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First of all, centrifuge should be have 3 essential requirements:
1-Whitout fluctuant or reduce in speed

2-Checkthe true speed with taco-meter

3-Have sharp barrier after separation
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After confidence about centrifuge, 5essential requirements for PRP

product:

1-have a swirling (possible to check in office)

2-True count with cell-analyzer

3-whitout secretion during handling time

4- PH between 6.4-7.4 (not approve if PH<6.2)

5-microbiologic culture
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Approximately 70 papers have been published on platelet apoptosis,™

7 including apoptosis induced by chemical stimuli*******” and very

high shear stresses,**** and apoptosis provoked by storage of platelets in
. 3,26,27,33,39,45-53,66,71,72 . . 30,31,33-35,37,38,57-62

vitrol- andinvivo.
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Stage [ additive:

The CTAD cocktail minimize platelet activation after blood collection.

Under BD company license from USA

Reference:
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Narayanen S, inhibition of platelet aggregation and release and
fibrinolises. Ann Clin Lab Sci. 1989,19,260-265

Stage Il additive:

Downregulation of platelet apoptosis has been demonstrated in
platelets treated with CsA, IVIG, GPllbllla antagonist drugs, Integrilin
and Aggrastat, catalase, and inhibitors of caspase activation, PKC and
actin polymerization. og;> ,o V- i3,
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Where Are the Skin Epithelial Stem Cells Located?

It was initially hypothesized that the entire basal layer consisted of stem
cells, then later that the Langerhans cells were stem cells.Radiation
dose-survival studies suggested that stem cells might comprise 2-7% of
basal layer cells. 152
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Cytakines, chemakines Esceptor:

and growth fectors

Girowth foctors
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Functicns in wound:
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Suggestive richen:
Skin : 3-4 X vs. Baseline count

joint : 4-6 X vs. Baseline count
Hair : 6-8 X vs. Baseline count

The platelets in PRP and whole blood were microscopically counted.
Platelet concentration in PRP (88.2+21.7x10 4/ uL, n = 15 persons) was
significantly higher than that in whole blood (14.4+ 3.8x104/ uL, n=15
persons).

ORIGINAL ARTICLESE in Medline(about 6.2 fold richen)

enhanced Effect of Platelet-Rich Plasma Containing a New Carrier on
Hair Growth, Departments of Plastic Surgery and Surgery and
Research Institute, National Defense Medical College, Tokorozawa,
Saitama, Japan; Research Fellow of Japan Society for the Promotion of
Science, Tokyo, Japan.

2011 by the American Society for Dermatologic Surgery, Inc. Published
by Wiley Periodicals, Inc. ISSN: 1076-0512, Dermatol Surg *#*"***’*
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200,000/pL=200,000,000 /ML
| — 10ML*200,000,000=2,000,000,000
800,000/pL=800,000,000 /ML

4ML*800,000,000=3,200,000,000
10 cc whole Blood 4 cc PRP

200,000/puL 800,000/pL
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Skin:
02 4* periodicrepeat: annually
Hair:
0 1.5* 3 5* periodicrepeat: annually
Joint
0 15 3 if notimprove, should be cut the treatment

Chronicwound (such as diabetic foot)
4-6 timeat3to4 weekinterval
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Consideration for re-injection should be a patient centered decision
and made based on functional outcome. We do not endorse a specific
number of injections at any site.
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Guidelines for the Use of Platelet Rich Plasma
Presented by:

The International Cellular Medical Society
Address:

POBox4423

Salem, OR97302 USA

Version 1.0

Committee Members:

Kim Harmon, MD- Ron Hanson, MD- Jay Bowen, MD-Scott Greenberg,
MD- Ed Magaziner, MD- James Vandenbosch- David Harshfield, MD
Brian Shiple, MD -David Audley

(Ideal for these cases) L g 55 !

Fine lines and wrinkles
b sl 5 b IS,
Textural improvement
u.a.uj.i 0 Y Oguf
Dull dry skin
b o Sis Cwny
Hair-growth stimulation (in those with thinning hair)
9o A, ‘—i’)’“
Long standing problems with tendonitis & arthritis
Sagail g o 3
Diabetic & pressure wound
09> HLad g ol 5l (86 Sl
Full-face rejuvenation
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Soge Jo5 sbusle
Eye area (both upper and lower eyelids)
i omb g Vb
Décolletage
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Backs of hands
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Absolute Contraindications:

Platelet dysfunction syndrome

Critical thrombocytopenia
Hemodynamicinstability

Septicemia

Local infection at the site of the procedure
Patient unwilling to accept risks

Relative Contraindications:

Consistent use of NSAIDs within 48 hours of procedure
Corticosteroid injection at treatment site within 1 month
Systemic use of corticosteroids within 2 weeks

Tobacco use

Recent feverorillness

Cancer- especially hematopoietic or of bone

Platelet count <10 5/l
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How Many Platelets are Enough?
Studies suggesting that there is no benefit from PRP can often be traced
to poor-quality PRP produced by inadequate devices. Studies by
Weibrich and Klies. ™

This question has been elegantly answered by the work of Haynesworth
et al, who showed that the proliferation of adult mesenchymal stem
cells and their differentiation )

were directly reloted 1o the Pl ms loeckeric bivect o
platelet concentration. They ==
showed a dose-response
curve, which indicated that a
sufficient cellular response to

platelet concentrations first B ONi. PR BeE miad e G B
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numbers was achieved .*
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FDA: DHQuv. 1.3 eff. May 2008 (revised Sept 2010)

Feldene is a non-steroidal anti-inflammatory drug that can affect
platelet function. A donor taking Feldene will not be able to donate
platelets for 2 days; however, its use will not affect whole blood
donations.

Plavix and Ticlid are medications that can decrease the chance of a
heart attack or stroke in individuals at risk for these conditions. Since
these medications can affect platelets, anyone taking Plavix or Ticlid will
not be able to donate.

* Updated the medications list to reflect a recby the FDA for a 14 day
deferral of platelet Plavix (Clopidogrel) and Ticlid (Ticlopidine)guidance
document, Guidance for Industry Review Staff: Collection

aspirin**: Donor deferral interval after aspirin ingestion. Published
data support the contention that a 36 hour interval is sufficient to yield
platelets with satisfactory function. The American Association of Blood
Banks (AABB) requires a 3 day interval. The present version of the
guideline reflects this uncertainty with more flexible language.

**Aspirin belongs to a class of medications called nonsteroidal
antiinflammatory drugs (NSAIDs). Aspirin and other NSAIDs, for example,
ibuprofen (for example, Motrin, Advil) and naproxen (for example,
Aleve), are widely used to treat fever, pain, and inflammatory conditions
such as arthritis, tendonitis, and bursitis. Aspirin is known chemically as
acetyl salicylic acid and often abbreviated as ASA.
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