we sent him with a horse like Saseedo twice in March, then we were confidently expecting him to be a smart early season 2yo.

Sometimes a slight bout of coughing or a sore shin interrupted a schedule and, just two or three weeks later, it proved impossible to get back to anything like the previous level.  Even if it may be difficult to pinpoint the change, incremental progress should never reverse into headlong decline.  

In 1984 Que Sera won her first two races very well, then was surprisingly beaten at the Guineas meeting.  She was thought to have pulled an inconsequential muscle in her quarters but never recovered.  She was definitely an Ascot filly.  In 1989 we had her son in Calder Park, Rancho Mirage*, although being out of her and by Superlative he may well have been a hopeless case even in Gorky Park.
Brondesbury* in 1982 was a very precocious and headstrong horse that became something of a short runner, although there seemed to be no danger of that in his first starts – at Doncaster he went to the top of Rose Hill before Ives could pull up and at Newmarket up to the Cambridge Road.  That is not a uncommon difficulty with very fast horses; they easily take command in their work and can easily get in the habit of easing themselves before the end.  It's better to race them than to try to work them at home.
He won 6 of 7 starts and was only beaten by champion Horage – who rather took us by surprise, he had only won at Ayr in heavy ground, and we were trying not to exacerbate the headstrong situation by doing quite the work that he ought to!  After bouncing back to a sparkling Epsom win and the Ascot course record he started coughing, and proved impossible to get back to form.  At three he was physically a pale shadow of his two year old self, especially as regards muscle tone, and ran poorly twice.  He kept giving the odd cough [which is not in fact unusual in itself], and there was a theory that he may have  been carrying a lungworm infection  that causes “husk” in cattle.  This suspicion could never be confirmed by faecal sample. Had anyone been thinking a little harder, could that blood picture conceivably have indicated other infectious agents [such as spirochetes] rather than lungworm? 
Boomtown Charlie* was a useful horse.  At the end of his 2yo year  handicapper Geoffry Gibbs was astounded at our request to be rated high enough for the Free Handicap next year, which he duly won.  He was a bit off colour for a few days before he ran poorly in the Irish 2,000 Gns  a month later, and we could never get him back.
2017 update; There must have been some ongoing enthusiasm for the theory, as the Calder Park horses were all – unsuccessfully- treated with levamisole drench.  Funnily enough levamisole combined with other therapy has since proved to be effective in EPM treatment.

Despite being given a break to recover their strength some horses appeared a shadow of themselves.  Some fairly promising but less precocious 2yos became so painfully slow and deliberate in their action that it seemed inconceivable that they we had ever liked them at all.  This incompetence was so profound that it must have indicated a compromised central nervous system.  Horses should not fall into a deliberate rolling gallop when their earlier training had shown every indication of normal stride patterns; a tailored incremental workload would not bring the athletic system to a halt. 

Once this scenario occurred the prognosis was grim even at the lowest level.  Even if they don't actually refuse to train, many are obviously wary of doing what is no longer within their capability.  Possibly a similar syndrome applies to dispraxic children. 
Firmament* right back in 1982 was the classic case in point; this was a big fine horse and could comfortably shadow On Stage
 in his work at the time when the latter ran second in the Prix Morny.  He ought to have been the real thing – particularly as his dam was half sister to Allez France!  Despite apparently doing this work well within himself, and with no physical symptoms, he quite suddenly became a confirmed jibber and soon developed a dysfunctional gait like deflated life raft in a heavy sea.  From being a potentially top class horse he died a maiden point to pointer. 
2017 note:  Given that each stride represents one breath, and thinking back to Michael Gill's theories, is this mechanical incompetence in some way linked to the respiratory system even in horses that never make a noise nor show any respiratory distress?
If these “falls from grace” had happened very rarely, then they might be attributed to a mistaken evaluation, however regular misjudgments are most unlikely in any proven two year old producing stable unless there has been some major change in circumstances.  
Moonstrike[USA]* for example was asked a searching question before his debut.  He easily won his trial with the useful Joyofracing* - last four furlongs in 45 seconds and change [this was uphill to the Rubbing House], but was well beaten in a maiden race.  He was subsequently continually and largely inexplicably lame, on various legs, yet repeated body scans offered no structural explanation. 
This one had poor feet and an erratic temperament, although he did win two small races for us during this period.  He then ran at a fairly low level for other various trainers as a 4 and 5yo.  His rapid rise to rating of 105 as a 7 year old was a revelation, he being long established as a 75 rated horse.  However the work before his very first start had predicted his running to that level within a matter of weeks – if not days.   Why did he come back to life?
2017 update:  I notice that his 2yo debut was in October, which would be very late for us with a horse that we liked, so he must have had already had a few holdups, which were likely viewed as routine occurrences at the time.
In the 1990s this depressing scenario became routine.  Some of the less severely compromised were able to win due to Emma’s careful "rating" of them in their races, which enabled them to maintain their most efficient stride pattern when any sudden call for extra effort would lead to disastrous loss of momentum, rather like a loose chain coming off a bike.  

Ironically our much reduced success was attributed to my using her as a rider – which was only a slight variation upon the excuse that I didn't respect home-breds!  In fact what little success these horses had was in many cases absolutely because of her riding rather than because of it.  This was another foolish example of what ought to have been a united camp squabbling over personal agendas rather than addressing the underlying problem.

John Whitely's objective computerised rating system, which compares all rides by all jockeys, did produce such a high figure for her that John felt obliged to cover himself by pointing out that her figure was based upon only about 1,000 races.  She had 797 rides for us and won 122 races at a strike rate of over 15%.  The average field size for those years was about 10, making random chance 10%.
Unwillingness to train:
One of the worst cases, in that he exhibited several different manifestations of the syndrome, was Reformed Imp.  He was eventually sent to the A.H.T. for pre and post mortem examination which proved inconclusive.  This animal was originally tested positive for Lyme but his readings reduced to a negative score after treatment; however there was no improvement in his demeanour despite his being cut and having an enormous amount of trouble taken with him.  Presumably irreversible damage was already done to his nervous system. This should have been a very fast horse: when he first started serious work Emma [who had ridden Mac's Imp in his early work] simply said “deja vu!” 
Being by Imp Society[U.S.A.] he may have inherited something else from their sire apart from Lyme disease.   Society Times was another disaster by the same sire.  Before his planned debut at Nottingham he worked better than Quality, giving him 21 lbs, but for some minor cause didn't run.  Quality deputised and was a good second; he was a fairly solid 80 rated horse.  On returning to work Society Times became almost unrideable; we couldn't do anything with him he eventually won a very poor NH Flat race.  On his work before Nottingham he ought to have been at the very least a Listed horse.  He might have benefited from constant Trimediazine as did Goldfame in 1998, although he was more of a handful.
Mac's Imp [USA], like Brondesbury *, showed nothing at 3 years, and he too never looked well as a three year old.  He proved generally unhealthy during his stud career and he died suddenly.  This was another by Imp Society[USA] and his own offspring demonstrated more of his ill-temper than his speed.   Both these horses may have lost their precocious advantage, but they still ought to have looked as well in condition as they had at two
.
Superpower's sire Superlative* was very likely carrying something throughout his racing career, because although he was  pretty successful I don’t think he ever did anything like he was capable of – he could give smart horses like Raami or Reesh 21 lbs in the morning.  I don't remember him ever showing any symptoms however.  
At stud he was responsible for several horses that promised much but almost invariably disappointed us.   Apart from Superpower* he did sire another decent horse in Superstrike*.  This one was very difficult, we had to cut him quite early on, and I was not fond of him.  When he won his only start [at Southwell, but so impressively that time expert Jeffrey Ross credited him with the best 2yo time figure of the year], I recommended “sell and repent, rather than keep and repent”.  He did win several Stakes in America.  
Harking back to trainers' unawareness of problems; if we had not known that Superpower and Mac's Imp were good before they got tricky, they may have just sunk without trace even at two as being too much trouble to bother with.  Even when we did know, had we suspected that they were sick as opposed to plain awkward customers, would we have made the effort and achieved so much with them?   Sometimes a little knowledge is a dangerous thing.  However that is no argument against further research.
Racehorses fail to shine for many reasons, and an extensive list of potential excuses has been assiduously developed by the industry. The thoroughbred is a far more resilient animal than is generally perceived.  Any horse properly prepared, in good health, and running in the right grade ought to perform with reasonable consistency.  Trainers in general tend not to over-emphasise this fact.
In the absence of poor jockeyship, unsuitable ground, or track, or distance, the fallback explanations of unspecified viral challenge or even that “horses aren't machines" can be called upon.  Any or all  of these may be relevant to a particular race, however too ready acceptance of trite excuses may sooth sulky owners but it does hinder further investigation of more general and ongoing failure.  
2017 update:  Lockinge St.  Galileo Gold?  Obviously plenty of post race thoughts [as Boggy Whelan said; “more excuses than at the Last Supper”, but not really focused upon reluctance to go to the start, and apparently he blew hard when,presumably, he was supposed to be fit; it might be interesting to see what happens next.
Lameness, Unexplained and Shifting   This is the text book scenario trotted out for Lyme disease in horses, in the same way that the “characteristic bulls-eye rash” occurs in reference to the human version.  In fact these horses often show very little clue as to the cause of lameness even on very sophisticated investigation.  
It is not uncommon to hear nowadays that older horses that have been running are missing from action due to “sore shins”.  In our experience sore shins are a juvenile affliction, and this may be a hopeful diagnosis when nothing else can be proven.
Several horses that felt footsore to the rider were unable to have that confirmed by nerve block, yet were transformed by isoxsuprene and or glueshoes.   We ought to have recognised the probability of low grade laminitis years earlier, and common sense ought  to have worked out that laminitis was symptomatic of a deeper problem, and not diet related.  
Apparent hind lameness can often result from compensation for a front end problem.  Whereas an undisplaced chip in a knee or front joint may relatively easily spotted, mild laminitis may not be so readily spotted.   Mistaken diagnoses may account for the great popularity of back specialists and physiotherapists nowadays.
Mimicked Tendon Strain  These can appear exactly like a strained tendon, although the exercise immediately preceding the discovery may have been such that a tendon injury is very unlikely.  Rassam*, Chloe's Anchor, Pacific Rose, Red Tower, Alabama Girl*, appeared to suffer serious tendon strains, while Echo and Wild Palm appeared to have badly sprained suspensories.  There was no reason for them to have sustained any damage from their exercise on the day in question, they were never lame, and obviously as it transpired they had not suffered any injury at all.  See illustration.
 
2017 update: As a general rule, serious tendon injuries very rarely come from a clear blue sky; almost invariably someone has missed some earlier warning.
Obsessive Behaviour The babyish habit of chewing and sucking of reins and headcollars and what we used to call "yappy" or "calfish" behaviour when being saddled or groomed is quite common in infected horses
.  Box walking and scraping their litter into a heap, like a colicky horse, are also quite frequent.  The litter scraping can be sporadic, and there seems little hope of much success when severe episodes are going on although some progress may be possible during lulls. These habits seem innocuous enough, as did head pressing in BSE cattle, but may be symptomatic of  a serious neurological problem.  
Some of these horses that displayed extremely neurotic or irritable behaviour improved markedly when exercised in blinkers; their eyes may in some way have been a factor, or they may just have been more comfortable in their own cocoon.
Most of the ordinary class of horse that were obviously a little strange did cope better under an extremely fixed and rather light training regime.  Less stress seemed to equate to less aggravation.  That might account for the lack of reporting that the AHT found.  It might also apply to some children diagnosed as having learning difficulties.  

Moderating any athlete's  training regime obviously compromises maximum attainment, but easier training programmes may minimise the incidence and impact of these odd symptoms.  Racehorses nowadays often  follow an extremely fixed and rather light training regime due time and staffing constraints, and many may become institutionalised.  Also, poor or irritable behaviour may easily be disregarded when riders report jig-jogging and fretful horses to be “very well in themselves”.  Horses that start to get very free rarely do so from simple joie de vivre. 

The adverse symptoms that we suffered were less apparent in a horse  taken out of strong work, but almost invariably returned when the horse was trained.  On some occasions treatment for castration or an infection may have inadvertently helped.  An dramatic change in attitude immediately after castration may indicate that bona-fide masculine temper was not the problem, as reform based upon hormonal change normally takes some time.   
It seems clear that sustained antibiotic treatment can transform some very badly behaved horses more dramatically than even sedatives like A.C.P.  Now that the testing regime allows it, constant antibiotic treatment could enable some very troublesome individuals to be trained to best advantage.

Although there may be some risk to flora in the gut this might be compensated with probiotics.   And as ex-trainer Peter Metcalfe remarked “ a racehorses's life is 5 or 600 days – from the first day he is ridden until the Derby”: that may be cavalier but this is no forum for saving the planet!
Update; A paper published in 1998
 describes cessation of obsessive behaviour in animals fed non-therapeutic levels of virginiamycin in the form of Founderguard.  This was originally a laminitis study.  The secondary [stable vices] trial came about after abnormal behaviours reduced markedly during the original laminitis experiment.  For some reason they assumed that stable vices in their subjects resulted from the diet which had been calculated to bring about laminitis.  They didn't determine that these horses had been previously free of stable vice, and that may or may not have been the case.  So this may or may not confirm our impression that laminitis and neurological problems might both  indicate a systemic infection.   
2017 update: Goldfame seemed to confirm that antibiotics can impact behaviour, as did the Ramirez study.
   As long ago as 1995 a study indicated success in treating head shaking horses with Fluphenazine
.  That study may have touched upon the problem we had with horses' apparent unease in exiting their stable [p. 13 above].  The paper's reference to the recurrence of photosensitivity in some of the subjects recalled that periodic “moon blindness” was once a common affliction, even though the idea that it returned on a lunar cycle was illusory.   
 If the capability of a normal healthy Thoroughbred were better appreciated, then it might be necessary for everyone to recognise  animals  compromised by some form of systemic attack.  A racing programme that rewarded higher achievement and consistency, rather than promoting the direct opposite through a proliferation of low grade handicaps, might help to focus the hearts and minds of both trainers and vets.  The simple theory that racehorses are softer than they used to be may be quite misguided.  But from our own experience that easy acceptance didn't help objective veterinary review of why apparently discrete problems began to appear concurrently. 
֍֍
2017 update: By the mid 1990s our situation had become the perfect storm: I was determined that Cedar Tree and the other associated farms were to blame, and we were still importing horses from Florida.  No-one else would even register that there might be one underlying problem rather than several discrete ones whatever the source of the problem might be.  Even if I now accept that “our” studs were by no means the sole culprits there is no denying that they had certainly provided  ample evidence that there was some serious and ongoing problem.  No-one wanted to confront it.
At this point Elaine told me in no uncertain terms to let it go, or we should have no horses.  Politicians of all stripes appreciate that the electorate doesn't like bad news: in the absence of constructive veterinary advice, it might have made sense to have heeded that practical political advice!  
Looking over all this again, there may have been more than one thing going on inside some of these horses.  Some, like Ambassador*, had the most troublesome heels but were no trouble to ride; some of the most inglourious basterds like Society Times had no trouble with their heels.  Of course Lyme Disease, “the great imitator”, may just reserve different strokes for different folks.  
Systemic disease is a big subject.  In racehorses it is probably much more relevant to major achievement than are either pedigree research or surgical repair.  It may be complex, but we won't know how complex until someone, preferably someone who actually understands racehorses, really commits to researching the matter thoroughly.
֍֍
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