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JUST TRYING TO GET A TIME FRAME. I-THINK THEY ARE PROBABLY UP
NEXT WITH THEIR--~-
JUDGE ANDERSON: RIGHT. OKAY. Y'ALL CAN JUST GO SEE.

OKAY. JUST CALL IT 2:00.
(The Court breaks for lunch.)
JUDGE ANDERSON: ALL RIGHT, MR. STODOARD, I BELIEVE YOU
WERE--~
MR. MCCARTY: YOUR HONOR, WE CALL MARVIN DAWSON.

JUDGE ANDERSON: YOU'LL BE USING AN EASEL?

i
't

MR. DAWSON: YES, SIR.
MARVIN DAWSON, AFTER FIRST HAVING BEEN DUﬂY SWORN, TESTIFIED AS

@
FOLLOWS : ‘ §

Direct examination by Mr. Rhodes.

Q. Mr. Dawson, would you please state your full name for the
record?

A; Marvin H. Dawson, Jr., known also as Mickey Dawson.

Q. Okay. What is your occﬁpation?

‘A. I'm a Forensic Document Examiner; somgtimes I'm referred to
as a hand~writing expert.. |

Q. Are you self employed or do yéu work ﬁor somebody?

A. I'm self employed at this time, yes.

Q. What is your educational background?

A. I have an Undergraduate Degree from the University of South
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Carolina, a graduate F.B.TI. National Académy, and a Professional
Certificate from the University of Virginéa, Quantico Campué.
Q. Okay. And\what additional tréining héve you had for
forensic document examination? - |
A. I was hired by Sled in 1972. I beganéthe mandatory two-year
internship with the Georgia Bureau of Inv%stigation. Early
part of }973; completed that. Rgturned té SLED, State Law
Enforcement Divisién, started at documentilaboratory. I am
board certified by the American Board of ?orensic Doéument
Examiners. I am a member of the AmericanéAcademy of Forensic
Document Examiners, and other major organizations that I'm a
member of. | ’
Q. Okay. You have been qualified as aniéxpert from the area of
. forensic document examination?
A. About over three hundred‘and fifty times, yes, sir.-
; ‘ ;
Q. 'Have you ever been qualified in this ?ery court?
A. On three occasions, I believe. ‘
MR. RHODES: YOUR HONOR, I MOVE THAT THIS WITNESS BE
DECLARED AN EXPERT IN THE AREA OoF FORENS%C DQCUMENT EXAMINATION.
JUDGE ANDERSON: GENTS? Z
MR. PRESSLEY: .NO OBJECTION, YOUR HQNOR.
MR. STODDARD: NO OBJECTION, YOUR HONOR.
JUDGE ANDERSON: SO QUALIFIED.

o~ P

0. Were you contacted in this case to perform an examination on
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or Court appearance as I used to. Perhaps grey hair has
something to do with that, but as a rule of thuﬁb, a lot of
times I don't know the ending. A lot of times, I don't know if
I'm examining for the plaintiff or the defense. It's just a
case fér me. As a rule, I know generally,.they will call me up
and say we won the case. I've never‘had anybody call me up and
say we lost it. |

JUDGE ANDERSON: SO WOULD IT HAVE BEEN ANY HELP TO YOU IF
YOU HAD HAD HER SIGNATURE FROM THE DAY BEFORE OR AFTER SHE HAD
ALREADY BEEN INJURED?
A. It could be. But at that particuiar time, injuries normally
take several days to really kick in for swelling, fluid,
etcetera, if you work forensics very much. The day after is an
excellent idea. 1I'll be glad to give it a try.

JUDGE ANDERSON: OKAY. THANK YOU, SIR.

MR. RHODES: YOUR HONOR, WE CALL BEN HARRISON.

JUDGE ANDERSON: ALL RIGHT, SIR.
BEN HARRISON, AFTER FIRST HAVING BEEN DULY SWORN, TESTIFIED AS
FOLLOWS:

Direct examination by Mr. Rhodes.

If you would, please state your name for the record?

Q.
@ Ben C. Harrison.

T2,

Q. And what's your occupation?

&% I'm an attorney.
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Phases of Wound Healing

Knowledge of the phases of wound healing allows the practitioner to counsel patients effectively
and treat wounds appropriately. The typical wound, after primary closure, may take over a year
to fully mature; the appearance of the scar may dramatically change during this time. Thus, all
wounds should be at least 1 year old before scar revision is considered.

The wound healing process has 3 phases. They are the inflammatory phase, the proliferative
phase, and the remodeling phase.” The inflammatory phase is characterized by hemostasis and
inflammation. Collagen exposed during wound formation activates the clotting cascade (both the
intrinsic and extrinsic pathways), initiating the inflammatory phase. After injury to tissue occurs,
the cell membranes, damaged from the wound formation, release thromboxane A2 and |
prostaglandin 2-alpha, potent vasoconstrictors. This initial response helps to limit hemorrhage.
After a short period, capillary vasodilatation occurs secondary to local histamine release, and the
cells of inflammation are able to migrate to the wound bed. The timeline for cell migration in a
normal wound healing process is predictable. See the image below.

ey nmieied o Wi Seaten /
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Wound healing and growth factors. Cells involved in wound
healing. The cells appearing in a wound are depicted in sequence from left to right, and the color
bars represent the range of days each cell type is in the wound.

\

Inflammatory phase

The inflammatory phase begins at the time of injury and lasts 2-4 days. The phase begins with
hemostasis and formation of the platelet plug. Platelets release platelet-derived growth factor
(PDGF) and transforming growth factor beta (TGF-b) from their alpha granules to attract
neutrophils and macrophages. Neutrophils scavenge for bacteria and foreign debris.
Macrophages are the most important mediators of wound healing. Macrophages continue to emit
growth factors to attract fibroblasts and usher in the next phase of wound healing (see Table
below).

Proliferative phase

The proliferative phase beglns on approximately day 3; it overlaps with the mﬂammatory phase.
The most important cell is the fibroblast. Fibroblasts peak approximately day 7 from injury and
are responsible for initiating angiogenesis, epithelialization, and collagen formation.
Epithelialization is from the basement membrane if the basement membrane remains intact (eg,
first-degree burn). If the basement membrane is not intact, the epithelialization is from the
wound edges. Fibroblasts produce mainly type III collagen during this phase. Granulation tissue,
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- formed in this phase, is particularly important in wounds healing by secondary intention. When
collagen synthesis and breakdown become equal, the next phase of wound healing has begun.

Remodeling phase

Increased collagen production and breakdown continue for 6 months to 1 year after injury. The
initial type III collagen is replaced by type I collagen until a type I:type II ratio of 4:1 is reached,
which is equal to normal skin. Also, fibroblasts differentiate into myofibroblasts, causing tissue)
contraction during this phase of wound healing. Collagen reorganizes along lines of tension and
crosslinks, giving added strength. Strength eventually approaches 80% of the strength of
uninjured tissue. Vascularity decreases, producing a less hyperemic and more cosmetically
appealing wound as this phase progresses.

The timetable for wound healing can be quite variable. Chronic wounds can stall in the
inflammatory phase because of poor perfusion, poor nutrition, or a myriad of other factors
causing excessive buildup of exudates in the wound base. These wounds tend to remain unhealed
unless active and aggressive means are undertaken to correct the underlying comorbidities while
providing proper wound care.

Healing may also become exaggerated in keloid and hypertrophic scar formation. Excessive type
III collagen formation in the proliferative phase causes an overgrowth of scar tissue in these
wounds. The etiology is multidimensional. Individuals with darkly pigmented skin are
genetically prone to keloid formation. Certain areas of the body, such as the sternum and

S shoulder, are more prone to hypertrophic scar formation.

Phases can also be blunted as in the fetus, which has a decre\ésed inflammatory phase and heals
without scar. Experiments evaluating fetus wound healing have found a higher level of TGF-b3
than in adults.” This is thought to antagonize the effects of TGF-b2 and TGF-b1 found to be
upregulated in keloids and hypertrophic scars. Thus, a greater understanding of the growth
factors in fetus healing may lead to novel therapy for scarless wound healing and treatment of
keloid and hypertrophic scars. Human trials are currently underway."

Collagen types and locations are as follows:

o TypeI- Located in all connective tissue except hyaline cartilage and basement
membranes

Type II - Located in hyaline cartilage

Type III - Located in distensible connective tissue (blood vessels)
Type IV - Located in basement membranes

Type V - Located in all tissues

Type VI - Located in all tissues

Type VII - Located in the dermal-epidermal junction

Type VIII - Located in the Descemet membrane

Type IX - Located in hyaline cartilage

Type X - Located in hypertrophic cartilage and hyaline cartilage

.

Local cytokines
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o~ Growth factors represent the intercellular signaling that orchestrates the complex sequence of
cell migration, division, differentiation, and protein expression during wound healing. The 8
major families of growth factors are expressed in varying levels by the cells involved with
healing.

Table. Growth Factors (Open Table in a new window)

Growth Factor . Production Known Effects
. 1. Epidermal Platelets, macrophages =~ Stimulates fibroblasts to secrete collagenase to
Growth Factor degrade the matrix during the remodeling
(EGF) phase. Stimulates keratinocyte and fibroblast
' proliferation. May reduce healing time when
P applied topically.
2. Transforming  Platelets, macrophages, TGF-a: Mitogenic and chemotactic for

Growth Factor lymphocytes, hepatocytes  keratinocytes and fibroblasts

TGF-bl and TGF-b2: Promotes angiogenesis,
up-regulates collagen production and inhibits
degradation, promotes chemoattraction of
inflammatory cells.

TGF-b3 (antagonist to TGF-b1 and b2): Has
been found in high levels in fetal scarless
wound healing and has promoted scarless
healing in adults experimentally when TGF-b1
and TGF-b2 are suppressed.

3. Vascular Endothelial cells Promotes angiogenesis during tissue hypoxia.
Endothelial

Growth Factor

(VEGF) )

* 4, Fibroblast Macrophages, mast cells, T- Promotes angiogenesis, granulation, and
Growth Factor lymphocytes ~ epithelialization via endothelial cell, fibroblast,
(FGF) ' and keratinocyte migration, respectively.

5. Platelet-Derived Platelets, macrophages, and Attracts macrophages and fibroblasts to zone of
Growth Factor endothelial cells injury. Promotes collagen and proteoglycan
(PDGF) synthesis.
6. Interleukins Macrophages, keratinocytes, IL-1: Proinflammatory, chemotactic for

o endothelial cells, neutrophils, fibroblasts, and keratinocytes.

lymphocytes, fibroblasts,  Activates neutrophils

'Gop y MAD
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osteoblasts, basophils, mast
cells

7. Colony- Stromal celis, fibroblasts,
Stimulating endothelial cells,

Factors lymphocytes

8. Keratinocyte  Fibroblasts

growth factor

Wound optimizaﬁon

IL-4: Activates fibroblast differentiation.
Induces collagen and proteoglycan synthesis.

IL-8: Chemotactic for neutrophils and
fibroblasts.

Granulocyte colony stimulating factor (G-
CSF): Stimulates granulocyte proliferation.

Granulocyte Macrophage Colony Stimulating
Factor (GM-CSF): Stimulates granulocyte and
macrophage proliferation.

Stimulates keratinocyte migration,
differentiation, and proliferation.

Creating conditions that allow for proper wound healing can make all the difference in various
wounds, from an inconspicuous wound after plastic surgery to an amputation or even deathina
patient with severe vascular disease or burn. When approaching an injured patient, the following
list can guide the thought process of the physician or caretaker in optimizing healing conditions.

o Perfusion: Tissues cannot heal without the cells, oxygen, and nutrients that the
cardiovascular system delivers. ©! This is particularly important in the wound healing of
patients with diabetes or paraplegia, patients who smoke, and patients who have been
exposed to radiation. Patients with severe vascular disease may experience enhanced
wound healing via increased perfusion after a vascular bypass or related procedure.
Patients who smoke should cease smoking immediately in the event of major surgery or
injury. Nicotine causes severe vasoconstriction, and the toxins in cigarette smoke can
greatly decrease the ability of tissues to heal. Paraplegics and diabetics with neuropathy
must cease all substance abuse and be continually educated and reinforced on the need
for pressure relief to avoid pressure ulcers. In the event of pressure sore discovery,
absolute pressure relief to increase perfusion is paramount.

Copuy A



fm. e Infection: Infection is defined as having quantitative bacterial counts of 10 ° colony
forming units per gram of tissue. Infected wounds do not heal because of decreased
epithelialization and increased collagen breakdown. These wounds should be
appropriately cleared of infection by dramage debridement, and the administration of
appropriate antibiotics.

o Nutrition: ') When assessing nutritional status, certam serum nutritional markers can be
helpful. Albumin is a good marker of overall long-term nutritional status over the last
month; ideally, it should be at least 3.5 g/dL to optimize wound healing. Prealbumin can
offer a more recent nutritional status picture and should be maintained above 17 g/dL.
Caloric needs of the severely injured patient can exceed 35 kcal/kg/d and 0.8-2 g/kg/d of
protein and should be continually assessed and adjusted according to the stage of healing
and injury. This is particularly true for burn patients who require multiple debridements
and grafting. Vitamin supplementation has not been proven to increase wound healing
unless a specific deﬁcxency exists. "' Vitamin A is an exception to this rule and is detailed
below.

o Steroids: Corticosteroids can blunt the response of macrophages the most essential cell
in wound healing. ® Vitamin A, insulinlike growth factor (IGF), and oxandrolone
(anabolic steroid) can be given to reverse the effects of corticosteroids on wound healing.

¢ Dressing: Numerous dressings are available on the market. Many claim that they need to '
be changed less often than other dressings. This may be true for a clean wound. However,
there is no substitute for frequent dressing changes in a grossly contaminated or recently
debrided infected wound. Other basic principles apply. The wound should be kept moist
(but not wet) at all times. Desiccated tissue is dead tissue and must be sharply debrided.
With the advent of negative pressure wound dressing, wound healing for even chronic
wounds can be greatly increased. Again, great prudence should be used; apply negative
pressure wound dressing only when indicated.

Currently, cytokines have a limited role in clinical practice. The only currently available
commercial product proven to be efficacious in randomized, double-blind studies is platelet-
derived growth factor (PDGF), available as recombinant human PDGF-BB. In multiple studies,
recombinant human PDGF-BB has been demonstrated to reduce healing time and improve the
incidence of complete wound healing in stage I1I and IV ulcers." Many other cytokines currently
under study in vitro include transforming growth factor beta (TGF-b), epidermal growth factor
(EGF), and IGF-1."

Proper wound healing involves a complex interaction of cells and cytokines working in concert.
In recent years, more chemical mediators integral to this process have been identified. The
sequential steps and specific processes have not been fully differentiated. When examining the
process of wound healing, one should identify the major steps and know the important/mediators.
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STATE OF SOUTH CAROLINA ) COURT OF COMMON PLEAS
COUNTY OF SPARTANBURG ) SEVENTH JUDICAL CIRCUIT
IN THE MATTER OF:;

SHIRLENE KENT KNOWLES
(Decedent)

T

: May 15, 2015
Stephanie Sands Smith,
' Appellant
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VS. CERTIFICATE OF SERVICE
Debra S. Switzer, Shirlee K. Sands,
Donald Edward Sands, Donald W. Sands,
Hannah Leigh Smith, Austin W. Smith,
And Carl Hocker,

Probate Case No: 2012-ES-42-1187

Respondents
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This is to certify that on the 15® day of May, 2015, Appellant Pro Se Stephanie Sands Smith,
Y, <0 PP

served a copy of the MdTION TO AMEND/ALTER dated May 15, 2015 by depositing a

copy of the same into the United States Mail, postage pre-paid and in the correct amount to the

following: ‘ S}

Richard H. Rhodes, Esq. Donald E. and Smrlee S@ds o G

Attorney for Debra Switzer 2 Dublin Court L= s

PO Box 3408 o Spartanburg, SC29301 <@ ~_ T -

Spartanburg, SC 29304 g f;:m’
DS E

Carl Hocker Donald W. Sands .

356 Templeton Drive , : 2 Dublin Court

Spartanburg, SC 29306  Spartanburg, SC 29301




