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The treatment of severe cutaneous manifestations of 
CRPS-I is very difficult due to the inability of the patient 
to comply with topical treatment because of hyperalgesia 
in the involved area. There was no effect of the use of 
topical steroids in combination with oral prednisone (up 
to 40 mg/day) in Webster et al.’s patients.21 According to 
Webster and associates, therapy for bullous CRPS-I le-
sions has been largely ineffective.21

Successful treatment of the bullae in the patient de-
scribed by Wagner and Hathaway19 consisted of a complete 
continuous brachial plexus block for 7 days. A relapse 
of CRPS-I, with both pain and bullae, was successfully 
treated with a T-3 costotransversectomy and sympathetic 
ganglionectomy. The patient was the only one of the 6 pa-
tients with CRPS-I suffering from bullae who was treated 
successfully.19

Spinal Cord Stimulation 
Spinal cord stimulation is another (reversible) option 

in patients with CRPS who continue to experience symp-
toms that prevent function-restoring therapy.16 In the most 
recent systematic review on SCS for CRPS,16 a high suc-
cess rate of SCS in CRPS-I is described, from both the 1 
randomized controlled trial7,8 and from the 25 case series 
published. On average, 67% of patients undergoing SCS 
attain pain relief of at least 50%.16

Spinal cord stimulation is a neuromodulation therapy 
that has been available since the 1970s and is based on 
the gate theory of Melzack and Wall.10 According to this 
theory, pain transmission is inhibited at the level of the 
dorsal horns by electrical stimulation of the large affer-
ent fibers. More recently it was found that SCS leads to 
release of γ-aminobutyric acid inside the dorsal horns. 
Gamma-aminobutyric acid is the neurotransmitter of the 
inhibitory pathway coursing in the dorsal horns. Activa-
tion of this pathway reduces pain.16 In addition, SCS may 
suppress sympathetic activity,9 which means that SCS can 
relieve both pain and symptoms related to sympathetic 
activity in CRPS. With the more common but less severe 
cutaneous manifestations of CRPS-I, such as skin color 
changes, it has been shown that they can rapidly resolve 
after SCS or sympathectomy.19

Conclusions
Severe cutaneous manifestations in CRPS-I are rare. 

Of all patients described with these manifestations, only 
6 patients suffered from bullae, and only 1 patient from 
nonhealing wounds. Of these 6 patients, only 1 patient 
was treated successfully, using  sympathetic ganglionec-
tomy. To our knowledge, SCS has not been described as 
an adequate treatment for nonhealing wounds and bul-
lae as manifestations of CRPS-I. Moreover, the extreme 
reaction after discontinuing SCS has not been described 
in the literature before. However, the immediate and im-
pressive response to adequate stimulation suggests a ma-
jor role for SCS in the treatment of these and perhaps 
other severe skin manifestations of CRPS-I.

We prefer to use SCS compared with sympathectomy. 
Class II level of evidence is available for SCS as a treat-
ment for CRPS-I, whereas for sympathectomy this level 

of evidence is not available. Moreover, SCS is safe and 
reversible. Considering the rapidly progressive nature of 
the bullae in our patient, these cutaneous manifestations 
should be treated as an emergency. Even though SCS in 
CRPS-I is normally performed as an elective type of sur-
gery, these kinds of rapidly progressive skin lesions de-
mand urgent treatment, meaning SCS should be applied 
or restored immediately.
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