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Overview of Criteria, Pathophysiology, and Legal Findings in
Complex Regional Pain Syndrome (CRPS)

Dushin Jeong, Jee Eun Yoon
Department of Neurology College of Medicine Soonchunhyang University, Cheonan, Korea

The term complex regional pain syndrome (CRPS) was adopted by the International Association of the Study of Pain (IASP) in 1994.
CRPS is a highly painful, limb-confined condition, which arises usually after trauma. It is associated with a particularly poor quality of
life, and large health-care and social costs. The pathophysiology of both the onset and maintenance of CRPS have not been defined.
The IASP proposed two types: CRPS Il where the condition followed traumatic damage to a peripheral nerve and CRPS | where it did
not. Pain occurs very much in type | and it may be burning: however common alternative descriptors include cold and deep aching.
There are numerous etiological events that have been incriminated in development of CRPS, including inflammation, autoimmune re-
sponses, abnormal cytokine production, sympathetic-sensory disorders, altered blood flow and central cortical reorganization. The
pain can be spontaneous, or evoked by everyday activities such as a change in temperature when opening a refrigerator door or hav-
ing a shower, light touch such as the brushing of clothes over skin, or the most minor activity such as using a keyboard or standing.
This overview gives a synopsis of CRPS and discusses the diagnosis, mechanisms in the medical points, and also legal issues.

Key Words: CRPS; Criteria; Pathophysiology; Legal issues
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Table 1. IASP Diagnosis Criteria for CRPS in 1994
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CRPS |

1. The presence of an initiating noxious event, or a cause of immobilization.

2. Continuing pain, allodynia, or hyperalgesia inwhich the pain is disproportionate to any known inciting event.

3. Evidence at some time of edema, changes in skin blood flow, or abnormal sudomotor activity in the region of pain.

4. This diagnosis is excluded by the existence of other conditions thatwould otherwise account for the degree of pain and dysfunction.

CRPS 1I

1. Type Il is a syndrome that develops after nerve injury. Spontaneous pain or allodynia/hyperalgesia occurs and is not necessarily limited

to the territory of the injured nerve.

2. There is or has been evidence of edema, skin blood flow abnormality, or abnormal sudomotor activity in the region of the pain since

the inciting event.

3. This diagnosis is excluded by the existence of conditions that would otherwise account for the degree of pain and dysfunction.

Borchers AT, Gershwin. Complex regional pain syndrome: A comprehensive and critical review. Autoimmunity Reviews 2014;13:242-265.
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Table 2. The Harden/Bruehl Criteria, which became The Budapest Research Criteria with minor modifications

1. Continuing pain which is disproportionate to any inciting event

2. Must report at least one symptom in each of the four following categories:

Sensory: report of hyperesthesia

Vasomotor: reports of temperature asymmetry and/or skin color changes and/or skin color asymmetry

Sudomotor/edema: reports of edema and/or sweating changes and/or sweating asymmetry

Motor/trophic: reports of decreased range of motion and/or motor dysfunction (weakness, tremor, dystonia) and/or trophic changes (hair,

nail, skin)

3. Must display at least one sign in two or more of the following categories:

Sensory: evidence of hyperalgesia (to pinprick) and/or allodynia (to light touch)

Vasomotor: evidence of temperature asymmetry and/or skin color changes and/or asymmetry

Sudomotor/edema: evidence of edema and/or sweating changes and/or sweating asymmetry

Motor/trophic: evidence of decreased range of motion and/or motor dysfunction (weakness, tremor, dystonia) and/or trophic changes

(hair, nail, skin)

4. There must be no other diagnosis that better explains the signs and symptoms.

The Budapest consensus panel proposed a third subtype of CRPS, namely CRPS-NOS (not otherwise specified): Partially meets CRPS

criteria, not better explained by any other condition.

This category is intended to capture patients previously diagnosed with CRPS who now do not meet the Budapest criteria.

Note that the Budapest criteria have now been published in several slightly different versions. For example, the original version clarified
that the signs that a patient is required to display at the time of evaluation are “counted only if observed at time of diagnosis”. This
has not been repeated in subsequent versions. In the third version, Harden et al. for the first time specify that the temperature

asymmetry should be >1°C, only to use a cutoff of 0.6°C in a subsequent validation study. The clinical decision rule requires at least

2 sign and at least 4 symptom categories.

Borchers AT, Gershwin. Complex regional pain syndrome: A comprehensive and critical review. Autoimmunity Reviews 2014;13:242-265
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Table 3. Mechanism-Based Pharmacotherapy
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Sympotom & Signs Mechanism

Target

Drug (Class)

Stimulus-independent pain Peripheral sensitization

Central

Stimulus-evoked Pain sensitization

Regional inlammation

lon channel

Spinal pain modulation

Sympathetic nervous

Cortico steroids
Scavengers*
NSAID"

TCAS

SSRIs
Anticonvulsants
Anesthetics
Capsaicin
Opiates
Tramadol
Clonidine

TCAs
Gabapentine
Guanethidine

system Bretylium
Ketanserin

NMDA receptor Ketamine
Amantadine

NSAIDs=nonsteroidal anti-inflammatory drugs, SSRIs = serotonie selective reuptake inhibitors.
See reference, Ribbers, et al: Arch Phy Med Rehabil 2003;84:141-146.
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