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1. INTRODUCTION 
This patient represents an extremely challenging acute-on-chronic pain incident. The case is 

presented via the experience of the acute-pain physician who provided anesthesia care for one of the 
patient’s surgeries. A 35-year-old lady with Ehlers-Danlos syndrome underwent a repeat Achilles’ 
Tendon reparative surgery. She received general anesthesia with two nerve blocks to fully 
anesthetize the lower leg for post-surgical analgesia. She woke up after general anesthesia, in severe 
pain despite all clinical sensory and motor testing clearly showing that the nerve blocks were 100% 
functioning.  The two nerve blocks were repeated and her severe foot pain continued unabated. 
Finally, she was given a small dose of ketamine, 0.6mg/kg, and after 45 minutes her pain resolved 
100% and did not return until after 36-hours when the nerve block infusion was stopped, whereafter 
the pain was minimal and manageable without opiates. On her fourth day after surgery, she 
developed shooting pains in her ipsilateral vaginal labia majora, which lasted for 2 months.  It is 
believed she had Central Pain Syndrome.  
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2. The PATIENT’S FOURTH ACHILLES TENDON REPAIR 
The lady was born with bilateral congenital club-feet and the Ehlers-Danlos Syndrome. She 

underwent childhood surgery on her left foot and her Achilles tendon, and three more surgeries to it, 
as an adult. This case report concerns that fourth Achilles tendon surgery. Two years prior to this case 
discussion surgery she developed right-hip pain after a fundraising 10-mile walk. She underwent a hip 
arthroscopy for the right-hip pain. In her recovery period from that hip-arthroscopy, she fell and tore 
her left Achilles tendon. The tendon was subsequently surgically repaired by suturing, including a left 
flexor hallucis longus tendon transfer to augment the strength of the left Achille’s tendon. A year 
later in 2005 the Achilles tendon was surgically explored and debrided seeking to alleviate her 
persistent tendon pin.    

Two years later, in 2006 at the age of 35-years-old, she consulted an Orthopedic surgeon again 
about the ongoing severe pain in her left Achilles tendon. Her surgeon could not fully explain the pain 
before surgery, per his notes. He decided to surgically explore and debride the Achilles tendon, that 
being her fourth left Achilles tendon surgery. After surgery, she first had severe pain in the Achilles 
tendon despite seemingly successful nerve blocks. She weighed 50 kg with a BMI of 25, had chronic 
constipation, chronic depression, chronic pancreatitis, and chronic low-grade lumbar-sacral backache 
thought to be due to her Ehlers-Danlos syndrome. Later, 4-days after the surgery, she developed 
buttock pain that was accompanied by shooting pains into the left labia majora of her vagina. The 
vaginal pain was hard to explain initially.  

For her anesthetic, she was given (1) a saphenous nerve block at knee level via a sub-sartorius 
injection point, and (2) a parasacral sciatic nerve block with landmark and electrostimulation 
technique. Ultrasound guidance was then in development and not routinely used. The 
anesthesiologist had extensive skill, and experience with the two nerve blocks. To that was added a 
light general anesthetic to cover the thigh tourniquet discomfort during surgery.  The sciatic nerve 
was injected with 40 ml of 0.75% ropivacaine local anesthetic drug and a soft-tip (Stimucath, Arrow ®) 
perineural catheter was left in place. The saphenous nerve was injected single-shot with 10ml of 0.5% 
bupivacaine local anesthetic.   

The course of the following general anesthetic and surgery was routine and uneventful. Three 
hours later, when the patient recovered from the general anesthetic and had full lucidity, she 
immediately reported having severe pain in her operated left foot Achilles tendon region and the 
medial side of her deep calf muscle. Clinical examination showed full loss of motor function in the 
entire left lower leg, and total absence of any skin sensory function for testing with touching, 
pinching, and with ice. The patient was however insistent that she had left Achilles tendon pain. The 
two nerve blocks were repeated. The saphenous nerve was again injected, using a well-proven and 
experienced technique sub-sartorius medial to the knee, with 10ml 0.375% ropivacaine. The same 
injection site as the first injection was used, utilizing a pure landmark and tactile technique. The 
preceding saphenous nerve block did not interfere with the repeat nerve block.  The sciatic nerve was 
injected again, but from lateral, midthigh using landmarks, and an electro-nerve-stimulation 
technique that the physician was well skilled and experienced with, using 20ml of 0.375% 
ropivacaine. The more distal sciatic nerve block site than the initial site was chosen to find a block-
free portion of the nerve, to utilize electrostimulation to localize the nerve accurately.  

https://www.regional-anesthesia.com/


  21TCPMAA                      3 
 

This second sciatic nerve block technique with its lateral approach was far caudad of the first 
nerve block injection site and did not require repositioning of the patient. As expected from the 
second, more caudad injection point, the sciatic nerve responded to electro-stimulation as if it had 
not been nerve blocked. The calf muscle twitching was vigorous, but the movements did not alter the 
steady constant Achilles pain at all, or worsen it. The patient was unaware of the induced lower leg 
movements. She also could not herself create any voluntary calf-muscle or toe movements in the left 
foot.   

After a waiting period of 45 minutes for the second pair of nerve blocks to take good analgesic 
effect, the pain in the left Achille’s tendon remained constant and unchanged. It was thus unarguable 
that the persistent pain was present despite duplicated double nerve blocks, with all evidence of total 
loss of voluntary motor function, and all sensation to testing, in the left leg lower leg. This suggested 
that the source of pain that the patient experienced must have had origin from the Central Nervous 
System (CNS) sensory neuronal cells spontaneously generating pain signals to the higher brain. It is 
rare to see certain evidence of spontaneous pain.  

The next therapeutic step was debated. It was wondered what an epidural or intrathecal 
neuraxial block would do to the pain when the local anesthetic drug soaked onto the spinal cord 
segments supplying the S2 dermatomal region. There was a concern for the total of local anesthetic 
drugs that would then be needed and the risk of local anesthetic drug toxicity, considering the four 
nerve blocks already injected within 3-hours. It was decided to try the drug ketamine first. Ketamine 
was injected 35mg intravenous (IV) being 0.6mg/kg, with a dose of 1.5 mg midazolam IV to offset any 
hallucinatory ketamine effects. The patient became sleepy but was rousable. Thirty minutes later she 
was less sleepy, and was able to state that the left Achille’s tendon pain was 50% improved.  An hour 
after the ketamine injection her surgical pain was zero, which it remained until the parasacral sciatic 
catheter infusion, was removed 30 hours after the end of surgery. Thereafter she was adequately 
comfortable using mainly oral analgesic medications, until the fourth day after surgery when she 
started to experience left vaginal labia majora shooting pains.   

PSYCHIATRIC HISTORY: 

In all her interviews, both face-to-face and by telephone she had an obvious joyous 
smiling and talkative disposition. She denied having any childhood or lifetime verbal, physical, 
or sexual abuse experiences. Her only trauma ever that she could recall, was hearing her 
parents argue severely during her prepubertal childhood, when she would run to her room and 
cry, fearing her parents would divorce. As an adult she was a diagnosed panic-disorder sufferer 
with a therapist, and was additionally a medically treated depressive on citalopram and 
clonazepam medications for most of her adult life. The disorders of anxiety, panic, and 
depression are very common amongst persons with the Ehlers-Danlos syndrome1.  She had 
never used illicit drugs, never smoked, and restricted her alcohol consumption to minimal 
amounts, only drunk at intervals     

THE PAINFUL VAGINA: 

During her 2006 parasacral sciatic nerve block for her fourth Achilles tendon surgery, upon 
first needle insertion, she immediately reported feeling pain in the labia majora of her vagina. 
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The needle was touching the pudendal nerve that lies close to the sciatic nerve at that point. 
The needle was a blunt nerve-block needle with a current of 1.2mAmp. The needle-tip was 
withdrawn with immediate cessation of labia discomfort and advanced to a needle-tip position 
5mm more cephalad and 5mm more lateral of the point where the pudendal nerve was 
located. The sciatic nerve was found with a clear hamstring twitch with electrostimulation at a 
current of 0.4mAmp, and local-anesthetic drug injected following best safety procedures.    

She had never experienced any perineal sensations like that before, and the only ever 
medical attention given to her labia and vagina, was once for cervical cryotherapy for an 
abnormal Pap-smear 7-years prior. She was also a single unmarried lady without a romantic 
partner.  

Two months after her Achille’s tendon surgery the Achilles pain was healed, and her 
vaginal labia majora shooting pains had ceased. She reported to doctors then, that her chronic 
low back pain was worsening, with shooting pains into her bilateral buttocks. The shooting pain 
to her vaginal left labia majora was never reported again after her 8th week after surgery. This 
back pain has troubled her for all of her adult life from before the 4th Achilles tendon surgery 
and was still a problem at her last interview at the age of 51-years old, in a fluctuating pattern.   

 

3. DISCUSSION of POSSIBLE DIAGNOSES for the (1) VAGINAL 
PAINS and (2) ACHILLES TENDON PAIN DESPITE A NERVE BLOCK.
  

The discussion will follow of (1) The Serotonin Syndrome, (2) The Central Pain 
Syndrome, (3) PTSD and CRPS, (4) fibromyalgia, (5) Nerve-Block Induced Pudendal Nerve 
Injury, and (6) Ehlers-Danlos associated pain.    

3.1. SEROTONIN SYNDROME2. 

Serotonin Syndrome is a rare dangerous complication of pharmacotherapy3. 
Serotonin Syndrome must be considered, to seek an explanation for the patient’s strange 
pain after the left Achille’s tendon surgery, that (1) made the leg nerve-block seem to have 
failed, as well as (2) induce the vaginal labia majora pain a few days later.  

Serotonin syndrome results from a Central Nervous system (CNS) excess of the 
neurotransmitter serotonin4. The syndrome is typically induced by pharmacological agents 
that (i) have active serotonergic receptor effects themselves, (ii) diminish natural 
Serotonin physiological elimination or re-uptake, or (iii) stimulate serotonin physiological 
production or release. This patient was on the Selective Serotonin Re-uptake Inhibitor 
(SSRI) class antidepressant drug. She was administered 4mg Ondansetron after anesthesia, 
as prophylactic anti-emetic therapy. Ondansetron is a 5-HT3 serotonin receptor 
antagonist. Possibly 5-HT3 antagonism made more serotonin free for effect on other 
serotonin receptors, thus facilitating the symptomatic serotonin syndrome. There are, 
however, only very few case reports associating ondansetron with serotonin syndrome5, 
but also one review refuting that proposal6. This patient was also on pre- and post-
operative tramadol oral analgesic therapy, and tramadol is a weak opioid receptor agonist, 
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but also enhances serotonin re-uptake, thus enhancing other drug serotonin effects. 
Tramadol has been associated on its own with serotonin syndrome, and certainly would 
be additive to other drug potential causers of serotonin syndrome7. Only a small minority 
of prescribers of tramadol are aware that it can trigger Serotonin syndrome if the patient 
simultaneously on an SSRI antidepressant, but fortunately, despite the frequent co-
prescription of those two drugs Serotonin Syndrome remains rare8.  

In addition, this case-report patient received a large total dose of intraoperative 
fentanyl which has serotonergic effects3,9. Fentanyl alone has ever caused Serotonin 
Syndrome, except rarely when combined with other risk drugs for Serotonin Syndrome 
like SSRI antidepressant drugs, especially if multiple classes of risk drugs were used.   

Classic Serotonin Syndrome causes a triad of clinical signs; (1) increased muscle tone 
manifesting as clonus and tremors, (2) altered mental status, and (3) autonomic instability 
manifesting as tachycardia and hypertension. Serotonin Syndrome has a very diverse 
clinical picture within each element of that triad group of signs often making the full 
diagnoses challenging. Although Serotonin Syndrome has been associated with body pain, 
it is rarely reported4. There are no tests to verify the diagnosis of Serotonin Syndrome.   

This author does not believe this patient’s pains are explicable by a diagnosis of 
Serotonin syndrome, although one physician in the time-period under discussion strongly 
postulated it. Typical pain associated with serotonin syndrome is constant and diffuse. This 
patient’s pains in the vaginal labia majora were shooting and intermittent, she had no 
evidence of increased muscle tone or new changes in any aspect of mental functions. 

 
3.2. CENTRAL PAIN10. 

A neurosurgeon, Sergio Canavero, has made a life-time study of Central Pain11,12. 
Central Pain is a real entity. Central pain is however poorly understood and still awaits a 
thorough explanation, despite much research into it. It is probably a grouping term for a 
variety of pain pathologies, all characterized by pain being experienced in the absence of 
routine clinical explanation. The pain may be fully out of proportion and even an 
inappropriate response to any identifiable stimulus. Also, the pain may fully lack an 
identifiable peripheral tissue injury stimulus. One working alternative term for Central 
Pain is Hallucinatory Pain. The term Central Pain also includes the following types of pain: 
(1) allodynia, (2) dysesthesia, (3) hyperalgesia, (4) hyperpathia, (5) paresthesia, (6) 
phantom limb pain, and (7) spontaneous pain or evoked anomalous pain associated with 
a CNS imaging lesion congruent with the body part projecting the pain. Central Pain also 
embraces the concept of Spontaneous Pain. Central Pain has three pain patterns; (1) 
spontaneous continuous pain with a burning aching nature in 90% of the patients, (2) 
spontaneous intermittent pain of a lancinating nature in 10% of the patients, and (3) 
evoked pain of the form of allodynia or hyperalgesia paired with one of the other types in 
60% of the patients. Also, if the Central Pain is paired with any spinal cord injury, the 
Central Pain is nearly always within the dermatomes of the feet, buttocks, or genitalia. 
Central pain has been well associated with spinal injuries.  

This case-presentation patient had a strong history of recurrent and persistent 
lumbar-sacral spine pain located mostly at her sacroiliac joints and likely associated with 
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her Ehlers-Danlos syndrome. When her back pain was worst, she developed associated 
shooting pains in her buttocks. Once after her fourth Achilles tendon surgery now under 
discussion, she additionally had the left buttock pain shoot further into her vaginal left 
labia majora for a period of 8-weeks.  

When the diagnosis of Central Pain is proposed for any patient, the patient should 
have full neuroradiological and neurophysiological investigations of the entire CNS as well 
as peripheral nerves to exclude treatable CNS pathology or peripheral neuropathy. 
Central Pain lasts an entire lifetime in most patients, although not all.  It can resolve if the 
triggering pathology can be fully treated. There may be a genetic predisposition to 
developing Central Pain. The precise pathophysiology in the development of Central Pain 
is still undetermined13. Equally there is no well-identified high-efficacy specific therapies 
known for Central Pain.   

 
3.2.1. Central Sensitization of pain is a well-recognized phenomenon where peripheral 

nociceptor inputs increase neural pathways functioning of the CNS raising 
excitability and synaptic efficiencies manifesting as allodynia and hyperalgesia 
responses to minimal peripheral stimuli14. Woolf (14) emphasized that an element 
of pain central sensitization is a normal part of pain physiology due to tissue 
injury. However, when pain either becomes pathologically severe, pathologically 
long in duration or expressed in other tissue-areas remote from the injury site, 
several different named pathological chronic pain types can be diagnosed. Those 
pathological pain types overlap in multiple aspects, but may each have different 
elements within their pathogenesis. These pathological pain types then need 
additional therapy focused not on the periphery, but on altering the central 
sensitization mechanisms and influencing the specific pathophysiological 
pathways of the diagnosed variant. Evidence points strongly to, there is a genetic 
basis for some individuals to have a higher propensity to manifest this 
phenomenon than normal individuals. Ehlers-Danlos sufferers are individuals 
more prone to chronic and exaggerated pain syndromes than average people. 
The Stefano study has shown that Ehlers-Danlos sufferers have identical central 
pain mechanism as those identified in Non-Ehlers-Danlos sufferers but with 
fibromyalgia15.   Stefano15 also showed that fibromyalgia sufferers and Ehlers-
Danlos sufferers with pain, have zero evidence of somatosensory nervous system 
damage, thus differentiating their pain experiences from those with Neuropathic 
Pain which is defined by nerve injury.  

Central Sensitization of pain is well described and it explains allodynia and 
hyperalgesia. Central Sensitization however does not explain the spontaneous 
pain typical of Centralized Pain. Both allodynia and hyperalgesia only manifest in 
responses to a stimulus. Spontaneous pain without a triggering peripheral 
stimulus at the moment is rarely recognized, as it was in this case-report patient. 
In such cases, the term hallucinatory pain has been used, although the term does 
not explain the pathogenesis of the pain. All these pain concepts are used in 
blurred terminology by various medical scientists. It is unknown whether Central 
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Pain (Spontaneous Pain) is an extreme development of Central Sensitization of 
sustained normal pain or is a new pain with an unrelated pathogenesis. It is 
unknown whether allodynia, hyperalgesia and spontaneous pain are simply 
clinical signs along one line of pathogenesis.  

The precise pathophysiology of Central Pain being unknown explains why 
that the best effective drug therapy for Central Pain is also unknown. Many drugs 
have been tried without any proven benefit. Dextromethorphan has had some 
therapeutic success but is a poorly tolerated drug, limiting its application. 
Dextromethorphan is interesting, in that it is mainly used as an antitussive drug 
in cough mixtures. In larger doses, Dextromethorphan can be used for (i) treating 
opioid withdrawal syndrome, (ii) major depression. It has slight mu-opioid 
receptor affinity, strong NMDA receptor blocking effects in its high dose range, 
and a pro-Serotonergic effect via blocking Serotonin re-uptake. That suggests a 
more selective and potent NMDA receptor blocker that is also a non-competitive 
NMDA receptor blocker at spinal cord level, like KETAMINE, might have large 
benefits for treating Central Pain.  Ketamine research here is very limited but is 
strongly suggestive of it having long-lasting or even fully curative benefits upon 
Central Pain, at higher than minimal doses16,17,18,19,20,21,22.   

 
3.2.2. NOCIPLASTIC PAIN.  

The long-standing past recognized types of pain consisted of only two 
types; (1) nociceptive pain due to stimulation of nociceptive nerve endings, and 
(2) neuroplastic pain due to lesion and dysfunction of the nervous system. A third 
type was added by the IASP in 2019, titled Nociplastic Pain23.  Patients diagnosed 
as having Nociplastic Pain must not have clear nociceptive pain (clear tissue 
injury causing pain), nor have clear neuropathic pain (nervous system injury 
aligned with the pain anatomically), but do have clear evidence of hyperalgesia.   

This case-report patient likely had Nociplastic Pain with her unilateral 
vaginal labial pain following her ipsilateral Achilles tendon multi-repeat-surgery.  

 
3.2.3. SPONTANEOUS PAIN24. T 

The reviewer Bennet24, in 2012, was skeptical of the concept of 
Spontaneous Pain, arguing even the presence of inflammation within the CNS 
could trigger pain, thus the pain could not be truly spontaneous. He argued that 
spontaneous pain in patients with neuropathic pain who had allodynia and 
hyperalgesia, who then had painful experiences in the day seemingly without a 
stimulus were, in fact, experiencing pain from a summation of minor daily 
activities that should have been individually non-painful. Those minor activities 
were thus erroneously overlooked as the triggers of the believed spontaneous 
pain, believes Bennet. This becomes a complex argument over definitions of 
pain, and poorly elucidated very complex aspects of physiology.  

For this case report spontaneous pain is defined as being one of two types; 
(1) pain occurring despite certain peripheral nerve blockade of sensory axons 
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from an injured tissue zone, or (2) pain occurring in a tissue zone that is 
uninjured and unstimulated and is anatomically distant to the significantly 
injured other tissues.    

 
 

3.3. PTSD and CRPS25 

This case-report patient had to have an evaluation for the diagnosis of PTSD, which 
if present might support a diagnosis of CRPS, which in turn might help explain the 
unexpected vaginal labia majora pains she experienced. A 2017 study assessed the 
incidence of PTSD in patients suffering from CRPS26. They observed 4% incidence of PTSD 
in their pain-free control group, a 10% incidence of PTSD in the chronic limb pain group 
not having CRPS, and a 38% incidence of PTSD amongst the patient carrying the 
diagnosis of CRPS. The conclusion was that ALL patients with CRPS have a significantly 
high incidence of PTSD that is very much higher than that of the normal population. 

It has also been observed that civilian-CRPS has childhood sexual, physical, and 
emotional abuse as a high risk-factor. This case-report patient was thoroughly 
interviewed with this in mind, particularly concerning her vaginal-labial pain. No such 
risk facts for PTSD were found.  

Looking at all the evidence, it is considered that this case-report patient did not 
have PTSD nor CRPS. 

 

3.4. FIBROMYALGIA27 
Fibromyalgia is different from small fiber neuropathy, in that fibromyalgia 

primarily has dysregulation of central pain processing, whilst small fiber neuropathy has 
a dysfunction of intra-epidermal small nerve fibers27. Fibromyalgia is strongly associated 
with PTSD. Fibromyalgia therapy is more focused on non-pharmacological therapies than 
pharmacological therapies. Fibromyalgia is one of the Nociplastic group of chronic pain 
types, due to dysregulation of ascending and descending pain control neural pathways. 
Fibromyalgia is strongly associated with diseases that cause chronic pain, of all types, 
e.g., osteoarthritis and rheumatoid arthritis. Fibromyalgia’s association with PTSD is 
greatest when the PTSD flows from childhood sexual and physical abuse. This case-
report patient had no such PTSD risk factors. Electromyography in fibromyalgia is 
normal, as small fiber neuropathy too reveals normal electromyography. Abnormal 
electromyography would suggest large fiber neuropathy.  

 
3.5. A NERVE-BLOCK INDUCED PUDENDAL NERVE INJURY. 

A process of Forensic logic must be applied here.  Forensic Logic is a way of rational 
analysis to makes the best-likely and practical diagnosis applicable to a specific medical 
sign or symptom. Evett wrote an outline on forensic thinking28. Forensic Logic is the 
science of reasoning, using a logical framework of Bayesian inference.  

Many elements are used in Forensic logic:  
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(1) the evidence of possibility,  
(2) the recognition of the nature of probability’s inherent subjectivity,  
(3) avoiding twisted thinking that makes the mistake of the fallacy of the transposed 

conditional,  
(4) propositions if multiple, must get a scientific hierarchical ranking,  
(5) when an opinion of diagnosis is considered there must be a clear decision as to 

which one of three conclusions the opined diagnosis makes: it (a) is inconclusive 
for the specific diagnosis, (b) eliminates the diagnosis, or (c) it identifies the final 
diagnosis.  

(6) experience of persons expressing interpretive opinions must be properly 
calibrated for the ranking of respect.   

 
This case-report patient had full clinical evidence of loss of all sensations to ice, light 

touching, and pricking below the knee immediately after the surgery with anesthesia and 
nerve blocks. Three nerves get routinely also blocked with parasacral sciatic nerve block. 
They are the superior gluteal nerve, the inferior gluteal nerve, and the pudendal nerve. At 
the point of injection, those four nerves are sufficiently close within shared fascial planes 
to all be reached by injection of 20ml or more of local anesthetic in adult patients. This 
patient was injected 40 ml 0.75% ropivacaine. The physician doing the nerve blocks did 
not check for nerve blockade of the superior gluteal, inferior gluteal, and pudendal nerves 
but it is reasonable to assume they were also blocked. The lady did notice on the second 
day after surgery that her gluteal and perineal regions were blocked on the left side for 
skin-touch sensations.  This lady also could not move her ankle nor her toes immediately 
after surgery, as expected for having had nerve blocks. That all strongly suggests both the 
saphenous nerve and the sciatic nerve blocks had performed 100% well. She however 
complained of severe pain in her operated ankle and Achilles tendon region as soon as 
she was awake after her general anesthetic, which is what is very hard to explain.  

Drug errors made during nerve block injections are a major serious cause of nerve 
injuries. The error is very often not recognized. The fact that there was the full loss of 
tested-skin-sensation and motor-function below the knee strongly suggest the correct 
drug, local anesthetic, was used for the nerve blocks.   Furthermore, the below-knee leg 
skin sensation and below-knee motor strength all returned within the expected time 
frames for the resolving nerve blocks. That further strongly supports the thought that the 
drugs injected for the nerve blocks, were the correct full-strength local anesthetic drugs 
recorded as injected. That excludes a drug error in causing any neuropathy of any of the 
blocked nerves. Also, no additive-drug error could have occurred, as no drugs were added 
to the local anesthetic drug solutions. Also, the local anesthetic solutions, of the first 
nerve blocks, were not diluted so no diluent error could have occurred. Finally, the 
anesthetizing doctor had a routine of only using factory-prepared drug solutions and only 
rarely diluting solutions and then with great caution. A drug error made injecting the 
nerve blocks is strongly eliminated as a possible explanation for any possible drug-based 
pudendal or sciatic nerve injury secondary to the nerve block. The second sciatic block 

https://www.regional-anesthesia.com/


  21TCPMAA                      10 
 

was injected with a diluted 0.375% ropivacaine solution, but at the mid-thigh level and far 
removed from the pudendal nerve, so that does need more comment.   

Consideration of the needle causing sciatic nerve injury must next be made. A 
Standard Arrow® stimulating needle for peripheral nerve blocks with a blunt needle tip 
was used. Such needles penetrate fascias and even a nerve epineurium very commonly, 
with a routine absence of nerve injury. Such needles rarely penetrate the perineurium 
wrapping a fascicle of nerve axons, because of (i) the perineurium is tough and hard to 
penetrate, the needle is inherently blunt, and fascicles are highly mobile in the long axis 
and simply slide to the side of the needle path even if intentional fascial penetration is 
attempted. If the nerve was pathologically thickened with loss of fascicular lateral 
mobility, and the nerve block needle tip could have penetrated the fascicle, then only 
the single fascicle could be injured, with high potential to heal fully, but that would not 
explain the spontaneous pain the patient felt centrally. The pain was central in origin 
because the full nerve block prohibited any noxious signals from being transmitted to 
the CNS from the site of injection or distal to that.  

To further emphasize that the pain arose from a nervous system anatomical 
region proximal to the site of the nerve block and the site of the surgery, is the fact the 
attending anesthesiologist repeated the nerve blocks after surgery, in an attempt to 
resolve the unusual pain that the patient felt. The saphenous nerve was injected for the 
second time in exactly the fashion of how the first injection was made, using 10ml of 
0.375% ropivacaine. The second sciatic nerve injection was made in the mid-thigh region 
using a lateral approach. The sciatic nerve was easily located using electro-nerve-
stimulation. The calf muscle twitched strongly at a minimum stimulating current of 
0.3mAmp current. The resulting foot and ankle movements resulted in no new feelings 
for the patient. she only experienced the same sustained continuous pain she had 
awoken with.  Although she observed her foot moving due to nerve stimulation, she 
experienced no worsening of the ankle pain or any additional sensations.   

She also developed shooting pains in the vaginal region 40-hours after surgery. 
The pudendal nerve had been touched by the nerve block needle during the first 
parasacral sciatic nerve block injection, which elicited sharp pain. No drug was injected 
specifically onto the pudendal nerve at that point. The needle had been gently 
redirected and all drugs were injected onto the identified sciatic nerve. With a parasacral 
sciatic nerve block, the pudendal nerve is always blocked due to its proximity to the 
parasacral sciatic nerve, via spreading of the drug along linked fascial planes. The later 
development of sustained vaginal labia majora pain on the left cannot be explained by 
the drugs injected, nor is there any possibility of drug error or diluent error. The second 
pair of injections were diluted to half-strength, to be 0.375% ropivacaine, by the 
attending physician who did the injection. That physician has a high awareness of the 
dangers of drug errors or diluent errors and did not delegate the drug preparation to 
anyone else. He did that himself. He lectures on the subject of drug errors. Also, a drug-
error could not selectively injure the pudendal nerve and spare all the other superior 
gluteal, inferior gluteal nerves, and sciatic nerves, which were all blocked by the 
parasacral injection.  
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Consideration of the nerve-block needle causing the pudendal nerve injury must 
next be made. It is known the needle tip touched the pudendal nerve as it elicited a 
sharp sudden pain. To elicit such pain is very unusual. A needle touching a nerve both 
does not usually elicit sharp pain, and does not cause nerve injury. For a period of 50-
years, it was standard anesthesia practice to intentionally blindly probe for the desired 
nerve with a sharp nerve block needle. A fully unsedated patient could report feeling 
vague distal paresthesia that was not painful. That confirmed accurate needle placement 
and the nerve block local anesthetic drugs were next injected. That practice was not 
associated with more nerve injuries in that era, than nerve injuries associated with nerve 
blocks in the modern era of ultrasound guided nerve blocks.   

It is well known that sustained repeat injury to tissues, such as re-operations, or 
untreated mobile fractures, or soon repeated fresh injuries to the recently recovered 
tissues induces hyperalgesia. This author has in a wide personal experience that includes 
a small (anecdotal) number had other patients who also demonstrated sharp pains when 
a nerve-block needle touched a nerve. In 100% of that small subgroup, they later 
reported, upon specific questioning, having experienced allodynia in tissues further 
distal in the same limb within the preceding 12-months, although not all current to the 
time of the painful nerve block. The pathology for which the nerve block was being done 
was a chronic persistent painful orthopedic complaint, some with single or multiple prior 
surgeries, and no evidence of healing. When the unusual nerve-block induced-pain was 
relayed to the surgeon, and a suggestion of the patient having hyperalgesia was also 
discussed with the surgeon, the surgeons all replied that the event fitted their 
assessment of the pathology that they were about to operate. They said they had had 
difficulty explaining the degree of orthopedic pain, for the little pathology they could 
detect clinically and radiologically. A tentative diagnosis of Complex Regional Pain 
Syndrome (CRPS) was made and the surgeons elected to alter their planned surgery to 
do more conservative surgery than first planned.  They changed the planned surgery to a 
smaller procedure with much reduced amount of tissue dissection. Their new focus of 
therapy after the surgery was treat CRPS medically.   

This case-report patient with vaginal labia majora pain from the needle touching 
the pudendal nerve was contacted again 14-years after that surgery. She recalled that 
vaginal pain of that time well.  She seemed alert, astute, and highly intelligent. She was 
very willing to speak, and openly answer questions. The vaginal pain briefly evolved to 
be associated with bilateral buttock pains at the sacroiliac joints and with low lumbar 
backache. The labia majora pain was fully resolved by the 8th week after surgery, and 
never bothered her in her life again. The Achilles tendon was never operated again, and 
took a slow 2-years to become a matter trivial enough that she never mentioned it to 
orthopedic surgeons again.  

The low backache and buttock pains had existed already very mildly prior to this 
4th Achilles tendon surgery. The low backache and buttock pains became very 
troublesome and persisted the rest of her life fluctuating in a year between no 
symptoms and moderate symptoms. This low backache is a common complaint in 
Ehlers-Danlos sufferers.   
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Regarding the vagina, she had never had any injuries to the region ever, other 
than cryotherapy to the cervix for an abnormal cervix PAP-smear 9-years earlier. The 
patient gave an honest comprehensive response to intense psychological questioning 
15-years later when interviewed shortly before this report was written. She was still 
single and never married. She had never been abused mentally, physically, or sexually, 
as a child nor as an adult. She was single and unmarried without a romantic partner. She 
was questioned with the thought to diagnoses civilian Post Traumatic Stress Disorder 
(PTSD). She did have chronic panic disorder and received helpful regular counseling for 
that. She did suffer from chronic depression and was doing very well on her 
pharmacotherapy using citalopram, an SSRI drug. A diagnosis of civilian PTSD could not 
be made.  

The vaginal pains can thus only be explained as being part of the hyperalgesia 
from Central Pain due to Central Sensitization from the chronic left Achilles tendon 
pathology and its multiple surgeries. The anatomical link between the ankle/Achilles 
tendon and the pudendal nerve is that they share adjacent nerve root origins at the 
spinal cord level. Any process of neuroplasticity that gets triggered, tends to erratically 
overflow into adjacent neurons chemically with neuro-exciting chemicals and axonal 
sprouting, especially if the triggering events is chronic and severe.  Her first left foot 
surgery was when she was a baby. 

 
3.6. EHLERS-DANLOS ASSOCIATED PAIN15,29,30,31.  

The principal defect in Ehlers-Danlos syndrome is the body’s very deficient 
production of collagen. This leads to great joint laxity with increased rates of joint 
dislocation fully or partial, with joint arthritis. The deficiency in quality collagen affects 
all tissues. Skin is very lax, arteries are prone to aneurysmal disease, and heart valves are 
prone to incompetence. There is a very high incidence of chronic and pathological pain 
in Ehlers-Danlos patients, reported as an incidence in up to 90% of patients. In younger 
patients, pains are predominantly joint associated. With maturing patients, the pains 
become much more widespread, including commonly the genital area, as in this case 
discussion patient had with her labial pains. Of the joints affected by Ehlers-Danlos 
Syndrome, the feet are very commonly affected, and particularly debilitating so for the 
patient. This case-report patient under discussion, having bilateral club feet at birth had 
a double burden upon her feet.  

The unusual pain that Ehlers-Danlos suffers experience has six key features: (1) 
The pain is not just associated with the limb-joints strained by excess mobility, (2) the 
patients typically have cold and heat hyperalgesia when tested for, (3) the patients have 
increased pain wind-up implying Central Sensitization, (4) the patients’ pains have 
complex distributions commonly spread beyond their joints, as in this case report with 
her vaginal labia majora pain on the same side as her repeat Achilles’ tendon surgery, (5) 
their pains have multiple characteristics sensation being at different moments dull, 
burning, aching or shooting, and (6) Quantitative Sensory Testing (QST) results indicate 
that Central Sensitization for pain occurs.   
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Ehlers-Danlos associated pathological pain has been described as having many 
similarities to fibromyalgia pain. Fibromyalgia pain is widespread pain associated with 
fatigue, depression, and sleep disturbances32. Many clinicians simply label these varying 
Ehlers-Danlos pain complaints as fibromyalgia. Sixty-eight percent of Ehlers-Danlos 
patients are considered to have Neuropathic pain too.  

There are strong hypotheses that fibromyalgia involves aberrations in auto-
immunity. Fibromyalgia is a chronic or recurring pain exceeding 3-months duration, and 
without direct obvious tissue damage. Typically, fibromyalgia overlaps with other pain 
syndromes. Some animal research has pointed to NMDA receptor activation having 
therapeutic benefit, but human studies have not yet found the dose or method of 
ketamine administration having consistent noteworthy long-duration benefit33.   

The management of the pain syndromes is challenged by the high incidence of 
psychiatric diagnoses, such as panic disorder, as the case-report patient under discussion 
also had.   

3.7. EHLERS-DANLOS SYNDROME – RESISTANCE TO LOCAL ANESTHETICS34,35,36. 
The dental literature has very recently heavily promoted the concept that Ehlers-

Danlos syndrome patients are resistant to local anesthetics. The evidence is largely 
anecdotal, some only single-case reports, and without prospective objective studies to 
validate that. There is a suggestion that the local anesthetic drugs worked, but have a 
shortened duration of effect. Reports are mostly of dental surgery origin. One article 
strongly suggested that this claimed resistance to local anesthetics drugs must be 
treated with skepticism, until more validating and formally studied evidence is 
published. A large comprehensive 9-page well-illustrated authoritative review of the 
dental health of Ehlers-Danlos patients described their very high incidence of dental 
caries associated with poor dental tooth security within the jaw bones and oral gum 
frailty all due to poor collagen development37.  That review made many 
recommendations for dental care but did not make reference to local anesthetic 
resistance. That implies these authors experienced with Ehlers-Danlos patients, had not 
ever seen local anesthetic drug resistance in Ehlers-Danlos patients.   

There are many potential explanations for the limited observations hinting at 
local anesthetic drug resistance. Ehlers-Danlos patients tend to develop chronic pain 
with hyperalgesia, many symptomatic in the dental region. With such pain diseases 
sometimes, A-Alpha thickly myelinated nerve fibers that usually convey only 
proprioceptive sensations can sometimes acquire the ability to also signal pain. Those 
thicker fibres as in all patients, anesthetize slower with local anesthetic drugs, due to 
their thick myelin covering, and reverse anesthesia quicker, than the usual pain-signaling 
thinly-myelinated A-delta and unmyelinated c-fibers. That is not true drug resistance. An 
easy remedy for that is to co-administer a small dose of ketamine with a small dose of 
midazolam.  

Of great interest, this case-report-patient manifested pain after her surgery, 
which on first impression was strongly suggestive of nerve block failure. Clinical 
examination however showed complete anesthesia for skin sensations tested by touch, 
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needlepoint pricking, and with ice, as well as complete anesthesia for all relevant 
muscles. Furthermore, both nerve blocks were re-injected and that did not improve the 
feeling of pain in the surgical area.  The persisting lack of skin sensation and motor 
ability in the immediate post-surgery period also fully refutes any suggestion that the 
problem was lack of a local anesthetic effect.  

   

 

4. FINAL SUMMARY38. 

It is clear that the understanding and classification of pathological pain is a dynamic and 
current evolving process making reviewing the available scientific literature very challenging. Many 
authorative writings have to be read in the context of the terminology and understandings of the year 
in which the article was written and the cases evaluated. Many authors have used an identical term, 
but the meaning has not always been standardized over the past decades. The old literature, is not 
however without merit, particularly when reference is made to actual case reports which are very 
illustrative.  

This author, based upon the experience of this case and many later general hyperalgesia cases 
undergoing surgery that the author treated with ketamine, recommends using ketamine to improve 
the efficacy of all the other analgesic remedies being concomitantly utilized when Central Pain, 
Spontaneous Pain, or severe hyperalgesia is believed to be present in a patient, or feared to be 
induced during surgery. This author highly recommends a starting bolus of ketamine 50mg IV for 
most adult patients, or 0.6 mg/kg. It can be administered under anesthesia. If administered without 
the cover of general anesthesia an additional 1.5 mg midazolam IV is recommended to prevent 
hallucinations. That non-anesthetized patient receiving a ketamine bolus should also be given vital 
sign monitoring and have a nurse in attendance for 30 to 60 minutes.  That single dose is highly 
effective. For the most severe cases an additional ketamine infusion can be utilized in follow up to 
augment the bolus on any patient in hospital. No special monitoring is needed just for the ketamine 
infusion running at 0.4 µg/kg/min. A range of infusion doses have been used between 0.2 to 0.6 
µg/kg/min. The duration of infusion can be an individualized case decision, and could range between 
1 hour and 40 hours. 

It that is hoped this unique individual case report will add to the scientific discussion. It is hope 
more case reports of Spontaneous Pain, and Central Pain will be made. It is hoped that more research 
will be done into the diagnosis of, the treatment of, and etiology of Spontaneous Pain, and Central 
Pain.       

………………………………………………………………………………………………… 
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