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HUERKET B AEBERBRIRER PR
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kitd &L HRA

FEEAXFMRKENOGARERGRAERS
# rk 3 £ M 2 B (hypertrophic scar, HS) ,HS #1 £l
CHAERESF @B LR (ECM) fofr £ ¥,
fodtfbmME T, % kK EF(TGF)B # HS
R BERLAEE,

— TGF-B &5 BE M wt

TCF-B o ES MM ABEEE.KTESR
(FO)fr B AR BHRFTE  CEOBRARI B E
E#E W, TCF-B 2 F RE2 x10°, R — gk &
M_FE®K, B ~BSANATAH, £ FHFEH 70% ~
80% WEKXBER, XL WFEHARNHFD & KK
B4 ECM WHERE OB EWFNEERERMH
P&k GEA M Fb fo X MM R B Fb 3§78 47
HEbgmpskmmE GRS, 2 %80
HAEHRBWWHER W, TGF-B 123 Fb
EampnE(IL)6, R Ca ARFARERNZ
#BAE(IP,) K FHTHELE & %% C(PKC), [
Ca’* Wi R # 7 A,y PKC 7% 14 7 b 3% B ( PMA)
4,123 IL-6 # 7 4%, # W TGF-B £ & ft PKC f&
IL-6 # % A 8 TGF-B T # 4| v & F #t & (IFN) A
AR EF a(TNF-o) 89 = & T IL-6 ¥ % &
M ¥4 F 5 TNF-o 4 B, TGF-B #f IL-6 1 TNF-a
EWHRERSBREEAATCHEXAFTR,
¥ £ B A 52, HS 4 48 TCGF-B fn R B %k & F B
BE,

Zhang £ @ K AE W, AP 15 B T K i HS
d ,TGF-B,f/n I \MA R KK mRNA B ZF ¥ fn, T IE
¥ BB F TGF-B, mRNA k3% & R B KA &
BAam,HLHS BF ik TGF-B, & FTEH A, &
K M E gt IFN-o, B 72 & #7 % f ALK 8 [ B, TGF-B,
SEMBHTEAT, BT R, ok fo gl 15 A
HWAEH TGF-B, 5 HS B A B XK.

EZBA.710032 FL FNEERZEZARERERH DL
(kE® L) P -—FERFHRIERKBER (WA

AR 23 BB EIREI BRI B RRBRE, F
& TGF-B %k =% ,w X\ TGF-B 5 | 2 MAE A& 4, Sulli-
van £ VBB LR A L KB ARE TH LR
FLB LK K EBRK &S KK TGF-B, mRNA % #,
A A B Bk IR R L& TGF-B, mRNA % ik 5 4
MH TCGFB, R LEKRRERES, Hd Fb g
TGF-B, mRNA % % ; & A /N 5 TGF-B, .TGF-B, th
REEEMKX, AMILEMK Fb # TGF-B, % 7T ¥
ELARELBN &L Wi £ TCF-B,, #
TR ANFD RHEKZ, F#—Fif L
TGF-B, % # & K ¥ K. TGF-B, fn TGF-B, ¥y 4 & 7
B Fb & B ECM # 8 2 BEFH K. Younai £
EH Fb W = %3 £ %% 43 £ 7 TCF-B, ¥
B BRZEEHS Wb G RBEREFHRERAL
fk By 12 £ 40 3 £ 5 ng/ml TGF-B, & # MK Z & Fb
BREAGRER M2 TR MHS MEEAKNEH
¥ 4w ;50 ng/ml 7 f Ao & T A TCF-B #h Hitk, & &
K Fb BRI 40% , T HS fniE % Fb #4 K &
EREBRRK.ZRAREFHE X, TCF-8, ¥ A K
TRk T Fr ok E 2 R4, Garner 731 % TGF-B,
<lIng/ml xf HS fn It % & fk Fb B9 % % 18 A 7 &£ ¥
EER KEAGHERTHE BZFbXENWE
KB E FERMERBEEETR., ki, TCF-B 4
4% 7% L2 X % mRNA # # % & TGF-g % 4
(TBR)-1 TBR-T % Fb # #y % &,

e LARWE,TCF-B RER KM ERAREH
SHEARIF PO EE-LEU , XTHE EZBRX
R FTEURRBEBEETRAAX,LBARRS X
WmeERAGUGRFNARERER . ECM 5X %
HMBEFZEHHTIENERE, 45 EHER L%
B EUGH - FFARE BTARRS BN
A FERAR TR T S  AHARNGEERERER
MW AR SRR ER R, HEREK
FHRRSHEEEEAE A T EARE
WRAMEH N TR, AT EY Fb R 277
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BEREER " HEFERLA, ELELTERAR
# (hyaluronic acid,HA) & & & & K # (decorin ) fn
RBEIREEASEN 4 65 X% TGF-B,, AT
WHBEHK S W TRR-MI A B E - HEH L HE,
REGLLTCFREEEAMHBETFH - FH R

REZEHEAETHEBREE, XNHAH TR
2HE, BNAN  REANRABNREZE A%
fWE L5 Fb fn flL K 4 % 49 H ( myofibroblast, MFb)
HMERAA(HE R RALE)EETHRY
Fmla W%k, MFb &y a-F R ALE B (a-SMA) K &
FMRFANEN EERAERNERENRRL
POARBEHEH X KRTH, TCF-B F H %28
EEAY , wRAHMFb HAAGCRARBKE . FEA
¥4 Lo EE Fb k3K a-SMA 3t % fn MFb ¥ %
U ERRERWREERWE £,

Z TGF-B thE 54 %

1.TBR:TBR & TRR-1 .TRR-II ## TBR-M3 4
TR, 2FFEEH %53 x10°,(70 ~85) x 10° Fu
(250 ~350) x10°"*1 TBR-1 A TBR-I A E & ,
AN B AN ESERERWEAZIHEEA
MEEHHE AKX MK, TBR-1 EXBREAE & H
BEMALERALNGCS K, TBRY T A M 5 H
¥R 4,8 TGF-B, 5 TBR ¥ Fu M 1k TGF-B, &
10 ~ 80 f, TBR-I (endoglin) # & &1 % #, 5
TGF-B, .TGF-B, fn TGF-B,# & #u /7 4 il , 12 TGF-B,
o TGF-B, y T E R4, TBR-I X &4 £ & & % % 7%
M EESHITHRERAAHAR,

2. TGF-B 5 TBR-1 .TBR-T % 4 : TGF-B, 5
TRR-T WM X &4, FE & TRR-T W & & %
B T HERN(TGF-B, 2 T8 1 44 % TBR-T &
2A4F);TBR-1 AT 2 £ &t # 5 TGF-g,
BB — 4% 46, TBR-1 4 GS X TBR-1 # & 1
MEAERREREAREK, 5XCRET2HEHKA
A, TBR-1 2 M W& B & R MK,
TGF-B, = TBR-I = B & & X ¥ ( betaglycan, — # 3§
BUBEREEORE)KA S i TBR-T & F A0k
%4, TBR v E B A X £ & & % (bone morphoge-
netic protein ,BMP) S A Y B X K 9 NA X B F 5
F W, T TBR-1 GS X Serl65 #y & % # % 1k
TRR-1 A HA NANERREFTEWRE S EH
A5, TRR-T & & % & £ % % #t , TGF-B
THmB AR EneEF T ERAR, T TRR-1
WEAABERRANZLER, TR, HaEpEn
WA ERRERFEEARNAY. SIMEWLA

# 7 & (Ser 213 Fu Ser 409) 8y % % b &t TBR-I ¥
EHRLEW, T Ser 416 th 5 B 4 W & TRR-1I
WiEs" TBR-IZTARERAE LA LB A%
B ERTRREFLNELHE ",

3. AN S F—Smad: £ 4 E KX A9 F Smad
EuAd TGFp &5, #han3a. . (1)
# i R & ¥ Smad:Smad, # Smad, , 5 5 FHH R M
5k, (2)#£ AN F Smad,, 5 5§ TGF-B X
HEWEESH R, (3)% i % Smad: Smad, f# Smad,,
A XK FEINHE S 4R Smad g 400 ~500 &
HBRUAK, 2 FREH(42~60) x10°, # N 3 W
MH Xfi C3#%th MH, XK 2 MA@ ERFTE, FEUE
SR ABESE, MH X H 4 A4 DNA R 5 F 7| & %
Foxt MH, X B 5 148 % 4 A, B B 1k Smad, Smad, ,
Smad, &% 7 7 E Kk, MH, X i 3 # 7 f fu /| &
BARRERK, £FFHLKRA MH, X% MH, K &
HMEL, ZRFLE, 2 FFAHKMH, XA 8 8 EH
}ﬂ[lz]o

4 BAGSH 7 XA TBR-T # 8 3& kUK
KRB R RAEE, B A H %A Smad, 1 Smad,C 3% 8
Ser-Ser-X-Ser(SSXS) K, # 4 N g 37 7, £ ¥
Smad, § Z &4 HRABENEL, KSR /72
# TGF-B % X # 4 TRR-1I X Smad, .Smad, ¥ £ #,
BEE LB A", Smad,f1 Smad, 5 TBR B %
4% TRR-T # % 7 M K 8 ¥ ¥, B i, Smad,-
Smad,-Smad, K T REWE &K, L% L3t A&
W EREREFR(F)EDNA G EHLE S, B
s E# ", Smad, 2 SSXS FF, LR T #
HEE 4% 4 TBR, & & # & TBR ¥ ft., Smad, #»
Smad, Z # t 5 2 ## Smad 1 B, 1€ Smad, N 3 A
36% £ 28 5 Smad, # F , Smad, fr Smad, B £ 4 &
Y HE#SE TBR-TGF-B £ &4 4 612 7% TBR % B
t,EWAEE Smad, 5 2 £ 4, HILERE 5 W T,
3 M b TBR-TGF-B 5 Smad, fu Smad, £ & , & # #|
# R, Wb, 4 i ¥ Smad, f1 | ¥ 4 Smad, ¥ 4
5 TBR-1 446, HE4FEERE, TGF-B A #
% Smad, ft Smad, #§ mRNA & &, W LiX %4 %
TCF-BE S HEH AR FIWHANH. A THE
#H—H, AT TCFBREEHERNERMRRENX
BYHERERE T2 Fw Smad W 8K E ML
Tsukazaki % " 35F 52 SARA (smad anchor for receptor
activation, — # # % 3| Smad,#? Smad, Z| TRR & # =
BH)HRE Smad, y T &9 8 4+ 4, SARA C 3 &
FYVE R A3 8 5 WRE MY Smad, 3 45\ T4
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& Smad,, {2 Smad, T % " SARA # €11, 1 SARA
F1 TBR-N 2 fr FAHE 9 T 4 M4 ,SARA W R X F
# 5 Smad, % £18 2 B &% % % Smad, 8y T 4 L & f
5%, AT ZL40 4 TGF-B % ey e R K ™,
SARAWFYVERZEHEMTBR £ 6 kM LKA,
{8 F 4t F7 Smad, (BMP 8 &/ & F) & 4, X 7 #
RTIGFBREERAE P ERRABARNER LH
EMTMHELEXA TR ARBEEHARER
HHEEATHZ -

A5 A ENX AR AR HTR LSRR
MR, 40 H o #R e L A AR A R R B, KON
BERBMAFAMNE T AEH 2O Hik, A6 TEE
[ 06 8 72 A A0 B % om Ao bh B o TGF-B 7 3 fb GF &
by BB, EXEET Y TCF-B £ % KM F #7 X
%, RasfiRac 45 5 TGF-B # ., £ LR
WHARE KT, R 5 R H B (extracellular
singal-regulated kinase , ERK) ,# ERK, Il & pi # J& L.
¥ & ¥ B ( stress-activated protein kinase, SAPK )
% JunN- X % # B8 (Jun N-terminal kinase, JNK) 4 7]
BTIGF-BEREE LA HBARATHX; TERBA
B EE A T 4 RFE R G % B (mitogen-activa-
ted protein kinase, MAPK) 3& ft. # Smad % # F A #
FHEREALERHENBNANHER" . i,
TGF-B fu Smad, ¢ # & % £ £ D %4k (VDR) & B 1k
KM E L, T L4 S 8 TRR-1 M & 7 %] 1
H;1,25 X% D,[1,25(0H),D, ] e # 8 MH, i+ &
# Smad, f1 VDR # & £ 4 ") 42 58 Smad, ## VDR
AEPHFAKXK”,1E TGF-B A VDR # [ 1 A #4
SREREEFR, RAT T AR P Smad &
VDR EHGELFHAE, AR TR, &6 5HEE
Bl % AP L E N KT, A e T 3L B
BEHRTHERE 2K HEBURETHEK
Tk AR X A ST ANAHESERNAA
FH-FREAF R

Z k2

BUGEAEMARLFFEFb. LR M &K
B mEFENARFREAR L TEAEH
TRREMEENHEETULECM £ X WK
IRE Y, A R B H Fb AR SR
ECM#ifz8 ALE% Fb x B F4FRAM, FE
KASEFHRAERFR, XA T HARK
WRELRKE &S HIE, RE TGF-p A & 3 &
RER R, B EE—EE, TR TGF-B 4K
ARBRRENENER ATAKRTIRARRE %

BER, ARARERAGRERNFRT A TR
FelE AEAREEHRTRABERAENFURS
MELAM B X R, E T e TCF-B &
EhEAE HAXF S TBR k& AT XA H®E
JE M % o i IR OT M Smad, Fr 40 4 1 Smad, 89 5
FoR LR EEHBEFIR T F5 DY LR G W
HEAXHREEFETH , EHREETEE Y
B ARTMATURMERE AT BAE,. A
THAFRGREALRS , XA HEARS B H,
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