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Abstract

Hypertension is a common cardiovascular disease that seriously threatens human health worldwide,
with complex and diverse pathogenesis. Transforming growth factor-£1 (TGF-f1), as a multifunctional
cytokine, has attracted considerable attention in hypertension research in recent years. This article
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reviews the relationship between TGF-£1 and hypertension as well as its target organs, and further
elaborates on the mechanism of action of TGF-£1 on target organs such as blood vessels, heart, and
kidneys during the occurrence and development of hypertension.
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1. 5]

[0 DA SRS SN = NI £/ R RO O T 0] 5 -5 (e v 5 - P A £ Sl D W DA DR e
TR, ABHORIRHLE AR 78 . TGF-B1 2 —F BA T 2 AW s AR 1, 2 540y
B ety AT G BE N DAL AN AN o 10 5 S B AR S 2 A A B AR . ORI SRR W], TGF-
B AE T MR B R A R e rh A4 A BT, 5 L I 51 AR B A0 T A AR

2. TGF-p1 £ 1245 RSB
2.1. TGF-p1 MEMSREN T

TGF-p1 F K E AL T NG tafk 19q13.1, TGF-B1 BHI &S 390 NIRRT A, 4t
NI BN 737 B2y 25kD (R RA EYIEYER TGF-A1, €2 hM- M HE R 12.5kD A =
SRR RO ZRAR[1]. TGF-A1 iR E AN GG, S —RAIMEY). BWEn TR, Bk
FEA TGE-B1 Fr b 2404t . fE AR, TGF-p1 JUFAEFT A AU i ik, HERIAKFE
AHLM MR v, HAERBRES T RAERELN . HEZEH2)EMRN . s 4eanfi. bRz ani.
PR AR SORANB A B, T2 RIE T B AR FEAE. Bliy GO, BBk B E%. BRfrEdgl, iz nk
IR R R A H o R A R . s T RS S B R 1.

2.2. TGFp1 S S EEEES £ SHLH

UM TGF-B 5 553 R B E CA AR € M AR Ao R, HET[3|C&ME 7 /LMA RS
B 5y 7 HA G4 TGE-p IR, FERZMAAE TR, I RA I . TGE-p1 /ENEE, B 5490
JE T Y 11 AL 52 4&(TGFbRINS: &, FEH TGF-B1-TGFbRII E &%), )5, 1824k (TGFoRIIHZERIE
GRS IR DY R AR S A ¥04], TGFbRIL B R 1k TGFbRI 1 GS 25 M3 (E & H 2 R A 2 2R 1 X 35),
MM 3E TGFbR[5]. ##0E ) TGFbRI il it 2/ @5 1E 55 AR SMAD [1)9E4 L id i F ik
i SMAD [ E G . 7EHI SMAD W& U@ H, B0 M TGFbRI /EA T Fil# ) Smad £ (Smad2
Al Smad3), 1 C K L& Rk R A BERR k6], BERRILAY Smad2 F1 Smad3 MZIAE &Y EME T
K, EYILE S Smadd 455, EHCFIE = FIAR EY[7], Smad2/3-Smad4 5 — R G Pmid % 5L
BENGUHOAZ N, FENMRZ R, eSS T B EGE R T B B R AR EAE A, A5 A ER
BRI A 27 X4, R R e D AR, MM S 4E I AT R, AR EE . Ak, RN
HAAMER A REE8]. Bk, TGF-A1 &—FZINGEABK 7, ©S5KILEE, EHlaiE KRk,
B RAACFEIRTE R, 5 R NS RHH, S5 M8 AR IR R R R R IESFE9].
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3. TGFA1 EEZ M HLE BT 0D

WHERIA[10], LR EF AN TGF-p1 KT RES G, HEMEKTREIEMS: K, f#AMED
RARALE R ACE I 2, HIE TGF-1 W& T M0 BB s B[ 11]. £
TGF-A1 5w ML R Ak e R 3 BT B A G, Horh TGF-B1 A1) 228 YE Tl it #2019 TGF-p1
(2B K EIEYE, T IAES SRR . Cambien 25 A [12](0HF 7R 5) Y TGF-A1 3 A i -B b L K %2
SR, BAREHE: FEP B 3 AN ERm I & i, 4346 T-988 fii(C—~A). -800 fiL(G—A)FI-509
P(C—T); AEBIBEX+72 A28 1 ADMBZEIRN(C HN)s B FFIH 0 2 NSRS, 2706 T+869 fif
(% 10 MEI T, T—~C, XN H Leu 25 Pro)fI+915 A7 (% 25 ML T, G—~C, X MEIERH
Arg 48N Pro); ¥ 263 Aif 1 ANEFIE & H(C—T, STMEIERLH Thr A28 Tle). fEIXELZ M,
5 Pro25 S B R Ai & T 84 & T AL, Arg25 44 TR I 5 my 1 0C4s i R0 58 40 % 1) vy of g 58, HL
Arg25 SEALEERIL Y TGF-B1 B2 AN e A e AR A7/ OCHK[13]. Suthanthiran 58 A [14]F9HF 78 &30,
NAE TGF-A1 25 10 B0 R B 455 B IR S5 A L R AR B2 = T AN 7R 10 fr sk
KK C/C 88 T/C IAMAF, TGF-p1 R EAWRER T/T R BAMATE & X —45RIESL T TGF-A1 £ & 1
EEEPEEHEERSE, HS5AAE, BAPREREENNE. He 5 A[15]08F 5K, TGF-1 I
KPS Hp NS R P e IR AETEAH G 1 58 2 S PE(+H869T/C FI+915G/C), Hih CG HA5 1Y 5 i A
FEr I N 2 A O o Xi 28 N[ 16 2525004, #E— DS T +869T/C 2 245 5 v [ B i L R AH O
XTI TR ISR, TGF-B1 F I8 A% A8 S5 v] B 52 A0 Ji 1k v I 1) 52 Sk o TR BT BA(PE) & — Fh LA
e ML ANVER R OFAE SR YR 1500, TGF-B1 AE AT i B B, IR 788C—T LA
NN T IR BT RO S A B 2K [ 17]. Mk, AW FiR 18] TGF-B1 fI+869T/C FI-509C/T £ 4
P55 57 9NN HE 10 TS AU 3 A OC o 6 T B AR v UL 4R A AE(PIH), HOR R AT RE S TGF-p1 H: [
rs1800469C/T f7 fi 2 A A8 A5 5, Horh TT AL Al R iR I IX PIH A&7 i 5 s A% K1 2 19].

4. TGFp1 55MIEFZERE
4.1. TGF-p1 55 MEME=EE

TGF-B1 VB N—FRAE LR 428 ORI LA B 70 2 i v BA 2 S DhRE AN AR -, mld ik 52 0 44 oy i )
J1% B - MR ER - B R GU(RAAS) KRB 4 R 2R AR S 4%, ik RS 1
HW, BT, I m sl i s in 51 & A Y U1 0 aT s N B A ¥ RAS AT TGF-A1 [20];
PhAh, MZFEA L. B FEZ SR R, MUBEE S B ITER 588 A S &, Bl TGF-p1 HI4& &
[21] Verrecchia 55 N[22]8 FEUESE, RAAS FHR(E 5B IS 2155 TGF-p1 W FERIE, 214
HRIESR A, S ET R SR (Colla). TIT BYJE J (Col3a) M 21 4% 45 2R 1 i FEUURR, 48456 I 25 T g L4
HI(VSMCs) 358 53T #e e 77, AT DGR S AR . Kim &5 AN[23 )3 — B0t 50 &K, TGF-B1 17
PE R T I Z 5K & 11 (AngID 1 BUSZAK(ATIR)&AE, MHREREGEE 2(Sulf2)il#id ATIR @Bt
TGF-B1 X} AMP ¥ & H BE(AMPK)E W HHIHIE R, JFFHB TGF-1 5 Angll #h[R#I#H AMPK 2
I, SRR TGE-A1 HIEm I EAE . tb4h, Kurihara [2415F 78 & I TGF-A1 i A i 1o o) 84 00 5 i Bz 240
e Y R 2R GG 2 A ) mRNA ik, 3 A RN R &, K ER-1 (ET-DERIEZ . (F R
RGN 2 K, ET-1 Alid i (5 40 A0 55 43 h 7 2R F T 058 P R A P o BBl P LA, 51 I A~
WBWEE . [FR, TGF-p1 i Reidid 4% PI3KC3 {5 5 @ BR A0 U559 B2 4 i B Wiyl ik, /v S HE 5. &
B S LR TS RS2, AN I e I TR TR R B Al 8 15[ 25] . Kakoki 58 A [26] %8, TGF-g1 o] H
AN ERR B A R B R, FE T HH BNE AN E RS RS AR EAERR K AR ES R R R
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JEr RS CEAER
4.2. TGFp1 5EMECIERE

O I A Ay T D IR I RS R OB R 32, FURRIE 9 O s BE ) S5 R LA, 0 O UL S
K BRCEF 2 20 B3 5 S 40 H A S (ECM) B I TRR I N o B 827 (27, FEA 7O 26 0 S 1 v I e A
F Mg TGF-B1 /KPS 4l ey I e 28 2 A i i 1B # N . BL7E JRUR M iU i s A L3 Hp, i
i TGF-p1 AP T 5 42 O == AR JEAFAE IEAH %[ 28] Kuwahara 25 A [2917F 1 1 6 fi K SRAR A b, 3@t
FELIT TGF-B1 ThRe nI A R Tl O WL 4EAC AN EF 5K DI Re s fs, AT B TGF-A1 ££C L EE B i o 4 B L
YEF o« TGF-B1 BCWLAH MRS EF A=A, 2 PR OB K A O i R 12—, FAE FMLH] 3=
LA AR YESE A o & S DU IR GE R 1, wl e L Y 4 88 A R JETTS
SRR EE R Er AL [10]: M GEIAME R B A R, SRR EE . EE R EE A AR, R
T I 9 J I s N R R A A A R o R o PR AR (3015 JBIT Smad 5 Sl B 3 AT 4E A KIS a-
S HUIEIEE F (a-SMA), NNV EFE4n i, et iR DIAR[31]. B K BI[32] TGF-B1 3R
LA B Kruppel #£F 4 (K4 s Bos R 8hF1m B, KRk BifE g — B S E Rk E 1
(Angll)i75 T 101 BT 4E AL o A0 J B 5 Bl SRS AT AL AL o BN K (BNP)FE -0 i 2 98 w4 Sy — b R R
PRAF R A PR TP T, HorT 4] TGF-B1 5 IO T 4E A0 B G 58, I REFS H140 88%HH TGF-B1 il
WU L DR R IA[33]; hAh, BT UE SR [34], AMUA 2 5K 1T 3900 O JIE e £ 448 i v BNP FIFIEAIK 32 /& A(NPRA)
(2615, BEmE i mH] oI UUVLEDE F (a-SMA)YFT T BYIE IR a2 #E(COL1A2)IFRIE, W TGF-p1 %S
O IAF4Ef . BbAh, Liu 5 N[3510F AR DUE A L/ MRTE Angll RIS 23 ) il B il i 7K F TGF-
B, RN 2200 5 FEAE Ja gt — B OZ IR -, RIS R TGF-B1 3k FREC J5 AT 440 f g 1L,
T IR 5 £ AL AN 55 B 5 e o 597 1, HBI-8000 A& —Flt [E 7 2K FH BRI 4L 3R 1 2 2L A i 1 7R 3k
FEIEAN I ), 0 F 69T S RMEIE MRS E T 4 M bk B8, a0 B i 7 & B[ 3 6] T i@ ik BAL T TGF-81/MAPK
GBS, PIHELC NS ET 4E A0 (CFs) I35 58 5 55 40 K 20 B AR 3E B (ECM) FI R FE TR, T R A PO LER
HEALIER

4.3. TGFp1 55 IE BRRE

B Dy Re AT A U DL SR ACRE , FE B, JUT BT A R 1 M IR (CK D) #B 2 A ] 3 e
HE R NEAT VR IR R AT 4k, IR S EUE S . i IUE 5 CKD 2% R %), FE4L 010 5 1 K 23 s B Thag w4,
M Th R4 S 2x Sad SRz LR A5, TR B IEIERR . 72 CKD MR WHLHIH, TGF-B1 By idaE Jb
. Susic FA[37IFFERIL, BRMEGMEKRRES TS T HIE NEBAFE R4, HYE
fIEH TGF-p1 BRI AFAE SR IE « TGF-B1 VE N — PR BT 4 A 4H MR 1, BB A2 38 ML AR 2T 4 4 P 1) T 1,
XN A 7 A o T A A AP i O 5 B I i AN AN, B 5| R YRR [38]. TGF-
BB BN R b b - B SR EE AL (EMT) ) S B 40 B 18] A S5 [39] - Li 28 A [401HIF R R B, 1E
2 AR S A L AISH) K R ', TGF-B1/Smad3 15 518 5 2 DA ik T i 5 25000 B U117 488 T v 4938
i, HBUEE ST R - MRELEMD IR A, R&EE S5 /N 8R40 5 805 547 -
IR, k3G KT 51 RS E I TGF-p1 RIA B, 38 nH NUf 11 BUR E(COL-TDERIA, 3B /BRI i
% B T 5 PR 00 A 5 o 3o P O, S /N ER BSR4 R N TR R AR Ak, S EUE ThREEAT M R RE[41].
TGF-B1 %1 Smad 18 B4 (1) 2 1 /& 4 47 440 (1) 5 BRI, TGF-B1 AT ELEEIIE Smad {55 i@ s, it
T itk AR 2T AEA G I A F) i i ik [42], Horh, Smad2 Al Smad3 ZARHE TGE-B1 444 EF Ak i) 1 ER
FERT, 11 Smad7 1B iZiE 1) FUR AT R 7, AT TGF-A1 A S A4 B R EH . TGF-B1 1)
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Feik o2 A KR T2 R (EGFR) FMSE T H N[43],  Fe 23 86 n J5 w3k — 5 ) 0 1) 5 JUL B 21 44 24 i
a5, SRR A LA E R A i, R S EUE R AT 4R AT D REREYE . Angll 1EN
B - M SRR - B R SE(RAAS)HH 5 R0 ) i S 4 7R RS Mo, L nT i S LR AT 4 4m i 197
UM N TGF-A1 HIFIEFRIEH W, RN, Angll B2l 47 H4UE KA F(CTGR & %, 5 TGF-
Pl SE[E A T /N 8] R 4T 4 A [44]  WF F0 30 R B, ELWE I A SRR ) Dectin-1 tH A i/ TGF-B1 15334451,
H Dectin-1 7EBUE H HRLAH M 1m) B TR B[R B, H 5 Syk A4 R iE 6 nl fg £ 24l 1 TGF-A1/Smad3 18
%2 5 B RS NIRRT 4E 4R A BAR L, S AE Angll E/ER T, TGF-p1 Z 503 ¥ Tike
B RS RN 2 4 A R A

5. 4518

LZ Lk, TGF-p1 AN —Fh 2 DhRe MR 1, A8 s s (0 5 20 A e B JLRE AR B 45 3 v 4 R 10 Ay
. SRT, TGF-p1 fE I BA R AEM 2 20k, HAEARFRELE B AR i) B AR IR LTS
RN [FIN, TGF-B1 AF NS Wrbs S HRs 570 S BE A T ) 2 AR Redt— IR . R RWF T AT
REET TGF-A1 155 WA RS HERTE « R5 7 VRIS I A L2 PRI A, DA i o s B L4 25 1 40 36 (4
FIZWr . S TG S BE 1R ST HR S M ST A LR R A M SR A 4
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