LESSONS LEARNED and INSIGHTS GAINED

FROM CLINICAL INVESTIGATION

OF EMG GUIDED CHEMODENERVATION

1. Resting normal muscle does not exhibit spontaneous electrical activity (SEA).

2. There appears to be two types of insertional electrical activity, transient or sustained.

3. Transient insertional electrical activity (TIEA) is not seen in all muscle but is most frequently seen in muscles that are in region associated with some discomfort.

4. TIEA is very brief and stops as soon as the needle is no longer moving.

5. Sustained insertional electrical activity (SIEA) is typically seen in muscle associated with significant symptoms.

6. SIEA continues typically for several seconds commonly with a rapid repetitive or decrescendo pattern.

7. SIEA is typically present in muscles that fit a clinical presentation of chronic pain or spasm and which muscles respond beneficially to dry needling.

8. SIEA appears to be extinguished by dry needling with an associated relaxation of the muscle. 

9. The presence of SEA must be carefully distinguished from voluntary contraction electrical activity (VCEA), that is the muscle must be at complete rest to identify the presence of SEA.

10. Muscles that demonstrate SEA do not show any evidence of reciprocal inhibition and are thus functionally dystonic.

11. The presence of SEA is to be considered the hallmark of chronic muscle spasm (CMS).

12. Since the resolution of SEA with treatment is associated with resolution of CMS, it is potentially the causative agent of CMS.

13. Since CMS theoretically should cause impairment of the blood supply of the muscle demonstrating CMS, and impaired blood supply theoretically should impair the nutrient and energy supply of the muscle, and theoretically impaired energy supply in the muscle should lead to membrane instability, therefore it is likely that SEA is the finding of membrane instability in CMS.

14. Temporary resolution of SEA with short term agents such as Lidocaine, inhibit SEA and lead to temporary relief of muscle spasm. 

15. Temporary resolution of SEA is likely to improve blood supply to the muscle for the duration of action of that agent. 

16. Steroids are known to stabilize membranes and the known duration of a given steroid may be found to correlate with the duration of relief when injected into muscles with CMS.

17. The amount of time required for a muscle in CMS to normalize its metabolism, structure and membrane stability following various treatments is unknown.

18. Success with Botox or phenoxybenzamine in the treatment of CMS, as compared to treatment with Lidocaine and steroids, is likely the result of the prolonged duration of action of Botox or phenoxybenzamne rather than their specific chemical action.

19. Clinical experience has demonstrated that when CMS is adequately treated with long acting agents, a single treatment nearly always suffices for long term relief of pain and spasm.

20. The occurrence of long term relief of pain and/or spasm with the use of long term agents likely represents a return to normal muscle physiology akin to a re-booting of the muscle without a tendency to recurrence in the absence of a subsequent injurious event.

21. CMS identified by its SEA should be considered an abnormal physiological state of muscle in energy crisis without the ability to come out of state of constant contraction.

22.  CMS has been commonly found to be a causative agent in nerve compression presentations. Sciatica from piriformis syndrome is an instance of large nerve compression as is scaline spasm causing cervical brachial syndrome. Sciatica from lumbar nerve root compression by erector spinae and/or psoas muscles represents small nerve compression. 

23. Prolonged nerve compression caused by CMS often requires significant time for normalization of the affected nerve or nerve roots to normalize sensation or function.

24. Early evidences suggests that CMS maybe a significant causative agent in vertebral pathology such as disc extrusion or foraminal narrowing. Following a case report of normalization of an extruded disc with a patented procedure involving dry needling and injection of Botox to the paraspinal muscles adjacent to the identified disc, a similar result was replicated with the use of phenoxybenzamine with the CMECD (Coletti Method Emg guided ChemoDenervation) documented by pre and post MRI scans and consistent with clinical observation. 

25. Instances of clinical success despite MRI evidence of severe foraminal narrowing and nerve root compression have had long term clinical relief with the CMECD procedure injection of paraspinal muscles. 

26. The clinical and MRI evidence of shifting disc and vertebral spacing with the dry needling/Botox procedure or the CMECD procedure suggest that disc and vertebral structure are affected by the state of the paraspinal muscles and that this represents an alternative treatment to surgical intervention. 

27. Post laminectomy syndrome is likely to large extent the result of reactive muscle spasm to post operative pain and healing that frequently becomes CMS and a loss of the symptomatic benefit of the surgical procedure.

28. Experience with the CMECD procedure in patients with post laminectomy syndrome whose surgical procedure was at least 6 months in the past, generally respond well to a single intervention.

29. Experience with the CMECD procedure in a single patient with severe post laminectomy syndrome required repeat injection procedures during the six month period following surgery while muscles cut in surgery continued to heal. Approaching the six month period, less frequent injections were required to eliminate the recurrent finding of SEA consistent with the redevelopment of CMS.

30. It is known that phenoxybenzamine forms a covalent bond on the muscle receptor site blocking neurotransmitter activation. The duration of action of this drug has been assumed to be the time needed for the muscle to grow additional receptors. It seems likely that the limited duration of action of phenoxybenzamine in the post laminectomy syndrome situation with ongoing repair of surgical cut muscles is a result of active muscle repair and rapid redevelopment of receptor sites.

31. It is clinically known and has been shown experimentally that repeated Botox use can and does in published case studies lead to weakness and atrophy of muscle. Clinical use of phenoxybenzamine has not revealed evidence of weakness or atrophy. In a single case of post laminectomy syndrome treated with more than 10 instances of the CMECD procedure, no weakness was observed. This single experience strongly suggests that phenoxybenzamine is a safer drug when repeated treatments are needed is specialized situations. 

32. The acceptance of  SEA as an indication, identification and causative agent of CMS would represent a useful construct to further research and understanding to abnormal muscle pathology. 

33. The finding of SIEA in clinically significant muscle spasm responsive to dry needling would suggest that there is more than one abnormal physiological state of skeletal muscle. A nomenclature such as Incomplete Chronic Muscle Spasm (ICMS) may be a useful jumping of point for further discussion and research. 

34. Instances meeting the criteria of CMS with SEA and clinically severe and prolonged symptoms have been successfully treated with long term results without recurrence when the pain and spasm spanned decades. The longest recorded was relief of post operative cervical spasm preventing leftward head rotation that resolved with an initial treatment following 35 years of disability and pain.

35. Experience with the CMECD procedure indicate that a cost/benefit analysis would be highly supportive of adoption of this procedure as an initial treatment. Based upon a recent review of treated patients by patient survey, a high percentage of patients achieved permanent relief of chronic pain that on average had lasted 5 years despite multiple other treatment modalities have been tried and exhausted. 

