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Introduction

Pain is a common experience in people with chronic 
wounds. Pain impacts all aspects of everyday life, in-
cluding physical activity, sleep, and social functioning, 

and erodes individuals’ quality of life.1–3 Even long after the 
ulcers are healed, some people continue to provide vivid 
descriptions of pain experiences.4 While wound-associated 
pain often is caused by intrinsic wound pathology and 
exacerbated by local manipulation that is part of routine 
wound management, the intensity of pain is subjected to 
influences of many personal and social factors. The com-
plexity of pain necessitates a systematized approach to 
obtain a thorough pain history, evaluate aggravating and 
alleviating factors, assess the wound and surrounding tis-
sue, and monitor outcomes. Optimal pain management 
must be incorporated as an integral part of comprehensive 
wound care/caring in order to improve quality of life.

Prevalence of Pain in People with 
Chronic Wounds

Studies of patients with various chronic wound types 
validate the enormity and pervasiveness of pain. Szor and 
Bourguignon5 reported that as many as 88% of people with 
pressure ulcers in their study expressed pressure ulcer pain 
at dressing change and 84% experienced pain even at rest. 
Of people with venous leg ulcers, the majority experienced 
moderate to severe levels of pain described as aching, stab-
bing, sharp, tender, and tiring.6 Pain has been documented 
to persist up to at least 3 months after wound closure.6,7 

Objectives
The reader will be challenged to:
•  Synthesize the complexity and

pathophysiology of wound-
associated pain

•  Describe a systematized approach
to address wound pain by
examining the wound-related
factors, procedure-related
triggers, and modulating factors
(cognitive, emotional, personal, 
sensory, and contextual)

• Identify methods to evaluate pain
•  Appraise various pharmacological

and non-pharmacological
strategies to reduce pain.
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Contrary to the commonly held belief that most 
patients with diabetic foot ulcers do not experi-
ence pain due to loss of protective sensation, up 
to 50% of patients experience varying degrees of 
predominantly neuropathic spontaneous painful 
symptoms at rest and approximately 40% experi-
ence moderate to extreme pain climbing stairs or 
walking on uneven surfaces, according to Evans 
and Pinzur.8 

Consequences of  
Wound-Associated Pain

Pain has been described as the worst part of 
living with chronic wounds and constitutes a ma-
jor stressor among people with chronic wounds.3 

Stress-induced cytokine and neuroendocrine ac-
tivity can activate sympathetic outflow, leading 
to vasoconstriction and subsequent compromised 
tissue oxygenation levels.2 As part of the cascade 
of stress response, the overproduction of cortisol 
and catecholamines can have a significant impact, 
delaying wound healing due to alteration in the 
immune system.9 Numerous studies have validated 
the deleterious impact of stress (and emotional dis-
tress) on wound healing.9 Time to achieve com-
plete wound closure is significantly prolonged for 
high-stress individuals. Woo and Sibbald10 followed 
111 home care clients with either leg or foot ulcers 
prospectively for 4 weeks to determine the effec-
tiveness of comprehensive wound assessment and 
management. Wound-related pain was addressed 
by education, careful selection of wound dressings, 
application of topical analgesics during dressing 
changes, and use of systemic analgesics. The aver-
age pain intensity score was reduced from 6.3 at 
baseline to 2.8 at Week 4 (P < .001). To examine 
the relationship between pain and wound healing, 
pain intensity scores were compared among those 
who achieved wound closure by the end of data 
collection to those who did not. The mean pain 
intensity score was 1.67 for subjects who achieved 
wound closure as compared to an average score of 
3.21 among those who did not achieve complete 
wound closure (P < .041). The result lends cre-
dence to the importance of pain management to 
promote wound healing.

Conceptualizations of  
Wound-Related Pain

According to a conceptual framework devel-
oped by Krasner,11 wound-related pain is com-
plex and dynamic, integrating the experience of 
noncyclic acute wound pain, cyclic acute wound 
pain, and chronic wound pain (Figure 1). 

Chronic or persistent wound pain is described 
as the background symptom that is often associ-
ated with intrinsic wound-related factors often 
connected with the cause or aggravating fac-
tors of the wound. In contrast, acute wound pain 
(cyclic due to dressing change procedures and 
non-cyclic often associated with debridement) 
is conceptualized as episodic and triggered by 
wound-related procedures that are performed by 
healthcare providers (Figure 1).

Another conceptualization proposed by Woo 

Figure 1. Proposed model of the chronic wound 
pain experience (CWPE). © 1995 Krasner.
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and Sibbald12 provides further detail, linking vari-
ous wound etiological causes, local wound fac-
tors, and patient-centered concerns to wound-
associated pain (Figure 2).

Mechanisms of Wound-Related Pain
Wound-related triggers. Underlying mech-

anisms that lead to tissue breakdown also are 
implicated in the emergence of painful symp-
toms. According to Woo and Sibbald,12 pressure 
ulcer pain stems from ischemic damages due 
to unrelieved pressure, shear, and friction. Pro- 
inflammatory mediators, such as bradykinin, his-
tamine, serotonin, and prostaglandins, are released, 
rendering peripheral nociceptors to be hyperac-

tive. Venous ulcer pain is linked to venous abnor-
malities, including local leakage of fibrin that can 
become inflamed, precipitating acute lipoderma-
tosclerosis; inflammation of the venous vessel wall 
and clotting, leading to thrombophlebitis; and ve-
nous hypertension with edema from leaky capil-
laries. Even in the absence of an ulcer, pain has 
been found in up to 43% of people with lipoder-
matosclerosis (due to acute inflammation of the 
dermal tissue).13 Intermittent claudication (pain in 
the lower extremities that is precipitated by exer-
cise) is a common yet extremely painful condition 
in people with peripheral arterial vascular disease. 
As arterial insufficiency progresses, ischemia rest 
pain may predominate.14 Among persons with dia-

Chronic Wound Associated Pain (WAP) Model: the wound, the cause, the patient
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Tissue debridement
and trauma: 
•  Selection of dressings and 
 frequency of change
•  Aggressive adhesives 
• Wound cleansing/irrigation
• Tissue debridement

Infection/inflammation:
• Increased bioburden/infection
• Increased inflammatory mediators
• Topical application of irritants/allergens

Moisture balance:
Too little 
• Adherent dressing
• Bleeding  
• Trauma

Too much
• Heavy exudation
• Bleeding  
•  Peri-wound  

maceration
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Wound Associated Pain
Topical: lidocaine, opioids, NSAID

Systemic agents: nociceptive vs. neuropathic 
WHO analgesic ladder

Patient-centered concerns:
•Past pain experience
•Psychological: depression, anxiety, stress
•Patients’ expectations and treatment goals
•Awareness of disease/pain/treatment
•Active patient involvement (coherence)

Figure 2. Chronic wound-associated pain model.
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betes and coexisting neuropathy, spontaneous pain 
is thought to be caused by nerve damage (often 
accompanied with reddened and mottled skin, ab-
normal sensation to touch, and feelings of burning 
and electrical shocks) as a result of microvascular 
(vasa nervorum) and metabolic aberrations.15

Changes to the usual pattern of wound- 
associated pain can be a warning signal. The con-
sensus among clinical experts is that the pres-
ence of unexpected pain/tenderness along with 
other criteria is indicative of infection in chronic 
wounds.16,17 According to study results reported 
by Gardner et al,18 pain as an indicator of infec-
tion has a specificity value of 100%; subjects did 
not experience any painful symptoms if wound 
infection was not detected based on bacteriol-
ogy assessment. As a word of caution, there were 
only 31 subjects in this evaluation. The mecha-
nism that explains how pain is connected to in-
fection remains elusive. It may potentially involve 
Toll-like receptors (TLRs), a family of pattern 
recognition receptors that mediate innate im-
mune responses from pathogens or endogenous 
signals.3 Following repeated insult, excessive and 
prolonged inflammation can lead to spontane-
ous “wind-up” pain or exaggerated or prolonged 
painful responses to normally painful stimuli 
(hyperalgesia) and even non-painful stimuli (al-
lodynia).19 The wind-up mechanism is complex, 
involving the remodelling of synaptic contacts 
between the neurons in the spinal dorsal horn 
circuitry (neuronal plasticity) and the increased 
activity of inflammatory substance P and gluta-
mate on receptors for neurokinin 1 (NK1) and 
N-methyl-D-aspartic acid (NMDA).20 Several 
types of exquisitely painful inflammatory skin 
lesions (eg, pyoderma gangrenosum, cutaneous 
vasculitis) are caused by sustained inflammatory 
response associated with autoimmune dysfunc-
tion. Wound-associated pain may extend beyond 
the wound margins to periwound skin. Unpro-
tected skin in periwound regions is susceptible 
to irritation by enzyme-rich wound fluid. In a 
crossover, randomized, controlled trial,21 patients 
with wound margin maceration and skin damage 
were prone to experience increased pain.

Practice tips to reduce wound-associated pain 
include the following: 

• Identify and correct the wound cause 
• Treat infection and inflammation 

• Protect periwound skin from wound fluid.
Procedure-related triggers. Despite obvi-

ous therapeutic values and primary intentions to 
optimize wound healing, many wound manage-
ment procedures are painful. Most obvious, de-
bridement using a sharp surgical instrument can 
cause a considerable amount of pain.22 A toolkit 
of various analgesic agents (topical or systemic), 
alternative debridement methods, and emerg-
ing technologies should be considered to mini-
mize discomfort. Next to debridement, dressing 
removal has been documented to cause pain in 
several observational studies.3 It has also been no-
ticed that dressing materials often adhere to the 
fragile wound surface due to the glue-like nature 
of dehydrated or crusted exudate. Each time the 
dressing is removed, potential local trauma may 
evoke pain. In addition, the granulation tissue 
and capillary loops may grow into the product 
matrix — especially gauze dressings and with 
the use of negative pressure wound therapies —  
potentiating the likelihood of trauma and bleed-
ing with dressing removal. According to a review 
of dressings and topical agents for secondary in-
tention healing of post-surgical wounds, patients 
experienced significantly more pain with gauze 
than with other types of dressings.23 Wound care 
providers practicing evidence-based wound care 
should avoid the use of gauze products in pain-
ful wounds. To ensure dressing securement, strong 
dressing adhesives or tapes are often used. How-
ever, repeated application and removal of adhe-
sive tapes and dressings strip the stratum corneum 
from the skin epithelial cell surface, damaging the 
skin. In severe cases, contact irritant dermatitis re-
sults in local erythema, edema, and blistering of 
the wound margins.24 

Next to dressing removal, wound cleans-
ing also is likely to cause pain during dressing 
changes. In one study,25 Woo asked 96 patients 
with chronic wounds to rate their levels of pain 
before dressing changes, at dressing removal, at 
wound cleansing, and after dressing reapplica-
tion. Wound cleansing was rated as most pain-
ful, indicating that the routine practice of using 
abrasive materials and gauze to scrub the wound 
surface should be discouraged. Clinicians must 
be mindful of the fact that pain can be caused 
by pressure-relieving equipment and treatment-
related activities, such as repositioning, especially 
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among patients who have significant contrac-
tures, increased muscle spasticity, and spasms. 
Some patients consider compression therapy 
treatment of venous stasis to be uncomfortable. 
Briggs and Closs26 indicated that only 56% of 
patients in their study were able to tolerate full 
compression bandaging, with pain being the 
most common reason for nonadherence. Elastic 
compression systems exert high pressure at rest 
and may not be tolerated until adequate pain con-
trol has been achieved. Nonelastic systems exert 
their main effect with high pressure only with 
muscle contraction (during movement), and 
they may be tolerated at rest where there is a 
lower pressure against a fixed resistance. 

Practical tips for procedural pain include the 
following:

• Use atraumatic dressings
•  Avoid frequent removal or the use of strong 

adhesives (consider silicone adhesive alter-
natives) 

•  Avoid aggressive scrubbing of the wound 

base
•  Provide information and support for pa-

tients and their circle of care. 

Pain and its Dimensions
Pain is a complex biopsychosocial phenom-

enon. Melzack27 introduced the term neuroma-
trix to connote the intricate interactions among 
a number of modulating factors. Despite seem-
ingly comparable levels of pain intensity, persons 
with pain experience varying degrees of physical 
limitations, emotional distress, and suffering. The 
integrated wound-associated pain model in Fig-
ure 3 posits the multidimensionality of pain in re-
sponse to wound- and procedure-related triggers. 
Understanding that emotions, cognitive process, 
social environment, and attitudes can influence 
how people feel, the various separate dimensions 
are created merely for heuristic purposes. 

For instance, nocebo effect or negative placebo 
effect delineates pain amplification by expecta-
tion of pain and heightened anxiety. Colloca and 

Figure 3. Integrated wound-associated pain model.
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Benedetti28 identified cholecystokinin (CCK) as 
a physiological mediator that augments nocebo 
hyperalgesia. Neuroimaging studies revealed that 
the link between anxiety and hyperalgesia may be 
located in the central nervous system (entorhi-
nal area of the hippocampal formation, anterior 
cingulate cortex, amygdala, and insula).29 The re-
sult is a vicious cycle of pain, stress/anxiety, and 
worsening of pain. In a study of 96 patients with 
chronic wounds, Woo25 reported that patients 
who experienced high levels of anxiety also re-
ported high levels of anticipatory pain, leading 
to high levels of pain at dressing change. Certain 
personalities may be more vulnerable to noxious 
stimuli in light of their propensity to experience 
anxiety and catastrophize their experience. Com-
prehensive wound pain management should incor-
porate an assessment of the person’s anxiety level, 
stress, expectation, and social environment.

How to Assess Pain
Pain assessments should be well documented 

to facilitate the continuity of patient care and 
to benchmark the effectiveness of management 
strategies. Many methods of pain assessment have 
been developed, ranging from subjective self- 
reports to objective behavioral checklists. Pain is a 
subjective experience. An individual’s self-report 
of pain is the most reliable method to evaluate 
pain. Other assessment methodologies include 
physiological indicators, behavioral manifesta-
tions, functional assessments, and diagnostic tests. 
Categorical scales, numerical rating scales, pain 
thermometers, visual analogue scales, faces scales, 
and verbal categorical scales are one-dimensional 
tools commonly used to quantify pain in terms 
of intensity, quality (characteristics), pain un-
pleasantness, and pain relief.30 To obtain a com-
prehensive assessment of pain, multidimensional 
measurements are available to evaluate the many 
facets of pain and its impact on daily function-
ing, mood, social functioning, and other aspects of 
quality of life. The key questions to ask about pain 
can be remembered by PQRSTU:31,32

•  P — Provoking and palliating fac-
tors: What makes your pain worse?  
What makes your pain better (eg, warm 
weather, walking, certain types of cleansing 
solutions or dressings)?

•  Q — Quality of pain: What does your pain 

feel like? Descriptors (eg, burning, electrical 
shocks, pricking, tingling pins) may help to 
differentiate the 2 types of pain: nociceptive 
and neuropathic. 

•  R — Regions and radiation: Where is 
the pain and does the pain move anywhere 
(eg, in and around the wound, the wound re-
gion, unrelated)? 

•  S — Severity or intensity: How much 
does it hurt on a scale of 0–10 with 0 repre-
senting no pain and 10 representing pain as 
bad as it could possibly be?

•  T — Timing or history: When did the 
pain start? Is it present all the time? A pain 
diary may help to map out the temporal pat-
tern of pain, eg, the pain worsens at night. 

•  U — Understanding: What is important to 
you for pain relief? How would you like to 
get better?

As an alternative, studies have shown that the 
observation of nonverbal indicators encompass-
ing a wide range of vocalized signals and bodily 
movements may provide a means of assessing pain 
in patients (eg, neonates or cognitively impaired) 
who are not able to verbalize their pain. Several 
tools are available, including the following:

•  Abbey Pain Scale Assessment of Discomfort 
in Dementia (ADD) Protocol

•  Checklist of Nonverbal Pain Indicators 
(CNPI) 

•  Discomfort Scale-Dementia of the Alzheim-
er’s Type (DS-DAT) 

•  Face, Legs, Activity, Cry, and Consolability 
(FLACC) Pain Assessment Tool 

•  Pain Assessment in Advanced Dementia 
(PAINAD) Scale

•  Pain Assessment Scale for Seniors with Severe 
Dementia (PACSLAC)

Despite the robust psychometric properties of 
these measurement tools, it is important to re-
member behaviors (eg, facial expression, body 
movements, crying) that signal pain may vary sig-
nificantly among individuals, and there is no evi-
dence that any single behavior or number of be-
haviors is more reliable to measure the presence 
or intensity of pain.30,33 Pain measurement tools 
may include word descriptors to qualify pain and 
allow clinicians to differentiate nociceptive from 
neuropathic pain. Nociceptive pain is incurred by 
tissue damage stimulating pain receptors in the 
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muscle, bone, joints, and ligaments (somatic pain) 
or in the viscera and peritoneum (visceral pain). 
Nociceptive pain is often described as sharp, dull, 
aching, throbbing, or gnawing. In contrast, neu-
ropathic pain is caused by injury and sensitiza-
tion of the peripheral or central nervous system. 
Neuropathic pain is mostly described as burning, 
electrical shocks, pricking, tingling pins, and in-
creased sensitivity to touch. Specific assessment 

protocols are developed to evaluate neuropathic 
pain.34 All in all, no one tool has been deemed 
universal and useful for all patients. The selection 
of a specific pain scale must take into account the 
patient’s age, language, educational level, sensory 
impairment, developmental stage, and cognitive 
status. Once chosen, the same measurement scale 
should be used for subsequent assessments for on-
going comparison. Changes in pain levels may 

Table 1. Patient-oriented and multifaceted approach to pain management

Strategy Objectives

Education

• Web-based learning
• Face-to-face education:
 o Explain mechanism of pain
 o Dispel misconceptions about pain
 o Address concerns about addiction
 o Emphasize the availability of multiple strategies

Pharmacological

• Topical:
 o  Topical ibuprofen (dressing not available in the United States)
 o Morphine
 o Topical lidocaine
• Systemic:
 o  Nociceptive pain: ASA, NSAIDs, acetaminophen for mild to moderate pain
 o Opioids for moderate to intense pain
 o Neuropathic pain: SNRI, anticonvulsants

Local Wound Care

• Atraumatic interface (silicone)
• Sequester: remove inflammatory mediators
• Protect periwound skin
• Treat infections

Physical Therapies
• Heat/cold compress
• Massage
• Exercise

Anxiety Reduction

• Relaxation
• Imagery
• Distractions
• Education
• Music therapy
• Support groups

Cognitive Therapy
• Cognitive behavior therapy
• Problem-solving skills
• Positive thinking

Therapeutic Alliance

• Communication techniques, eg, reflective listening
• Goal setting
• Align expectations
• Demonstrate sympathy

Empowerment

• Allow individual to call “time out”
• Respect individual’s choices
• Maximize autonomy: active participation
• Functional focused therapy

© Woo 2011
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indicate a need to reassess the choice and timing 
of analgesics and/or other interventions used in 
pain management.

How to Manage  
Wound-Associated Pain 

A patient-oriented and multifaceted approach 
(Table 1) is recommended for the management 
of wound-associated pain with the objectives to 
address pain relief, increase function, and restore 
overall quality of life. Pharmacotherapy continues 
to be the mainstay for pain management. Appro-
priate agents are selected based on severity and 
specific types of pain. The World Health Organiza-
tion’s analgesic ladder35 proposes that treatment of 
mild (1–4 out of 10) to moderate (5–6 out of 10) 
nociceptive pain should begin with a non-opioid 
medication, such as acetaminophen and nonsteroi-
dal anti-inflammatory drugs (Figure 4 and Table 2).

For controlling more severe (7–10 out of 10) 

and refractory pain, opioid analgesics should be 
considered. Management of neuropathic pain 
or associated symptoms (eg, anxiety and depres-
sion) may include the possibility of adding adju-
vant treatments. Three classes of medications are 
recommended as first-line treatments for neuro-
pathic pain (Table 3): antidepressants with both 
norepinephrine and serotonin reuptake inhibi-
tion (TCAs and selective serotonin and norepi-
nephrine reuptake inhibitors [SSNRIs]), calcium 
channel α

2
δ ligands (gabapentin and pregabalin), 

and topical lidocaine (lidocaine patch 5%).19 In 
addition to the severity and pain types, selection 
of appropriate pharmaceuticals should always 
take into account the characteristics of the drug 
(onset, duration, available routes of administra-
tion, dosing intervals, side effects) (Table 3) and 
individual factors (age, coexisting diseases, and 
other over-the-counter or herbal medications).19

Figure 4. The World Health Organization (WHO) Analgesic Ladder.

Severe Pain
Opioid analgesics 

(morphine, hydromorphone, 
transdermal fentanyl)

• Potent and safe, long-acting 
preferable, with breakthrough doses  

as needed

Moderate Pain
Opioid analgesics (codeine)

• Start low, go slow, avoid combination drugs 
(eg, Tylenol 3, Percocet)

Mild Pain
Nonopioid analgesics (acetaminophen, NSAIDS)

• Prevent rather than treat pain, regular dosing rather than PRN, 
avoid NSAIDS if possible in elderly

Table 2. Neuropathic pain

Type Symptom Treatment

Nerve irritation Burning/stinging Tricyclics  — amitriptyline, nortriptyline, etc

Nerve damage Shooting/stabbing Anti-epileptics — gabapentin, carbamazepine
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Table 3. Analgesics: mode of action, dosage, and side effects 

Medication Mode of Action Dosage Side Effects

Non-Opioid 

Acetaminophen Affects nitric oxide cycle, 
antipyretic property

325–650 mg q 4 h up to a  
maximum of 4 g/d in healthy 
people

Do not exceed 4 g/d 
to avoid liver toxicity

Acetylsalicylic acid 
(ASA)

Inhibits the enzyme  
cyclooxygenase (COX) 325–650 mg q 4–6 h up to 4 g/d

Gastritis, gastrointesti-
nal bleeding, acute re-
nal failure, may interact 
with anticoagulants

NSAIDs and COX-
2 selective NSAIDs Inhibit COX

Common NSAIDs:
Ibuprofen 200–400 mg q 4–6 h
Ketoprofen 25–50 mg q 6–8 h
Naproxen 250 mg q 6 h
Common COX-2 NSAIDs:
Celecoxib 200–400 mg od
Rofecoxib 25–50 mg od
Meloxicam 7.5–15 mg od

Similar as ASA, less 
side effects with COX-
2 NSAIDs

Co-analgesic (Adjuvant)

Tricyclic antide-
pressant (TCA)

Inhibit serotonin and NE 
reuptake; block sodium 
channels

Common TCAs: Amitriptyline, 
doxepin, nortriptyline 10–25 mg q 
hs titrate up to 150–200 mg/d

Dry mouth, drowsi-
ness, orthostatic 
hypotension

Anticonvulsants
Most agents block so-
dium channels; unknown 
for gabapentin

Common anticonvulsants: Carba-
mazepine 100 mg od to maximum 
dose 1200 mg/d, gabapentin 100 
mg TID titrate up to 3000 mg/d

Drowsiness, dizziness, 
fatigue

Opioids (CR/SR)

Morphine Gold standard mu 
agonist

For patients who are opi-
oid naive, start on morphine 
2.5–10 mg po q 4 h with 10% of 
total daily dose (TDD) q 1 h as 
needed

Constipation, delirium, 
sedation, nausea, vom-
iting, urinary retention

Codeine

Weak mu agonist; 0.125 
as potent as morphine; 
convert to active analge-
sic by enzyme CYP2D6

Codeine 100 mg = morphine 10 
mg (~10:1)

Oxycodone (may 
be combined with 
ASA or acetamino-
phen)

Mu and kappa agonist; 2x 
as potent as morphine

Oxycodone 5 mg or Percocet 
1 tab (5/325) = morphine 10 
mg (1:2)

Hydromorphone 
5–7.5x as potent as 
morphine

Hydromorphone 2 mg = mor-
phine 10 mg (1:5)

Methadone
Mu and delta agonist; 
blocks NMDA; 10x more 
potent than morphine

Variable

© Woo 2011
Legend: h = hour; d = day; q = every; od = daily; hs = evening; TID = 3 times a day;  
NSAID = nonsteroidal anti-inflammatory drug; NE = norepinephrine; po = by mouth
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How to Use Analgesics
As a general rule of thumb, analgesics should 

be taken at regular intervals until pain is ad-
equately relieved. Whenever possible, the oral 
route of medication administration is preferred. 
After a titration period with short-acting prepa-
rations (it takes 5 half-lives of an analgesic agent 
to reach a steady state) to estimate the required 
dosing for managing continuous stable pain, 
controlled release medications should be con-
sidered to facilitate around-the-clock dosing, 
especially at night. Nonetheless, short-acting 
medications should still be made available for 
occasional breakthrough pain. In some cases, it 
may be necessary to consider the use of 2 or 
more drugs from different classes. Their com-
plementary mechanisms of action may provide 
greater pain relief with less toxicity and lower 
doses of each drug. For the elderly population, it 
is advisable to “start low and go slow”36 in order 
to circumvent untoward adverse effects (see com-
mon side effects of analgesics in Table 3). Com-
mon side effects, such as constipation, nausea, 
confusion, and drowsiness, should be monitored 
and managed appropriately. However, if the pain 
is (anticipated to be) severe pain, conscious se-
dation, combining sedatives and potent narcotic 
analgesics, such as sublingual fentanyl or suf-
entanil (approximately 100 times more potent 
than morphine) and ketamine, can be used with 
success.19 In resistant cases, options may include 
general anesthesia, local neural blockade, spinal 
analgesia, or the use of mixed nitrous oxide and 
oxygen. 

Topical agents play a critical role in alleviat-
ing wound-related pain. Slow-release ibuprofen 
foam dressings (available in Canada and Eu-
rope but not in the United States) have dem-
onstrated reduction in persistent wound pain 
between dressing changes and temporary pain 
on dressing removal.37 The topical use of mor-
phine, tricyclic, nonsteroidal anti-inflammatory 
drugs (NSAIDs), capsaicin, and lidocaine/pri-
locaine (EMLA® or Eutectic Mixture of Local 
Anesthetics including lidocaine and prilocaine, 
AstraZeneca, Wilmington, Delaware) has dem-
onstrated effectiveness for pain relief.3,12,38 How-
ever, the lack of pharmacokinetic data precludes 
the routine clinical use of these compounds at 
this time. There are many advantages to using 

local rather than systemic treatment. Any active 
agent is delivered directly to the affected area, 
bypassing the systemic circulation, and the dose 
needed for pain reduction is lower, minimizing 
the risk of side effects. 

How to Reduce Procedural Pain
In addition to pharmacotherapy, careful se-

lection of dressings with atraumatic and non-
adherent interfaces, such as silicone, has been 
documented to limit skin damage/trauma with 
dressing removal and to minimize pain at dress-
ing changes.39 Silicone coatings do not adhere 
to moist wound beds and have a low surface 
tension due to their unique structure, which 
consists of chains of hydrophobic polymers with 
alternate molecules of silicone and oxygen. 

Numerous sealants, barriers, and protectants, 
such as wipes, sprays, gels, and liquid roll-ons, 
are designed to protect the periwound skin from 
trauma induced by adhesives.40 Wound cleansing 
should involve less abrasive techniques, such as 
compressing and irrigating usually with normal 
saline or water. Topical antimicrobial dressings 
and related products should be considered when 
surface compartment critical colonization is in-
dicated by increased pain. 

Education is a key strategy to empower pa-
tients with wounds and individuals within their 
circle of care and to improve wound-related pain 
control. Patients and individuals within their cir-
cle of care should be informed of various treat-
ment options and be empowered to be active 
participants in care. Being an active participant 
involves taking part in the decision-making for 
the most appropriate treatment, monitoring re-
sponse to treatment, and communicating con-
cerns to healthcare providers. Common mis-
conceptions about pain management should be 
addressed.2

Fear of addiction and adverse effects has pre-
vented patients from taking regular analgesics. In 
a pilot study,41 chronic wound patients described 
dressing change pain as being more manageable 
after receiving educational information. Pain-
related education is a necessary step in effect-
ing change in pain management by debunking 
common misconceptions and myths that may 
obstruct effective pain management. Cognitive 
therapy that aims at altering anxiety by modify-
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ing attitudes, beliefs, and expectations by explor-
ing the meaning and interpretation of pain con-
cerns has been successful in the management of 
pain.25 This may involve distraction techniques, 
imagery, relaxation, or altering the significance 
of the pain to an individual. Patients can learn to 
envision pain as less threatening and unpleasant 
through positive imagery by imagining pain dis-
appearing or by conjuring a mental picture of a 
place that evokes feelings and memories of com-
fort, safety, and relaxation. In addition to pain, 
clinicians should pay attention to other sources 
of anxiety that may be associated with stalled 
wound healing, fear of amputation, body disfig-
urement, repulsive odor, social isolation, debility, 
and disruption of daily activities.2 

Relaxation exercises can help to reduce  
anxiety-related tension in the muscle that con-
tributes to pain. 

Conclusion
Pain is a common concern and affects quality of 

life in people with chronic wounds. It is imperative 
to approach wound-associated pain by first iden-
tifying the triggers (related to wound pathologies 
or procedures), followed by evaluating the number 
of neurobiopsychosocial factors that may affect the 
pain experience. A variety of approaches drawing 
on expertise from interprofessional teams is crucial 
to optimize pain management.

Self-Assessment Questions
1.  Mrs. Lebert experiences severe pain due to her 

leg ulcers. The wound care clinician should as-
sess for which of the following?

A.  Lipodermatosclerosis
B.  Other signs of infection
C.  Anxiety due to cleansing of the wound
D.  All of the above

2.  Mrs. Lebert rated her pain as 10 out of 10 on a 
numerical rating scale. Which of the following 
pain management strategies is most appropriate 
for Mrs. Lebert?

A.  Give short-acting morphine 5 mg once 
daily

B.  Give acetaminophen every 6 hours
C.  Consider changing gauze dressings to sili-

cone dressings
D.  Inform Mrs. Lebert that pain is a good indi-

cator of healing

Answers: 1–D, 2–C
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