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EILZARP YA T (ALY 2+ - TL - TX)
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Leukocyte-poor PRP

Cfg. 1200 xg

ZRBR
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Syiye
T" BHE ¥ v/ ERRS BT v b (Zimmer Biomet t)
= Cfg. 3200 rpm
= (~745 xg)
SRAY I GO — ?ﬁﬂﬂﬂﬂﬁj‘%ﬁ .xg
Fa-7 15 min

Cfg. 2000 rpm APS 2.5 mL
bt (~291 xg) Autologous Protein
Fo—7 2 min Solution

1 ENEhODHEIRIC LS PRP (ERAE

Cfg : centrifuge, PRP : platelet rich plasma
(BF v NOBURSASZE L DHZE L TR

PRP : LR-PRP) & Alli¥k% & £ b & £ 72 \» PRP
(leukocyte poor PRP : LP-PRP) 7z £ D43 $ihs 7
INTERD, MMRORIEREELIEIETH
D, STEEREER ORIV PRP OFfESH 5 L E 2 D
DOVFELTH L, KT, Yo HMZE [
2 R A PSR AR BB ] I TR L Tw
% 2 fio PRP srifiiaric & O fER &% PRP I
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TR IC OV TRST 5.
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b5, rnEFnooyEEE O PRP (E-T %2
R1icRnd, £z F® PH A FiE1*y b
W72 D 20 mL OFMIMD> 5, 2 BlDEL % F%T
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—J, HCY vV HEIERSHEX v M3 1 ¥ b
72 D60 mL ORI S, 2 AL Z #ET
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HHARTRY 727V V7 S FE—=RIZ K BiK -
L2 TS 2 &6, HOY v RV EIBR
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WODPRP LIZXAEN 2 EDHH S, HYPETid
FRE DI & /ERL L 72 PRP O 21 H % i gy
T57%D, VI AF® Py AT 1YL
3k FH, #60mL DI 5% 6.0mL
PRP Z{F L& 5L T 5 (H1).
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W75, fEEERMIMD S FHL 72 PRPI2H £
N MBI BB 2 WE L 724558, J-PRP Z1f/h
Wiz R MO 5 f5&t—77, FRIMERE ARz
FEAEEE kD o7, APS IRII/IMIEBDI AR
Mo 6 f5TH Y, HRIMBKAKMMDHK 0.5 £,
MR KM MO 9 f5 & Fhn T (B 2)2,
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THED D 5 FRBWERTFOEARIZOWT,
ZNE IR G R CH L7 (R 1)> Y. 20
fi%, J-PRP, APS \:¢nbmEFEMEM2HET
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HRE D53 R 7 12 /E A § % matrix metallopro-
teinase 3(MMP3) 72 £, OAK DEfr~D 523
WMEINTLIRFREEND V], WEMED
TEREF=Y 2Ol a T =72 )y I AD
P % 37 2 platelet-derived growth factor
(PDGF) %, Fus A7V A vifkzilild s
interleukin(IL)4 %2 Eb & F N5 Z EBHS D &
o740, Ty, J-PRPICIERICHE DE
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a FRINER =RIIEs MR b & IMERARRE O JiE =R
(x10%/uL) (x10%/uL) (x10*/uL) (12
300 x 600 *k 200 12 . 1 J-PRP
1 500 | T [ EmAPS
150 - 9
200 - 400
2 :
I\ 4
g{ E 300 g 100 g 6
100 - 200 |-
50 3F
]OO B * %k
0 0 0 0 . =
J-PRP APS J-PRP APS J-PRP APS RBC WBC PIt

B2 ZFhZEhOoBENR TERL 7 PRP OMmMERHMREHITORER
a : MERMARE & & OHEfaELLE
b @ R IMIRHAL DIRHER
fEEH(N=6 F#H=38.6=11.0)& DKRMWMERENL PRP Z /R, Ti9+1Z#ERE paired t-test, ** p<0.01.
RBC : red blood cell, WBC : white blood cell, Pt : platelet
(X#R2 L DWEL TEHH)

K1 ThThODERTHER L PRP ICB T2 EERERFORESEDLE (p-)

&+ J-PRP APS p-value
TNF o 99.5+8.54 65.1£6.74 0.009
IFNr 80.7£18.01 38.4+7.63 0.009
MMP3 99,877.8+18,857.03 70,962.9+14,235.45 0.005
VEGF 492.41+186.01 632£163.07 0.022
PDGF 6,296.7x772.29 3,996+619.51 0.037
TGFB 1,043,238+207,584.61 366,047.5£77,947.37 0.009
IL4 97.4+20.9 48.5£7.79 0.007
ILTR2 10,477.3+1,081.66 6,530.9+778.5 0.005
ILTRA 2,462.3%+1,707.14 129,813.3+23,738.61 0.005

i L AEHESRZE paired t-test.

TNFa : tumor necrosis factor a, IFNy :interferon y, MMP3 : matrix metalloproteinase 3,
VEGEF : vascular endothelial growth factor, PDGF : platelet-derived growth factor, TGFB : trans-
forming growth factor B, IL4 :interleukin 4, ILIR2 :interleukin 1 receptor type, ILIRA :ILI
receptor antagonist

(Xmk2, 3&hHEL TEH)

transforming growth factor 8 (TGFB) #% APS PRP O)ﬂsﬁqﬁgﬁ;‘
DR 3L EERTWEY, —F, APS I3kHC
IL18 % fEHifHE L RAEMHIE M 2 & > IL1 re-
ceptor antagonist (ILIRA) 4% J-PRP & Hiifg L T PRP o iR Ic DWW T, TNFEFTIEX
FI50 5% EEN T (FDY. ELWEDVD B,
STEEREA I B2 2 28 J-PRP & BT % LP-
PRP % > 7 #EdEic 2\ C, Simental-Mendia
51043 2 Mo D EECIE®L L 72 LP-PRP %,
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~Y¥—7— :CD80, CD86, iNOS,
IL18, IL6, ILT2, CXCL9 etc.

LPS. IFNr. etc., BB AR - EREE
’ P - FIE AL
MIBYIO77 -
NoOvr—Y -
~Y—7H—:CD206, IL1R, Argl etc.
B BTV RYA h—YRER
MCSF, IL4. THATIBTE(EE - HHBIEE
IL10, IL13, etc. M2a &Y
¥—#—IL10R, IL10, VEGF etc.
A BB IERARE - SEERE
M2b B
M2BT oy O7 77—
Y—7h—:CD206, IL10, TGFRB etc.
W A IR
PR — MEOEE

L M2c#

3 ¥/ 0O7 77— DRI

Argl @ arginase 1, CXCL9 : C-X-C Motif ligand 9, IL : interleukin, IL10R :IL10 receptor, iNOS : inducible nitric
oxide synthase, IFNy :interferon ry, LPS : lipopolysaccharide, MCSF : macrophage colony stimulating fac-
tor, VEGF : vascular endothelial growth factor

(Zk 13~16 & D HE L TERE)

IL1 B Z i L 7= B8 e & 72 Biigfifkic v 23~7u0 77 —YoBGRRBINATY
NZTH#RL 72, WEMcE T 250EBEEE 22, v 7u 77— AEOM/NREL SN L
T & SOEREE R PRI OAS, 1Mo 77— TMI & M2 oRBBICHRELT 2 2 L2560
7 v al ¥ aggrecan OF B EF & MMPL3 % Lo TWw3, Ml #l(classically activated mac-
IL1B OFRBUE T 2RD 7. 7, WEMH#kIcE  rophage)d interferon y (IFNy) % lipopoly-
WTHIH a7 =7 vy oFuREaERS 54 saccharide(LPS) 12 X hiFHE I 1, TNFa 5 IL1
7z. Zhang 5 1374 ¥ OAK E 7 )L %2 T R EORIEWEY A bAA v EEFKET S ETH
LP-PRP 5%tz ik L, LP-PRP % JRBEIE oo RiEz et 2. —77, M2 H (alter-
WG L BB W TSI Z 2 7 TH B natively activated macrophage) i3 114 7 £'12 &
Pelletier score, Mankin’s score, & &I/ DB xRN, ILI0 & EOPLRIELEY A4 F AL v
7=V OROIETRTUICB L TEEEZ B D 72, BT 5 2 & THRAED IR MEE 1 ) <
APS TlZ, Woodell-May 512 23, in vitro IZ % EXN, 51 ZDRB T LI M2a, M2b,
Wk b BHfIREIC APS ZIRINL 2 R E L M2c o 3-oicfliarfbang, £hwru7y—
7%, APS ZFR\WTILIB H L £ 13 tumor ne- U, ML 2% b 2 o BB 2 21 X
crosis factor @ (TNFa) Z M L T & 5 IckE  , MilkiEy 2 2 L 3afaEcd % (K 3)1310),
L, ®EfilEo MMP13 PEA 2 JIlE L 72, f558, t FARMIME SRR Z b7~ r70 7 7 —
APS 1 Zik-E#HEN D MMP13 #E44: % 549 80% i L, ez ZF D PRP 21N L T2 ORI %G
THERE T FAEOMEZAD, APSIFILIA  flil Zf5E, PRPiZ~v2707 7 —2 @ Ml B~
H LI TNFalc Xk hFE s s MMPL3 4 o b2z il L 7z —77, M2 B~ ol % 4
ZHETIHESH L L E2RL . L (R4a), Flo~vrnu 77— OhiihiEi
F 7R, OAK OMEfTICR L, WZ EIcE oWEEHFEL, ML AT HEHKROEREZT- 7
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a:N¥/0O77—YICPRPZRIMLIcEEZED MI/M2 IfAREIN —H—DZEE). 70— bXKNY—ITTAE,
Amean fluorescence intensity (MFI) = (sample MFI) — (isotype control MFI), CD80, CD86 : M1 B{~¥ —7#—,

CD163, CD206 : M2 BU¥—H1—,

Kruskal-Wallis test, * p<0.05, ** p<0.01.

b:MIBYI/O77—YICPRPZRIMLIEZED MI/M2 X —AH—BI-FRIBEOES. gRT-PCRICTHIE, ILIS,

IL6=M1B~Y—H—,

MRCI1, TGFB=M2EBI~X—h—,

Kruskal-Wallis test, * p<0.05, ** p<0.01.

MRCI : mannose receptor C-type 1, qRT-PCR : quantitative reverse transcription polymerase chain reaction

fER, PRP (3 M1 72> 5 M2 B~ bR ik 6 %
Ry ERHS L EE-7(R4b)?, S 51,
HFMU/M2 v —Ah—%2 KT 2L, bllbilhvn
L7255, J-PRP (3R IcHk s 1cBI5 7 5
M2c i, APS IZRFICHIAIERI R % b > M2a
~NOMMEALZ L § Al REEZ "R L Tw5, L
235T, OAK iZxt§ % J-PRP & APS o [FEBEfi
WD MI/M2 <2707 7—2%0 L BT X
Si7: B AR S Nk,

BFhylc w

ST AR IC X D MER S 5 PRP 0oy #LKL IR
KRELS LD, OAK DFEmEMZ EIoxb§ 2 1
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% PRP O, & 2 MBRMIHaRE, wikK 1
Bz 5,

HEPHEI NI 5 S N2 IR PER 12 5T J-PRP
L APS Z M 2 &, J-PRP 3%5i1c TGFgB
23, APS 13512 ILIRA 3% { & E T 7=,
J-PRP & APS OfE )7 % ik d 5L, J-PRP
FIRE R I BT SRR IC K D, APS &

OAK O HEFEELHEIORER LIk D, Kb
%07 PRP 2357 2 WD H 5. 2D d
S8, RS 2 & o PRP O R LR 1
BT ORI % o, Y] 7 PRP 2%MERA]HE &
BRLTEVEELWVWEEZ S,

AW BT BRI 2, F RO I

SWVTIE, HIBRFHERHABEEZEROFEELRT, #%
B D 6 OXEFEZ S > TEML 7.
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