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Tissue Repair : Cell Regeneration and Fibrosis (H#RIEE : ffZ DA & BHEL)
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[ Cell Regeneration MDA Fig3-1
M DB & 3L O FEE
B b B2 A HTREAS = resting cell(Go #]) & ffRE #IZ,

1) Normal cell proliferation : The cell cycle (IE& 7o fifusEsE « M EH]) Fig 3-2A
Gi. S. G, M Gy : IRI=H]
cyclins : JREE EIEEDOZEIZ L0 | MIFE I ~DRaOZ A & 1T % i,
cyclin dependent kinases (CDKs) : cyclins & AR A U, ZHUZ LV FHHEIERESRfE,  Fig3-2B
eg.CDK-1 1% G, 1725 M H~DB1TZ M, Fig 3-2C
G, HI~DBAITOEIC cyclinB A —CDK-1 & fii & —cyclinB-CDK-1 # & AT K,
= U UBALIZ X 0 IEVEE—Gy 17> b MBI~ OBATORENCEZE e 2 oi 1% ) Y R1E,
—cyclinB [T /3 & % 2 ¥F0-7" 37 )=MR K2 & 0 3 fiF— AR5 CDK-1 235% 5 — (LIl R D)
Cell cycle checkpoint : G;-S, G-M—DNA N+ STV B0, EETHOIL TV D ) kR,
SE=H —TERWGE ., SR RER— ENEE AL~ O s,
CDK inhibitors : DNA 23B {5 & 7= 556 —p53 LiE{b—p21 (CDKN1A=CDK inhibitor) #5575
—DNA B1E &1 2 £ THllE I Ik or 748 h—2 2

2) The proliferative potential of different cell types Fi ~ DAL D IEFERE  Fig 3-3
labile cells : #1254, stem cells FHAE(=IFIFMEHIR O HIHEEZ FFO) b,
eg MMM, B, RR{EERY LR 1B, =35
SETT R ARG WA 0D A
MFE R - b, . IV
BAT BB IR
stable cells : 1IEFRHETITIRIR or IZA D OT O FARE,
BT LI ass i i oy 2L,
eg FRFEVENRARAR - TN, ERNEL. FEEREL. PN R
mesenchymal cells [FI5ERAMND « BRHESEMIAE, VR AR MR
permanent cells : FALANZ L L&D D | AL IZITHEAERE O MU,
eg.neurons, cardiac muscle cells Lo M= IR0 i O HE 551 XA R HI=REIR T AL D 72
B HS A X permanent cells 7273, AHFRHENEIICEEE LT 2477/ MIRRIX B AERET U

3) Soluble mediators ] AR 1
a.overview
R DOBEFE & S AGIZATEVE N & E CMEYE IS H R4 5 flIAME BT A7,
e & B 72 mediator |48 Y X7 F R RRE T,
1E& A EDRER IS HEMERE R « HE, BEE. /L. Mk K remodeing 5 % F34.,
SR8 ABAR T DR BUNE S, RIEBOZE(IZ XV oncogene (2231k,
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b. AR L BAE S
Btz 3 5 M1 gap junction (2 X 0 5 A
Extracellular signaling #if@st > 27 v
autocrine : Z3WA T HAMAE B HIZIEH, eg o i, RAETE ERGEE B (IR etc.)
paracrine : YTEFOMIIZIER, 513 G020 iE, MoOMIIEIZ LV E or ECM N~
synaptic : AR EEME % 53 W,
endocrine N3 : 7RV 2 % 3,
ligands & receptors (U > R & 32451K)
c.Intracellular receptors : MFEPNIC A D 7=, BAKM:,
eg. X I D, AT RrA R, FRIEALVEYS
V7" h= 0V A IRTE R EEZ O DNA IZ/EH -8B s iR B i,
d.Cell surface receptors : £ 4> KA vt ¥ ¥ —DIFE, cyclic AMP,IP; kinases Fig 3-5
HR B[R] - D3 E N ~F B —promoters, enhancers (25— B {5 7 #25-F Hi,
Ton channel : )17/} OFEEIC K 0 HEELAL eg MRRFHEESEROTEF V) VLT §-
Receptors with intrinsic(PN7EME) kinase activity : RAS—MAP kinase cascade
EGF L BH85fA F-. FGF MR AR 755 OMai & 7 F MR 22 B8 5
G protein-coupled receptors (GPCR) GHvn J3:4%A! : adenylate cyclase, #AR)N =t C {HE(L
eg. TER TV NI TEIA NTKT D receptor,
Receptors without intrinsic enzymatic activity %+ ~ A K7 7 I U — : JAK-Stat
Janus Kinase — Signal transducers and activators of transcription
AIRNEESE DIEPE(L Z D 7e v, AN protein kinase D{E AL D #.,
TGF-BO B FE R 1) & fnltE > 7L
TGF-B receptor 7% TGF-B & & 5-—SMADGHIEN IV NE U Rk
—CDK #1fill (K- & il — 5 IR - TP A

4) Extracellular Matrix and Cell-Matrix Interactions : flifash~ kU 7 2 Lfflifd—~ kU 7 ZAfHAAEH
ECM : {2z TV =TV o 7P ThbNTWDE A T2 v 7 I KO HEAIK  Fig3-6
QIS e At = d el L e A d e
AR OHEE O LR a2t MAaoEas, ), b FRE,
Interstitial matrix : (&M~ F YU 7 X
M EA AT (eg ARHEFMIIE)IC K » THR S AL, = RICHIZEERSE D 7L D,
FE MR OMIBIRIBR, bR &M/, SRR 7R £ OMIC A E,
FF K31 fibrillar FUERHENE and nonfibrillar collagens, proteoglycan, glycoprotein
Basement membrane : J&JE %
ERCHN, POBRERE, SEYE MG & o JE PRI AFAE,
HEAEE O, JFRRHEMEDIE 2 BLD 72 TV A collagen, adhesive glycoprotein

a. Roles of ECM

HIIREIA D 7= 3D ORI S 2

polarity D 7E, (basolateral IS vs apical TEHE)

FIBEIE O FHER - MAAOEAEME RUVIT & Z ORI R,

AR DMERY - BBIEREE N 72 5 L [MICECMTH R 520 5%,

FRR B AEDT= OO RS« FRICFEEEN SRR TN T D DR B I,

FHAE DU NEREE O« LRI ARl &R SRRk O OB R & L TE <,
F7o. BIECITEEREE DL bR D,

FRE R - DR & f27 - BRI EE SR - (FGF)1d BM NIZiTF 2 b D,
JRFTAIHREG OEE. TIER0 < K+ & F,
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b. Components of the ECM ECM D %4y
3 DOHHNER Sy
FRAEMERSE B B - PR ). BE(=1EI07))  eg. collagen, elastin
{ﬂﬁﬂ@’f Jbo YT VT
P45 glycoprotein : ECM f%43 & FH AT or AALIZ AT A5,
collagen : HLIR/IZHiH . HRHEIR,
EHESECM AU RMa— 8. G, KENK ete. (2 BeamaUfs R,
JEARAENE : T VA2 T — 7 i LoD b 5145, MEEN OSSO 5,
ZRIERIEIC L VPRS- B X IV CITIAE, BREH O ete.
JFRRHENE T2y - IV 2 5 — 7 - R D RS,
elastin : HERRME - WPROOR IR N - 72 1% 12850 L. JTOREIEIZR 5 )= Bk
RIMAERE, =, B, $4 CHEL
HUBNMC elastin &R [ O, < OJE P28 HARIC fibrillin &\ 5 B2 287 23H0Y BH T,
fibrillin 4 % %% 5 —Marfan syndrome : ‘5 #% % 7% & KEIREE S50
proteoglycans 7’027 4271 71
TVaVyI ) 7By eg TV~ X URilE, ~NT R
ECM H 243 & 7= BEFEIK F-(eg. bFGF M AR R ARSI IR 1) D BT T,
—eg. LT H v BREEEMET v7h) T VY, bEGF EfEG T DA VKRR 2 Fio, Fig 3-7
hyaluronan & 7 /L & %
RO RN S N BORE ST TICKE LRSI LB RS T,
KPED & 58 T F RO EENICZ EOKZFES PR,
adhesive glycoproteins : fibronectin (ECM) & laminin (BM)  Fig 3-8
ECM j57 % #8 AT or MIfRIZfT 55,
fibronectin (ECM) : il lia —Ofi B Lo KEenTm ¥ (v —,
FRHESFHIRD, HER, PNRGMIRaZR & Dfk &2 22 llE T A Bk,
MR, BM, MG PHO R IZBIFR,
£k % 72 ECM %57 (collagen, " IV BRHESR ete )ICHER L 9 DHEFRI KA A U &2 FFD,
RGD(TAE=L—F YL —TFTARTEVEEN L TA LT 7 ) v LiEA,
laminin (BM) : +FRDO~Ta XA ~<—,
BM N b 2\ X v 3T E,
Mz 2D TIZH D ECM oy LA S E 5, eg IV collagen &~ 7V/Aii I
MO AT, B, o3k, BN 2 R,
integrins : BEEDAEMENT B X A ~—OHEX X7 B (a2 E B HH),
RGD EF—7 %4 L CECM IZ#E ((LEGHAa-<CHIEERMIAT O integrin)
— Z OHAAERIC X0 MilaEzs o> 7 A—RldoBE), HhE, o bichR
=M 7 Vs  eg. MAP kinase, PI3 kinase, protein kinase C  Fig 3-9
B OGRS O] © Z 8o mEh kD747 n1)F07% ECM H1IZ &
—BIN~D N B2 AR E-ORME S A O E OB B 8 & LT <,

I Repair by Connective Tissue (Fibrosis) : #f&fEfkIC & D1EHE (FME(L)

granulation tissue P 2GR — 28 22 i L =R L
oBRMESE IR & | AR S AT VEE 2 B o T 2 B AR ML 23 BR 7 ECM HIC R B D, Fig 3-10

1) Angiogenesis IEFE, FRETZR < vasculogenesis Ik TE ik
vasculogenesis : £/155 7 L& 3 5 Ve 112 127 2l i (angioblast=PN B2 i el D BT BR AR ) 70> & FERK.
angiogenesis : BEAF D I & 7> & Tl ifn A8 P4 3 03 H C Ui & 2 87 72 L S F Al
BRI, ELEOMEIMATORE, EEOHE KR EDOBICERR 7 nE A,
%%&I:@7utx%ﬁﬁﬁ%%%@mﬁmiDM%%M%@MA@mﬁﬁéo

M-S OREEZMA 5,
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Bz 7o BAMAE OFEBE Fig 3-11
JC & 72 % M OIEEREBM) & ECM D & 737 B 55 fif— P8 BRI 0D i B T RN~ 0D 2 -
Jili—pericytes HBEHIIEEME AL OB B LV B REIEZEK - B
BAEME  NEaREEA A 54 &R E#S transcytosis TLIEE =JRALC97 0
SVRREME 0O P 2ER R
bFGF & VEGF(ifiL & PN B 4GB ) A3 L 8 A2 L R L2 B

2) Fibrosis (Scar Formation)  #piE(L. R AL
TG~ DRI O A & B> RRHEZE I 5 A4 U7z ECM O,
PDGF(IfiL /M 1RSI ), bFGF, TGF-BIZ & U #REEZMI O BbHE & TS E i 5,
—IEMAL U2 NI ov 77—y 12 L 0 PEAE,

TRRDERR S HEITT DT D4, BEFHT 2 RHE I & AR il /8 O %

BHESEHIIIC R T 2 27— VA ROTHRERICIR S 21 532 DICEHEE,

—PDGF | bFGF, TGF-BIZ X ¥ AEfiedE, (KRHEZEA B K +ECM)

+ 3T =R — 2 T — A AR,
BASIINZ I ZERLR O 55 13, 15 1 O B ERSETE O RRMESEIR, 6 /e 2 T — 7 L 72 ED D D RHRIZ,
FHE ST B2, I IR{K

3) Scar remodeling HHED UV ET VU > 7
ECM D&k & 3 fRD /3T 2 A Fig 3-12
metalloproteinases : = 7 —7%7 L °0Z DD ECM %57 D53, <—IEMAIZ Zn A A W3
{Jﬁﬁ‘%ﬁ’ﬁ‘lﬁﬂ 7 — " %539 5 interstitial collagenase

NG DT L7147 010 Fy % 533 % gelatinase
7 0TV 7320 ete. & SRS % stromelysin
I N DOFFEDOERKIT TGF-5. A7 1A RIZ X0,
PEAE S5 BRI ARG Z2 BiBR S zymogen TE—747 > & L Chikb,
-GN OFEE LT 0T 7 —E 72 S X v iEHEAL,
MR L v FEAE 45 tissue inhibitors of metalloproteinase (TIMP) (2 & Y =2 77— #jiiil,
=377 =t L ZOMHE OFRENT LV | BIEHBDIFRS ECM 0 U £ 7 U > 7 3,

Il Growth Factors in Cell Regeneration and Fibrosis AR D FRA= & #RAE(LIZ 35 1T 5 HE5E R 1 Table 3-1
EEbEne~vr v 7 7 — VN b EE,
EGF (epidermal growth factor) . TGF-« : _bBHIIE-ORRHE SR A D ) SMEHE,
PDGF : [fi/MR O ofERLD & i, 1EMEL L7ev/n7y=y" 0 NEGHERE, il miilazs 06 b REA,
PRAMESF M, IR mMAe, BBk OWEE - HEGEfE .
FGFs : heparin °% QMO EVEIZfRE L7270 FI2fE 6 — B MIZXE L CHOBIRITE,
FFIZ bFGF IZAMEGERIZ 77—y &R 2 flide . S BT AE 2568,
TGF-B : LIX UM T DEM AR, 72721, WD BAMER AiME=fibrogenesis”,
L RGHAEIT 6 LTI BETEIN ], R EEMARLRE LTIk < 22 B
18 MERIEIRTE T T4 U 28 LI B 5
VEGF : BN, AlE. 1BMERIERRE NS 2 MAE R AT S, A& FEimM: T,
cytokines : IL-1, TNF—#RAE ML DETE, B, 277" V-39 -t OG R, 24 fibrogenic,

=PDGF. FGFs. TGF-p : #fEIFMlaftis + = 7 — 5 Gl BRMEZ it E=fibrogenesis
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IV  Wound Healing 515 : Al¥ATERESEN - & ECM OFAE/ERIC X Y, ML TonTnd,
RIE — FEE MG &R AR Ol & & 5 — ECM DG KL
— FEHMOVET Y 7 (=RERERIE) HRE GO VT U o S (=RIGICRE 2 726
1) Healing by First Intention —¥XJii & Fig 3-14
eg SMRHURES I K o THEWG b 37z, THR TGO EW B EIBAI D15,
scab i (=SSN K W bbb,
24 BFHLIA
A ER AN EIBRAI DORRIC B, MR BRI D - TUEE,
F Bz DG O FE M Tl 205 B Uk,
24~48 5]
Al O Wb 2~ B b BRI A3 A2 — BRI IR - THIGE— H MR o TE A
3HEET
HHERIIx /e 7 7 —VICEE DD,
P EERE R S BB AN ~R A
B D HETE— R NR B K0 #(E,
5HHET
MEHEDOE—7,
REITREIALEZE RS TROEFDE SIS,
F2EET
3T =5 DA & BRHE IR O YEFE I TR .
blanching” H{b” D B 46,
17 HO#pY £T
R EFORR TEDLDN TN, BEBEa T —7 kA,
BIBRAIT & 0 BEE S LT BB BRI KA R b D,
2) Healing by Second Intention __/KJ@i{> Fig 3-14
RE MR- K EOHIEVERREEEY) . B Y. MR ZFRE= L0 5RO RIERES
K D P EFRERR I Al — K B O R A%
wound contraction Bl < myofibroblasts AR EFMALIZ K 5,
3) Wound Strength £l{5 D 58 &
e suture S AVIZEEDOFREE70%— 1 HHHRFES R ERE=10%—3 » H % 70~80%, Z VLA EdE L7z

V Pathologic Aspects of Repair f&18 D H 54,
Infection &Y : TBEELELZ 7267,
Nutrition %¢#8 : vitamin C ‘RZ — 2 7 — 57 G BN — T REIE,
ZvaaF aA R(Steroids) : FIRIEIEH, AL =AlOR S |
KA NFEEGE ) vaFa N IZ KD | a7 VIRE I L > TA L 2 ARREIEEEZIMZ 5,

PRI LRI (ABR), AT R4, 7R 12 X - THIBREY .
G SN OFEEE & EE : stable cell, labile cell D584 EE 7 HE, permanent—HHE K,
PRGN - ARk RR e, ERE, BASIK)ICAE U RIE-> KR EDOB L,

SV O - BRIN-IER, B Ol > B =B~ IR A BRI,
HMIfAHESE & ECM PEAZ 525

keloid 7 v N 2 ED 2T =7 WAL D,

W TP 2
8P JEMEIR BT K 2 AL

rheumatoid arthritis 12 £EJH U 7~ F. pulmonary fibrosis liARHEAE, cirrhosis JFAEZE

VI Overview of the Inflammatory-Reparative Response
Fig 3-16



