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PRF2| A ALt & =

From PRP to Next-Generation PRF: 21 2}5t= A K| 1| &

origin PRP2| Tt =53t PRF2| S%
7| & PRP(PlateletRich Plasma)= &8 10K AFE L 2 Qo X7 X| A 8l Z4 5t J& 1Kt HHE (Burst Release) 0| 2t= $HA|
7t AU[LSLICE O] & E2t517] 2|3l 2001 Choukroun S0l 2|5 100% X7H& Y f2i2| PRF 71 E0| M-S =& RS LI

of

evolution LOW-Speed Centrifugation Concept

HUMEE| £ (Gforce)E RETE W HAT ZXEO0| Z7IPCH= 'Low-Speed Concept'O| & & £ & LT,

A-PRF Advanced i-PRF Injectable C-PRF Concentrated
PRF PRF PRF

Reference: Kobayashi (2016), Miron (2017), Fujioka-Kobayashi (2020)
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27| XD/ SO A A|ZE[O] SR = I 5 XHd, HHX|d SE X2, MA HE )M, 1Hd HSd HE(FAL ofEL)e
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PRF vs PRP X| =

LMICH PRP2} 2M|Clf PRF2| H =

T2 ME S

Source: MironRJ et al., "Platelet-Rich Fibrin in Regenerative Dentistry”, Wiley-Bladkwell, 2017.
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PRF vs PRP; /4201 X} 2h= mf{ &l H| i

X &X XK E 2t = SENSA (Pharmacokinetics) XHO| &4

Conventional PRP 15t Gen

S IRt2[ 95% O] &

Release).

PRF2]| 3D Fibrin =&

Physiological Scaffold 2 A
o GFUxte| vtz | & Er[Haez AFA|LLILCY.

i
B

3rd Gen

Of =& ~ Z|CH 1427t

Cumulative Growth Factor Release (%)

© Activated PRF (X% %) Release).

Data Reference: Kobayashi et al. (2016), "Comparative release of growth factors from PRP, PRF, and advanced-PRF"
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Hemolysis-derived Exosomes 7|4

M ZE 7F M TS (Cell-to-Cell Communication)2| Al 22 4l O 7H A

é e

=2|H &gz} X7t AL E WY M B
Z=H| 1’4 9| Mechanical Stress 2 915t HE A AT RS S off~ A ZE TS !t
Hemolysis(2 &) &4 Autologous Exosomes L& R & Cell-to-Cell Communication 2%t
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gt X&E, AHE X EE K& A|HX| 2at 24

= (Factors)

21} X|=Md CH7| 24 Y& (Short-term) Z7| x| 4= (sustained)

Duration of Effect MEFOIXR} 959% 7F 1A| ZF L A A *|CH 10~14 LFX| HEE XK=
RHEUES S 0H BE 7tsd MH| ¥I2HH (Biocompatible)

s'de Eff“ts & Pain pH LHE(ACD-A) 22 FY A 8T FE S°d pH, A7t M 100% 2 &F & A3}
X2 7tA N2 A= EHR (172 F) HRHE| =] (3~4F)

Treatment Interval HE S22 Qs 2 =7 SIAF LR 25 A S He|Y S

H2 X2 ALK T2 Ed (Simple Add-on) AFNEZL 1t (scaffolding)
Synergy Effect ohAt HE|Z 22|15 KXY £E 20| K/MTs Al2 = XA =293 &2
SiX} OLE

S B Z2E{O|LE YA HEH0| T X ZQl 74

Patient Satisfaction

Source: Sclafani AP. "Safety, efficacy, and utility of platelet-rich fibrin in facial plastic surgery", Arch Facial Plast Surg, 2012.
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PRF vs PRP: %

XN& JAMEL(LSCO 7=

Relative Total Release (%4)

PDGF-AB

Based on: Kobayashi et al.,

=3
==

ofm 0.|.

TGF-B1

Conventional PRP
@ Activated PRF (A-PRF)

VEGF IGF-1

"Comparative release of growth factors from PRP, PRF, and advanced-PRF", dinOral Investig (2016)

High Concentration Key Insight

Activated PRF= X% & & & 2| (Low Speed Concept)
£ XM 8510, 7| & PRPOfH| O B2 Mot T RIX}
£ BEEgL o

1 PDGF-AB: ~1.8Hl 7}

T TGF-BL: ~2.28} Z7}

1 VEGF: ~1.5H] 57}

Literature Evidence

Kobayashi (2016) X Fujioka-Kobayashi (2020) & 710f| (=™,
PRF= 102 7to| =& Hh=2F0j A PRPE /2|5, O] = Fibrin
Matrix2| B 1o} s o] X| £ 0l ALo| EF}QI A4/d o
7|2l
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Ch 2.Mechanism of Action of Activated PRF for Recalcitrant Skin Disorders
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CHAPTER 02

Mechanismof Action of A-PRF
for Recalcitrant Skin Disorders
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Mechanism of Action of Activated PRF for Recalcitrant Skin Disorders
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7| 2- Triggering the cascade of healing and regeneration
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Wound Healing Phases & The Regenerative Role of Platelet-Rich Fibrin
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Restoration of the skin barrier and inhibition of melanocyte activation
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Mechanism of Action of Activated PRF for Recalcitrant Skin Disorders
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Mechanism 03. Angiogenesis
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Angiogenesis ZEAMA

Step-by-Step Mechanism of New Blood Vessel Formation
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Reference: Platelet-Rich Fibrin in Regenerative Medicine (Miron et al., 2017)
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Medhanism of Action of Activated PRF for Recalatrant Skin Disorders
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7| 4 - Anti-inflamatory and Immune modulation
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Immunomodulation:
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CHAPTER 03

Treatment of Intractable Skin Diseases using
Activated PRF - Facial Flushing, Rosacea
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Case 1 Case 2 Case 3 Case 4 Case 5

*NRSS: National Rosacea Society Standard (&7 H242 71 M &)

Data Reference: Internal Case Studies & PMC11807935 (2024) {

ALL RE BORN CLINIC



=2F?

Rosacea

ol
Kl
1
=3
70
Ko
80
=l
ol
70
!l

0

o4

ke

<0
Klo

<0

ol
KK

ol
KO

A

2| M (Flushing), 2 M& & &H& 7

X~
&

5t

| FH E (Epidemiology)

o
x

=kl

L|C} (Parisi 2018). £ 3|

Ol A
PYN=]

HSIH, M MAR O R 1~22%2| SHEEO| 211

Ht
=

LOoj| A A

‘gl

o

T2 30M 0

oL} x| OfA[OFQl HE = 7t F M LICE.

T
K=X
—

(Fair skin)Of| A|

HH O]
=1 =

L

ALL RE BORN CLINIC

L|C} (ROSCO 2017).

b

—
o
(=]

i)

2|7t

AZ|= Rsloz MOl X| 22}




ZFAHRosacea)2| 47+X| =8 Of

Type of Rosacea

% w o
.ol . o_._._._
< oln Jo0
fof 55 I o .
K- = ﬂi o K do
e N — OF ~N
Muﬂ_: J_”_ m m._l W B =
— olo = 3
KO = o 1o 0 m_ﬂ Tl
ur £ - @ o 0N H
s 2%  En =% 5 ol
Ko & X O 0 & 7 L
o o & M K 5o 2 B i
N e AL R - S
a5s e zmE T
RE o~ x) o o ur T o gr 0
ar = H © 5 g€ OF o
K 5 ol o il gl MI ~ .|A_I
ol & < X %0 o =H T L
IF s 4 oF & =0 muﬁ.___ by
B oa b = X0 Ko Z Ko — <0
ol o ._mm. o © 80 ™ A = Klo
co g &0 Ul ey T I+
Ko wr nO 8 Ko & Kk & g E
—
wv
£
(@)
)
o -
£ >
> o
Z )
2 5 8 z
o =B ol
] e 2 _ Bl 0
= % mJ oF _un ..__mo
= 3 RO o
2 = Mo U N
L) KO Ho T rE — ofu
HU T Rl W O )
ol T+ &l o T ol
A - =
o 0 & T o Klo
o= Ko 4r I+ Ho iy
K O gl K [ER od
o .9
)
= ©
- b
< o
- © —
wn (@)]
~ c
180 © —
- E
= S .
e o w0 + v om
< T K = 3 &
K- g o g ® S &
o ™ o H m = o
< S i 70 —
S Q. > 0k 3
=" oo C = T
w o L o - o

<

ALL RE BORN CLINIC

Source: National Rosacea Society Expert Committee, 2017 Update.



~

ne

Regulation of Inflammatory Response
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Skin Barrier Restoration Strategy
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CHAPTER 04

Treatment of Intractable Skin Diseases using
Activated PRF - Severe Atopic D ermatitis
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Clinical Case 04
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Clinical Case 04
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B casiscore (5% FEE)
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Case Review. MechanismAnalysis
3MICH PRFO| CHALRIA X| &2 7| (Multidimensional Mechanism)

X 2 7|2 A4 =& (Journal of Cosmetic Dermatology, 2024 S)& 7|9t 2 7 & RA& LTt
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PR PU LX) Activated TGF-B Of7H 1} of of
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HZHES G712 70 (M1->M2)
Multi-Target
ECM & EaHMY a2
St AV LA IS 7 SEotee g St HEO|E
VEGFE &¢of O] M2 26X A S. aureus 115 4] 9 K|
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