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The WOCN Society would like to thank the National Pressure Ulcer Advisory Panel (NPUAP) for the opportunity
to participate in a dialogue about deep tissue injury and Stage I and II pressure ulcers. The WOCN Society leader-
ship asked several Wound, Ostomy, Continence Education Program Directors to write and post responses to the
NPUAP White Papers on behalf of the WOCN Society. WOCN’s official response and NPUAP’s questions, which
were posted online, are repeated here in the hope that they will contribute to a thought-provoking discussion.

Deep Tissue Injury 

What clinical indicators would you use to define a
Stage I pressure ulcer?

The general consensus of staff nurses and expert WOC
nurses who were consulted was that both are guided by
the existing, accepted descriptions of Stage I and II ulcers.
These defintions are posted on many units for easy refer-
ence. Many of the nurses we consulted felt that their abili-
ties to identify Stage I and II pressure ulcers improved with
experience (and with more experience with dealing with
patients with dark complexions). 

Good lighting and correct positioning are critical. Staff
nurses are generally not as aware as WOC nurses are
about “bruising under intact skin,” although they had seen
it. In general, WOC nurses were upstaging these ulcers to
at least Stage II or III because they  recognized the tearing
of fine blood vessels. Generally, they had not considered
the possibility of full thickness necrosis like Stage IV. All
were interested to learn more. 

How can deep tissue injury (DTI) be best identified in
patients with darkly pigmented skin? 

Education and experience are key. WOC nurses were
much more aware than staff nurses of pressure ulceration
in darkly pigmented skin. But staff nurses who cared for
diverse patients seemed to be more knowledgeable when
they had continuing education from WOC staff or from
nursing education.

How long does it take for DTI to develop? 
There is no specific formulaic answer to this question

based on staff and WOC nurse input. Heels and sacrum
were mentioned as most often affected. WOC nurses men-
tioned tissue tolerance. In some clients, DTI can develop
rapidly when patients are affected by multifactorial delete-
rious events and characteristics. Others may never develop
DTI despite expectation to the contrary. The consensus
was that this depends on patient condition and how it
changes.

One condition that everybody agreed upon is “terminal
status.” Patients who are dying will have the tendency to
develop new skin breakdown (i.e., skin failure) as other
organs fail. All concurred that existing pressure ulcers of

lesser staging (I and II) almost always worsen over time to
at least Stage III among dying patients. Staff nurses who
reported this worked in long-term acute care settings and
are used to seeing patients slowly descend in a downward
spiral in viability; skin integrity alterations accompany this
descent.

What level of pressure/stress is required to develop a
DTI? 

This depends on the patient and situation. If a patient is
sick enough and challenged by multiple factors, the lesser
type Stage I and II ulcers can (and usually will) worsen to
DTI despite interventions. One person said, “even a
sandbed won’t help some people who are deteriorating.”

How do co-morbidities (especially rapid weight loss
and loss of sensation) affect the time to develop DTI? 

Co-morbidities in general hasten the deterioration to
DTI. It can happen despite interventions if a patient is sick
enough. Many staff and WOC nurses mentioned the heel
as a prime risk site. However, no known research exists
about “time to DTI.”

Does DTI that never reaches the skin really represent
a pressure ulcer? 

Yes, it does.

How would a revised staging system impact documen-
tation, regulation, and reimbursement?

A revised staging system would affect all aspects of doc-
umentation, regulation, and reimbursement. Most WOC
nurses and staff nurses who were consulted felt that the
current system does not need to be discarded but that all
participants need better education. Despite current educa-
tion, incorrect staging occurs. Overhauling the entire 
system would be counterproductive because the current
system is not working perfectly yet. 

How would the addition of DTI to the nomenclature
of pressure ulcers affect liability? How would it affect
healthcare quality measures?

Rather than revising the entire system, DTI should be the
object of intense education. Just as staff and WOC nurses
have become more expert in staging, awareness of the
need for recognizing special forms of severity can be
enacted. Bruising under intact skin could be categorized as
unstageable with special documentation of the likelihood



of deeper tissue injury. Reimbursement should be reformed
to recognize that nonstageable is not a low-care need but
a marker for more intense care and reimbursement. Liability
may actually decrease because the true nature of tissue dam-
age depth would be documented. On the other hand, liability
may not be decreased at all. Quality indicators could include
special attention to the DTI phenomenon. Documentation
changes would have to be based on education of all
involved. Changes implemented in patient care that result
from a change in documentation would be required to make
a substantive impact on patient safety and quality care.
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Stage I Pressure Ulcers

Does the current nomenclature “Stage I” pressure
ulcer adequately describe the phenomenon? Is it a
superficial lesion or any pressure-induced skin dam-
age with intact skin?

“Stage I” does not adequately describe the pressure ulcer
phenomenon or explain whether this is a true pressure
ulcer if the skin is intact. Use of the term “ulcer” to
describe pressure damage at this stage is problematic and
inconsistent with the definition of an ulcer.

Identification of Stage I relies on clinical examination
and visual identification of erythema, which varies in inten-
sity and duration and may be blanchable versus non-
blanchable, persistent or transient. Differences due to dark-
ly pigmented skin’s resilience and color must be noted.
Although tactile examination of the skin has been recom-
mended, the reliability of  this is undetermined. Reliance
on color and tactile assessment is unreliable and not
proven to adequately reflect injury to epidermis, dermis, or
underlying tissue.

At the heart of the dilemma of staging ulcers is the unan-
swered question of whether pressure ulcers occur in a top-
down or bottom-up fashion and if pressure injuries can
damage only the epidermis with intact skin. Extrinsic fac-
tors (e.g., friction, shear, moisture) may impact tissue toler-
ance, but the damage starts at the bone/muscle interface. 

If only the epidermis is involved, is it a pressure ulcer
or injury due to friction, maceration, or other derma-
tological conditions?

The issue of the progression of ulcers (i.e., top-down or
bottom-up theories of pressure injury) is unresolved and
inadequately explained by research. Limited investigations
and current literature provide some support for the bot-
tom- (i.e., bone) up theory, indicating that the deeper tis-
sues are involved in pressure injury.

The emerging opinion is that true pressure ulcers are
from injury to soft tissue and muscle that occur from pres-
sure and is most pronounced over bony prominences.

Should any clinical indicators currently in the Stage I
definition be deleted or any other clinical indicators
included?

The clinical indicators are subjective in nature and vary
highly among patients and clinicians. Additional parame-
ters recently included in the definition of Stage I are more
consistent with deep tissue damage. For example, the indi-
cators “boggy” and “firm” suggest deeper soft tissue injury
and are somewhat subjective, vary from patient to patient,
and lack validation. Itching has been included in the defi-
nition and also needs further validation. 

Should a nonhealing Stage I be reclassified as DTI?
A “healing Stage I” may not reflect true pressure damage

and “nonhealing” is consistent with deep tissue damage.

What is the appropriate time frame for reclassifying a
Stage I pressure ulcer to DTI? 

Research is lacking and variable in nature to support a
specific time frame for the progression of tissue damage
due to pressure. Progression of damage would depend on
the amount of pressure, duration, location, “host,” and tis-
sue tolerance and is affected by numerous intrinsic and
extrinsic factors. 

What is the purpose of a staging system?
The greatest benefit of a pressure ulcer classification sys-

tem is to facilitate early detection of pressure injury so that
preventive and/or therapeutic interventions can be imple-
mented. It encourages clinicians to look for and at the
damaged area or ulcer.

Staging serves a role in classifying the extent of pressure
damage for research, prevalence and incidence studies,
and provides a basis for inclusion/exclusion criteria in
planned studies. 

Staging has limited value in directing therapy, which is
guided by other, multiple factors that can be identified 
and assessed including size, shape, depth, presence of
undermining/tunnels, tissue type, exudate, wound edges,
presence of necrosis, signs of infection, as well as patient,
caretaker, and socioeconomic and environmental factors
that contribute to pressure injury. 

Staging should not be used as the sole parameter for
treatment, evaluation of therapeutic effectiveness, or reim-
bursement.

Comments
Clinicians and caretakers have difficulty with correctly

identifying underlying tissue damage in the presence of
intact epidermis based on visual and tactile assessment
alone. 

In the presence of intact epidermis, and based on the
current staging system, clinicians make educated guesses
about tissue injury. Further research is needed to establish
the validity and reliability of clinical indicators and to
investigate the use of noninvasive technology to accurately
determine the depth and extent of pressure injury. 



Without clinically consistent, measurable parameters or
use of additional noninvasive technology, it is not possible
for clinicians in routine practice to accurately detect the
depth of pressure damage underneath intact epidermis by
visual and tactile examination alone. Therefore, if the epi-
dermis is intact, the injury would be classified as “unstage-
able” to accommodate the indeterminate nature of superfi-
cial versus DTI under intact skin.

Recommendations
• Classify as unstageable any pressure-related changes

of intact skin over a bony prominence.
• Replace current Stage I definition with the following

definition: 

Unstageable, persistent, pressure-induced alteration
of intact skin over a bony prominence as compared
to the adjacent or opposite area on the body
including erythema, edema, pain, or tissue
changes. In lightly pigmented skin, the area may
appear as a defined area of persistent redness,
whereas in darker skin tones, the ulcer may appear
with persistent red, blue, or purple hues. 

Note: Interventions must be instituted (i.e, “unstageable”
does not mean “untreatable”). Because any alteration
warrants intervention, this definition, along with other
risk assessment criteria, can be used to institute preven-
tive or therapeutic interventions for any individual with
this manifestation. 
Phyllis Bonham, PhD(c) MSN RN CWOCN, is Director of
Medical University of South Carolina, Wound Care Specialty
Course. She can be reached at bonhamp@musc.edu.

Janet Ramundo, MSN RN FNP CWOCN, is Emory University
WOC Nursing Education Center Special Projects Chair. She
can be reached at jramund@emory.edu.

Stage II Pressure Ulcers

Should the definition of Stage II pressure ulcers
encompass all partial thickness wounds over bony
prominences, including those that may have resulted
from maceration or denudation injuries?

No. These lesions are not caused by pressure and should
not be included in the pressure-ulcer staging system.
Inclusion of nonpressure wounds in the pressure ulcer
staging system contributes to confusion among clinicians,
and fails to focus attention on the relevant etiologic factors.
(Labeling these wounds as Stage II pressure ulcers implies
that the wounds are caused by pressure when in fact they
are caused by some combination of maceration and super-
ficial friction and shear.)

We recommend use of the term “skin breakdown related
to...” as an umbrella term (as opposed to the current use
of “pressure ulcer” as an umbrella term to include all
wounds caused by some combination of external mechani-
cal factors).

Should skin tears be included in the definition 
of Stage II pressure ulcers or be monitored sepa-
rately for quality-of-care surveillance?

No. Skin tears should not be included in the definition
of Stage II pressure ulcers, for the reasons outlined previ-
ously. We agree with the concept of a separate monitoring
system for quality-of-care surveillance related to these
wounds (and would suggest use of the nationally recog-
nized classification system already established for these
wounds).

When there is clinical suspicion of a DTI should the
wound be characterized as “unstageable” until the full
extent of tissue damage is ascertained?

We would recommend one of the two following
approaches to the definition of Stage II ulcers.
• Delete this stage from the pressure-ulcer staging 

system because true Stage II wounds are partial-thick-
ness injuries caused by friction, maceration, and
superficial shear forces and are not pressure-related
injuries. (This would eliminate or reduce much of the
confusion experienced by clinicians who wonder
which partial-thickness wounds to include in preva-
lence and incidence studies. This would also strength-
en the integrity of the staging system because the cur-
rent inclusion of Stage II lesions perpetuates the per-
ception that pressure ulcers begin at the epidermis
and progress downward, when in fact the limited data
we have strongly suggests a “bottom-up” progression.) 

Or
• Change the definition to “unstageable pressure-

induced injury located over a bony prominence and
characterized by epidermal sloughing and changes in
skin temperature, tissue consistency, and/or sensation.”

Should shallow pressure ulcers with slough be char-
acterized as Stage III pressure ulcers only?

No. If the wound base is obscured by slough, accurate
determination of tissue  involvement and wound stage
must be delayed until the wound base can be visualized.
Shallow wounds in which the base is obscured by slough
should be classified as unstageable.

Comments
There is a need for clear and consistent differentiation

between Stage II and Stage III wounds. For example, it
would be helpful for clinicians to develop consensus state-
ments addressing partial-thickness versus full-thickness
wound healing. The WOCN Society would advocate for
clear statements that indicate that wounds extending
beyond deep dermis and involving loss of epidermal
appendages are full-thickness wounds that heal by forma-
tion of new connective tissue. It must be clear that these
are not Stage II wounds.

Demarcated or rolled edges in an established Stage II
wound actually suggests a healing Stage III pressure ulcer.
In our clinical experience, clearly demarcated edges are
not unique to any stage of an open ulcer. In contrast, we
see rolled nonproliferative edges as indicative of full-thick-
ness wounds (the presence of rolled edges indicates that



the wound is not a Stage II). In addition, we would want
to make it clear that rolled nonproliferative edges are fre-
quently associated with nonhealing full-thickness wounds.
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