
       5  © 2025 Journal on Musculoskeletal Ultrasound and Pain Medicine | Published by Wolters Kluwer - Medknow

Address for correspondence: Dr. Gautam Das,  

Daradia: The Pain Clinic, Kolkata 700156, West Bengal, India.

E-mail: gdas2310@gmail.com

Review Article

Why Pain Physicians Must Actively Look for Nociplastic Pain? 
The Daradia Protocol

Gautam Das, Sushpa Das, Shirish Prasad Amatya, Smruti Rekha Hota, Hari Poudel, Anamul Haque Milton

Daradia: The Pain Clinic, Kolkata, West Bengal, India

Abstract 

Background: Many pain-clinic patients have chronic musculoskeletal pain that is disproportionate to imaging and examination, 

poorly responsive to interventions, and accompanied by fatigue, sleep disturbance, and other central symptoms. The International 

Association for the Study of Pain introduced nociplastic pain as a third mechanistic descriptor, alongside nociceptive and neuropathic 

pain. Objective: This study aimed to summarize concepts and mechanisms of nociplastic pain relevant to pain physicians and propose 

a concise, clinic-friendly Daradia Nociplastic Pain Checklist to support bedside identification and management. Materials and 

Methods: This narrative review synthesizes contemporary literature on nociplastic pain, central sensitization, and clinical criteria, 

together with clinical experience from a specialized pain center. Based on this, we developed a pragmatic 10-item checklist with a simple 

scoring algorithm for outpatient and interventional settings. Results: Nociplastic pain arises from altered nociception and central 

sensitization, typically presenting with disproportionate, often widespread pain, central symptom, limited response to interventions, 

and no nociceptive or neuropathic lesion. The Daradia checklist includes items on chronicity, disproportion, pain distribution, sensory 

findings, central symptoms, history of central sensitivity syndromes, response to peripheral treatments, and absence of dominant 

nociceptive or neuropathic drivers. A positive response to ≥3 items suggests suspected nociplastic pain; ≥7 items, in the absence 

of a clear alternative explanation, support nociplastic-dominant pain. Management is organized around three pillars: EXPLAIN 

(education), MOVE (graded activity), and CALM (sleep, mood, stress, and rational pharmacotherapy). Conclusion: Systematic use 

of this checklist and the 3/7 rule may help integrate nociplastic reasoning into routine practice, reduce low-value interventions, and 

support mechanism-based multimodal care. 

Keywords: Central sensitization, chronic musculoskeletal pain, clinical checklist, Daradia Protocol, narrative review, nociplastic pain, 

pain mechanisms

INTRODUCTION

Chronic pain is one of the most common reasons for 

visiting a pain clinic, yet a substantial proportion of 

patients present with symptoms that do not match 

structural findings on imaging or examination. In 

musculoskeletal practice, clinicians frequently encounter 

patients with moderate-to-severe pain, disability, and 

distress, despite only minor degenerative changes, subtle 

tendinopathy, or entirely unremarkable imaging. Repeated 

injections, analgesics, and sometimes even surgery often 

fail to provide a durable benefit.

Historically, such cases have been grouped under broad 

and unsatisfying labels, including “nonspecific low 

back pain,” “myofascial pain,” “somatoform pain,” or 

“failed back surgery syndrome.” These labels are largely 

descriptive and offer little guidance for mechanism-

based treatment. In some cases, they also contribute to 

stigma, implying that the pain is “not real” or “all in the 

mind.”

To address this gap, the International Association for 

the Study of Pain (IASP) introduced nociplastic pain 

as a third mechanistic descriptor, alongside nociceptive 
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and neuropathic pain.[1,2] Nociplastic pain is defined as 

pain arising from altered nociception despite no clear 

evidence of actual or threatened tissue damage activating 

peripheral nociceptors or of disease or lesion of the 

somatosensory system that would explain the degree of 

pain.[2-4] This definition acknowledges that many chronic 

pain conditions are characterized by altered processing 

within the nervous system, rather than ongoing tissue or 

nerve damage.

Recent work has proposed clinical criteria and a grading 

system for nociplastic pain affecting the musculoskeletal 

system, providing a framework for more consistent 

diagnosis.[2,5] Parallel literature on central sensitization 

has clarified how changes in spinal and supraspinal 

processing can drive widespread pain, hyperalgesia, and 

allodynia in conditions such as fibromyalgia, chronic 

widespread pain, temporomandibular disorders, tension-

type headache, irritable bowel syndrome, and chronic 

pelvic pain.[1,4-7]

Despite these advances, nociplastic pain remains under-

recognized in everyday practice. Many pain physicians 

and other specialty physicians still work within a 

predominantly nociceptive/neuropathic model, leading 

to overuse of structurally targeted interventions and 

underuse of mechanism-based education, exercise, and 

psychological approaches.

Despite growing recognition of  nociplastic pain and 

the publication of  formal IASP criteria, most pain 

physicians still lack a simple, pragmatic screening tool 

that can be applied in a few minutes during routine 

consultations. Existing frameworks are valuable for 

research and teaching, but they are often too detailed 

or time-consuming for everyday use in crowded pain 

clinics. This gap between conceptual understanding 

and bedside implementation creates a clear need for a 

brief, structured checklist that can help clinicians decide 

when to suspect nociplastic pain and when to treat it 

as a dominant mechanism. The Daradia Nociplastic 

Pain Checklist was developed specifically to address this 

need.

AIMS OF THIS REVIEW

This narrative review has three aims as follows:

1. To summarize current concepts and mechanisms 

of nociplastic pain relevant to pain physicians and 

interventional practice.

2. To highlight the clinical importance of recognizing 

nociplastic pain, particularly for decision-making 

about imaging, injections, and surgery.

3. To present the Daradia Nociplastic Pain Checklist, a 

simplified 10-item clinical tool with a simple 3/7 scoring 

system designed to help clinicians identify nociplastic pain 

and guide mechanism-based management.

CONCEPT AND CLINICAL FEATURES OF NOCIPLASTIC 
PAIN

Nociplastic pain lies conceptually between purely 

nociceptive and purely neuropathic pain, though 

in practice, many patients have mixed mechanisms. 

Nociceptive pain is driven by actual or threatened 

tissue damage; neuropathic pain arises from a lesion 

or disease of the somatosensory system. In nociplastic 

pain, by contrast, neither structural tissue pathology nor 

somatosensory lesions fully explain the pain, which is 

largely maintained by altered nociceptive processing.[1-4]

COMMON CLINICAL FEATURES

Common clinical features of nociplastic pain include the 

following:

• Disproportionate pain relative to observable structural 

changes.

• Multifocal or widespread distribution, often beyond a 

single joint, region, or dermatome.

• Associated central symptoms, such as fatigue, 

nonrefreshing sleep, cognitive difficulties, anxiety or 

low mood, and sensory hypersensitivity.[1,4,5]

• Poor or short-lived response to peripherally targeted 

treatments, including nonsteroidal anti-inflammatory 

drugs (NSAIDs), local injections, and surgeries.

• Coexistence of central sensitivity syndromes, such 

as fibromyalgia, irritable bowel syndrome, chronic 

pelvic pain, temporomandibular disorder, and chronic 

tension-type headache.[1,5]

DIAGNOSTIC CONSIDERATIONS

The IASP working group has proposed clinical criteria and 

a grading system for nociplastic pain in musculoskeletal 

conditions, emphasizing that it should be a positive diagnosis 

based on characteristic features rather than a diagnosis of 

exclusion once nociceptive and neuropathic pain have 

been ruled out.[2,5] Narrative and conceptual reviews have 

further refined the distinctions between nociplastic pain 

and the broader concept of central sensitization, suggesting 

that nociplastic pain is the clinical expression of altered 

nociception in the presence of these sensitization processes.[3,5]

MECHANISMS: CENTRAL SENSITIZATION AND ALTERED 
PAIN MODULATION

The best-studied mechanism underlying nociplastic pain is 

central sensitization, defined as an increased responsiveness 

of nociceptive neurons in the central nervous system to 

normal or subthreshold inputs.[4,6,7] Experimental and 

clinical data show that peripheral noxious input, especially 

if  prolonged or intense, can induce long-lasting changes in 

spinal cord dorsal horn neurons and in supraspinal pain 

networks.
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KEY MECHANISTIC FEATURES

Key mechanistic features of central sensitization include 

the following:

1. Amplification of Incoming Signals

Spinal and supraspinal neurons become hyperexcitable, 

leading to hyperalgesia (increased pain to a normally 

painful stimulus) and allodynia (pain to a normally 

nonpainful stimulus).[4,6]

2. Expansion of Receptive Fields

Neurons begin responding to inputs from larger areas of 

the body, contributing to the spread of pain beyond the 

original site of injury or pathology.[4,6,7]

3. Reduced Descending Inhibition and/or Increased 

Facilitation

The balance between descending inhibitory pathways (e.g., 

from the periaqueductal gray and rostroventral medulla) 

and facilitatory pathways shifts towards facilitation, 

further amplifying pain.[6,7]

4. Interaction with Psychosocial Factors

Stress, poor sleep, mood disturbances, fear-avoidance 

beliefs, and adverse life events can all modulate central 

sensitization, influencing both intensity and persistence of 

pain.[1,4,6]

NEUROIMAGING AND CLINICAL ASSESSMENT

Neuroimaging studies have identified altered connectivity 

and activation patterns in brain regions involved in pain 

processing, including the insula, anterior cingulate cortex, 

thalamus, and default mode network in nociplastic pain 

conditions such as fibromyalgia.[1,4] However, these findings 

are not yet ready for routine clinical use.

Because central sensitization itself  is not directly 

measurable in daily practice, clinicians rely on symptom-

based tools and bedside tests. The Central Sensitization 

Inventory (CSI) is a self-report questionnaire that assesses 

symptoms associated with central sensitivity syndromes; 

a cutoff  score of approximately 40/100 has been used 

to identify patients with clinically relevant central 

sensitization in outpatient pain populations.[8,9] However, 

completing the CSI may not be practical in every busy 

consultation, so the Daradia checklist focuses on simple 

history and examination findings, including widespread 

tenderness and temporal summation/after-sensations, 

as pragmatic bedside indicators of central sensitization. 

Bedside sensory testing, including assessment of 

widespread pressure tenderness and mechanical or 

thermal allodynia, can support the suspected presence of 

central sensitization.[4,6,7]

Recent studies have examined the reliability and validity of 

applying nociplastic criteria in chronic musculoskeletal pain, 

finding reasonable agreement among clinicians using case 

vignettes, although further real-world validation is needed.[5,9] 

Conceptual work has stressed that nociplastic pain should 

be viewed as a mechanistic descriptor rather than a specific 

disease entity, and that central sensitization can contribute to 

nociceptive and neuropathic pain as well.[3,10]

WHY IDENTIFYING NOCIPLASTIC PAIN MATTERS IN 
CLINICAL PRACTICE

For pain physicians and interventionalists, actively identifying 

nociplastic pain has several key implications as follows:

1. Reducing Low-Value and Potentially Harmful 

Interventions

When nociplastic-dominant pain is misclassified as purely 

nociceptive or neuropathic, patients often receive multiple 

injections, repetitive blocks, or surgeries with minimal 

sustained benefit.[1,2,4] Recognizing a nociplastic pattern 

allows clinicians to limit such procedures and focus on 

more appropriate strategies.

2. Guiding Mechanism-Based Multimodal Management

Many effective treatments for nociplastic pain—pain 

neuroscience education, graded exercise, cognitive 

behavioral therapies, and certain centrally acting 

medications—are underused when clinicians keep 

searching for a structural cause.[1,4,6] Clear identification 

of a nociplastic-dominant mechanism supports a more 

mechanism-based treatment plan.

3. Improving Communication and Reducing Stigma

Providing a name and mechanism—“nociplastic pain due 

to a sensitized pain system”—helps patients understand 

why they hurt despite “normal” tests. This can reduce 

feelings of disbelief, shame, or “it is all in my head,” and 

instead promote engagement with biopsychosocial care.[3,10]

4. Supporting Research and Quality Improvement

Consistent use of mechanistic labels, including nociplastic 

pain, facilitates adequate documentation, outcome 

tracking, and research on treatment response across 

different pain phenotypes.

To make nociplastic reasoning practically usable in busy 

clinics, we propose the Daradia Nociplastic Pain Checklist, 

a concise 10-item tool with clear cutoffs for suspected and 

probable nociplastic-dominant pain.

THE DARADIA NOCIPLASTIC PAIN CHECKLIST: 10 
ITEMS WITH A 3/7 RULE

The Daradia checklist was developed by integrating 

key features from IASP nociplastic criteria and central 

sensitization literature[1-6,8-10] with clinical experience at a 

dedicated pain center. It is intended as a pragmatic bedside 
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tool, not a replacement for formal diagnostic criteria or 

clinical judgment [Box 1].

PREREQUISITES

Use only after:

• Screening for and addressing red flags (infection, 

fracture, malignancy, progressive neurological deficit, 

and active inflammatory disease).

• Basic evaluation for nociceptive and neuropathic 

mechanisms, including imaging and neurophysiological 

tests as indicated.

Each item is answered Yes/No.

SCORING AND INTERPRETATION

Let N = number of “Yes” answers (0–10).

NO NOCIPLASTIC PAIN

• N < 3

• Nociceptive or neuropathic mechanisms are likely 

dominant; treat those primarily while monitoring for 

emerging nociplastic features.

SUSPECTED NOCIPLASTIC PAIN

• N ≥ 3

• Nociplastic mechanisms are likely contributing. Start 

basic explanation and a graded activity, and be cautious 

with repeated purely structural interventions.

NOCIPLASTIC-DOMINANT PAIN (DARADIA 
CLASSIFICATION)

• N ≥ 7 and no single nociceptive or neuropathic lesion 

fully explains the pain pattern.

• Document, for example, “Chronic low back pain with 

nociplastic-dominant mechanism (Daradia checklist 

8/10).”

These cutoffs are pragmatic and should be interpreted in 

the context of individual patients. A simplified question 

and rationale have been described in Table 1. Prospective 

validation is required.

MANAGEMENT GUIDED BY THE DARADIA PROTOCOL: 
“EXPLAIN–MOVE–CALM”
When the Daradia checklist indicates probable nociplastic-

dominant pain (N ≥ 7), treatment should be reframed 

around mechanisms rather than structures.[1,4,6] We organize 

this into three pillars as follows:

EXPLAIN—PAIN NEUROSCIENCE EDUCATION

• Provide a clear, non-stigmatizing explanation that the 

patient’s pain is real, but sustained by a sensitized pain 

system rather than ongoing damage.

• Emphasize that nervous system sensitivity is modifiable 

and can improve with the right strategies.

• Use diagrams and metaphors to explain how sleep, 

stress, thoughts, and movement influence the “volume 

knob” of pain.[1,4,6]

BOX 1: DARADIA NOCIPLASTIC PAIN CHECKLIST 
(10 CLINICAL ITEMS)

1. Chronicity with Poor Structural Explanation: 

Pain duration ≥ 3 months, with no structural 

lesion that fully explains severity and spread.

2. Disproportionate Pain Severity or Disability: Pain 

intensity and/or disability clearly disproportionate 

to identifiable peripheral pathology.

3. Widespread or Shifting Pain Distribution: Pain 

is multifocal or widespread, or shifting over time 

rather than limited to a single joint/dermatome.

4. Generalized Hyperalgesia or Allodynia: Pressure 

tenderness or allodynia beyond the primary region, 

not explained by a single local lesion or nerve.

5. Central Nervous System–Related Symptom 

Cluster: At least two of: non-refreshing sleep, 

daytime fatigue, cognitive “fog,” anxiety/depression, 

sensory hypersensitivity.

6. History of Central Sensitivity Syndromes: 

Current or past diagnoses such as fibromyalgia, 

irritable bowel syndrome, chronic pelvic pain, 

temporomandibular disorder, tension-type 

headache/migraine, chronic widespread pain.

7. Limited or Short-Lived Response to Peripherally 

Targeted Treatments: Inadequate or transient 

response to nonsteroidal anti-inflammatory 

drugs, local injections, or surgery despite adequate 

technique and adherence.

8. Temporal summation/ after-sensations: During light 

repeated stimulation (e.g., gentle tapping or pressure), 

the patient reports a clear increase in pain intensity 

over repetitions or prolonged pain after the stimulus 

stops, beyond what would be expected locally.

9. Absence of Evidence of Any Neuropathic 

Component: No clear somatosensory nervous 

system lesion explaining neuropathic-dominant 

pain (diabetic neuropathy, post-herpetic neuralgia, 

and complex regional pain syndrome type 2) that 

can explain neuropathic pain.

10. Absence of Clearly Dominant Nociceptive Driver: 

No major active nociceptive driver (e.g., fracture, 

active inflammatory arthritis, and pronounced 

mechanical overload) that adequately explains the 

overall pain picture.
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• Provide written materials or links; involve family 

members when appropriate.

MOVE—GRADED ACTIVITY AND EXERCISE

• Prescribe graded, enjoyable movement (walking, 

cycling, swimming, yoga-based stretching, and light 

strengthening).

• Encourage pacing to avoid boom–bust cycles; focus on 

regularity more than intensity.[1,4]

• Use interventional procedures (e.g., a single ultrasound-

guided injection) selectively to enable participation 

in exercise or rehabilitation, rather than as repeated 

stand-alone treatments.

CALM—SLEEP, MOOD, STRESS, AND RATIONAL 
PHARMACOTHERAPY

• Address sleep using behavioral strategies and, 

where necessary, short-term pharmacological  

support.

• Screen and treat comorbid anxiety, depression, and 

post-traumatic stress; consider referral to psychological 

therapies such as cognitive behavioral therapy, 

acceptance and commitment therapy, or mindfulness-

based interventions.[1,4,6]

• Use medications as follows:

– Tricyclic antidepressants or serotonin–

norepinephrine reuptake inhibitors are most likely 

to help where mood and sleep are prominent.[1,4]

– Gabapentinoids may be considered in patients 

with overlapping neuropathic features and sleep 

disturbance, after careful assessment.

– Long-term opioid therapy and escalating NSAIDs 

should be avoided in clear nociplastic-dominant 

pain without a strong nociceptive driver.

Regular follow-up should reassess pain intensity, function, 

quality of life, and, where feasible, CSI scores, reinforcing 

small gains and adjusting the plan according to patient 

goals and context.

SUMMARY OF THE THREE PILLARS OF THE DARADIA 
PROTOCOL

The Daradia Protocol organizes the management of 

probable nociplastic-dominant pain (defined as N ≥ 7 

on the checklist) around three mechanism-based pillars: 

EXPLAIN, MOVE, and CALM.

Pillar Focus Key actions

EXPLAIN Pain Neuroscience 

Education

Provide a clear, nonstigmatizing 

explanation that the pain is real, 

but sustained by a sensitized 

pain system rather than ongoing 

damage.[3] Emphasize that nervous 

system sensitivity is modi�able.[4] 

Use metaphors and diagrams 

to explain how stress, sleep, and 

movement in�uence the “volume 

knob” of pain.[5]

MOVE Graded Activity 

and Exercise

Prescribe graded, enjoyable 

exercises (walking, cycling, 

dancing, and yoga).[6] Encourage 

pacing to avoid boom–bust 

cycles and focus on regularity.[7] 

May use interventions (such as 

injections) very selectively to enable 

participation in exercise, but not as 

repeated stand-alone treatments.[8]

Table 1: Daradia Nociplastic Pain Checklist—Quick reference table

Item Clinical feature/question Key rationale

1 Pain ≥3 months without a structural explanation for severity and spread? Chronic pain with a mismatch between symptoms and 

lesions.

2 Pain/disability clearly disproportionate to imaging and examination? Suggests altered processing beyond peripheral damage.

3 Pain multifocal/widespread or shifting rather than focal? Typical distribution in nociplastic/central sensitivity states.

4 Widespread pressure tenderness or allodynia beyond the primary region? Bedside sign of central sensitization.

5 ≥2 central symptoms (poor sleep, fatigue, cognitive fog, mood symptoms, 

and hypersensitivity)?

Central symptom cluster common in nociplastic pain.

6 History of central sensitivity syndromes (e.g., �bromyalgia, irritable bowel 

syndrome, temporomandibular disorders, and chronic pelvic pain)?

Links to established central sensitization conditions.

7 Only limited or short-lived bene�t from nonsteroidal anti-in�ammatory 

drugs /injections/surgery?

Structural treatments do not adequately address central 

mechanisms.

8 Light repeated tapping increases in pain intensity over repetitions or 

prolonged pain after tapping.

Indicative of central sensitization.

9 No clear somatosensory lesion explaining neuropathic-dominant pain? Helps rule out a neuropathic mechanism as primary.

10 No dominant nociceptive driver (e.g., fracture and active in�ammatory 

arthritis)?

Avoid labeling nociplastic when a strong nociceptive driver 

exists.
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Pillar Focus Key actions

CALM Sleep, Mood, 

Stress, and 

Rational 

Pharmacotherapy

Address sleep using behavioral 

strategies.[9] Screen and treat 

comorbid anxiety, depression, 

and post-traumatic stress (referral 

to psychological therapies such 

as cognitive behavioral therapy 

or acceptance and commitment 

therapy).[10] Use medications 

cautiously: consider low-dose 

tricyclic antidepressants or 

serotonin–norepinephrine 

reuptake inhibitors for mood/sleep. 

Generally, avoid long-term opioid 

therapy and escalating nonsteroidal 

anti-in�ammatory drugs in 

nociplastic-dominant pain.

FUTURE DIRECTIONS

The proposed Daradia checklist is a pragmatic clinical 

tool based on current literature and expert opinion, but 

it requires formal validation. Future research priorities 

include the following:

• Prospective studies comparing the checklist classification 

(N < 3, 3–6, and ≥7) with expert consensus, IASP 

nociplastic criteria, and longitudinal outcomes.

• Evaluating inter-rater reliability when used by different 

clinicians in routine outpatient settings.

• Assessing whether checklist-defined nociplastic-

dominant patients respond differently to specific 

interventions (e.g., education plus exercise vs. repeated 

injections).

• Adapting and validating the tool in different cultural 

and healthcare contexts, including low- and middle-

income countries.

Such research could refine cutoffs, improve predictive validity, 

and support broader adoption of mechanism-based care.

CONCLUSION

Nociplastic pain provides a useful mechanistic 

framework for understanding many complex chronic pain 

presentations. For pain physicians and musculoskeletal 

ultrasonologists, actively looking for nociplastic pain is 

essential to avoid futile structural interventions, guide 

mechanism-based multimodal management, and provide 

patients with a more accurate and compassionate 

explanation of their symptoms.

The Daradia Nociplastic Pain Checklist offers a simple, 

10-item tool with a 3/7 rule as follows:

• Suspect nociplastic pain when ≥3 items are positive.

• Classify nociplastic-dominant pain when ≥7 items are 

positive, and no dominant nociceptive or neuropathic 

mechanism is identified.

This checklist, combined with the Explain–Move–Calm 

management pillars, can help integrate nociplastic 

reasoning into everyday practice. While further validation 

is required, using such a structured approach may already 

help clinicians at the bedside to recognize nociplastic pain 

earlier and treat it more effectively.
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