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Research Progress on Mechanism of Effective Components of Huangqin
( Scutellariae Radix) against Multiple Organ Fibrosis

GAO Jian, WU Xuanyu,XIAN Wenjia,ZOU Yutong, WU Cheng, DU Quanyu, WANG Fei
(Hospital of Chengdu University of Traditional Chinese Medicine , Chengdu 610072, Sichuan, China)

Abstract ; Organ fibrosis is a highly dynamic pathophysiological process that can affect multiple organs, characterized by ex-
cessive accumulation of extracellular matrix. The pathogenesis of fibrosis is complex,and in severe cases, it can lead to organ fail-
ure. Currently ,there is a lack of specific drugs. In recent years, it is found that Huangqin( Scutellariae Radix) has shown positive
effects in various organ fibrosis. Therefore,this study searched six commonly used biomedical databases and analyzed the litera-
ture on the treatment of fibrosis diseases with Huangqgin( Scutellariae Radix) in the past 20 years. This study has found that the
anti — fibrotic components of Huanggin ( Scutellariae Radix) mainly include baicalin, baicalein, wogonoside, scutellarin, etc.
Huangqin ( Scutellariae Radix) mainly exerts its anti — fibrotic effect by inhibiting fibroblast transformation, preventing fibroblast

proliferation , reducing extracellular matrix deposition, antioxidant stress and regulating fibrotic related pathways. In summary,

Huanggqin ( Scutellariae Radix) is a potential anti — fibrotic drug with positive clinical significance.
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LY RN e C R S e s A S P UME P g (LYW BB N, L
IR AE N (tumor necrosis factor, TNF) 18 1% {2 4324 % 1% 1k
i # B ( mitogen — activated protein kinases, MAPK ) jifi % 01
Toll #£5Z 44 (toll - like receptors, TLR) 38 B& 8 15 4 4E J W7 . 40 L
T4

2.1 HAEAME R T VAT AR e T
BUH FEAERR A A K R B R A AR
CTLEANNL A WA o BETE AL 3G FE S PF R 8RN 2 10 3 2L
1200, PRAN S & BH A 2K RE I 6 B E DL - 3 -
( phosphatidyl — inositol 3 - kinase, PI3K) /22 7 & MR 25 [ 1% 1t
('serine/threonine — protein kinase, Akt) {5518 §# f1¢) ¢ B 8 52
T p85c MMM Akt AYZEAAF- T 40 ML F s o i b
B AR A TR 3 T T A 2 A Tt Al R PF S R
PR, S RREM BB -5 A B Ik 40 MR - 2 SE A
(B - cell lymphoma -2, Bel —2) ,#8I{E -3 A Bel -2 #H6
X % 4 ( Bel = 2 associated x protein, Bax ) fit) & 3%, i@ 2 ¥4 7
Bel ~2/Bax {5 53 B 7 AT 4 A -1

2.2 ME AR FALR i (oxidative stress, OS) 24 PN 4,
TSP AR TR IR TER S A g i Y L 3
FESAAL I ORI A A% B 0 T AT 4R AL i AL
il P9 (malondialdehyde, MDA ) ff) & 5 W] 52 W fi 5% st
EARRRREE 2 AL DB BE bR i o R A AL B ( su-
peroxide dismutase,SOD) J& 5 % i) 477 A AL, H A7 1 Bk 4
HIBE I RE , DR 200 BB S S2 40 0 0 4R I TOUAL 3 R 0 3 5
WG AR F — CLANMIAR DG IR 2/ I 20 R Al 1 {553 %
F FEARAE Z RS TPEC - )2 4l rh MDA (4 7K5F, $2% SOD
TR B R B R IS B K ( glutathione , GSH) |
1 %A ( myeloperoxidase , MPO ) 55 i, Xof 45 48016 B 4
T PE A BURAER

2.3 Widl kR - B AR bR - ) BTR AR AT MR
Wl i 72—, 55 b K 6 F — B (transforming growth
factor — B1,TGF - B1)/Smad % [ ( suppressor of mothers against
decapentaplegic, Smad ) {55538 % A OE ARG o BF 2% 7T />
TGF - B1 il F A0 R AS49 Jii 4T 4E 41 il & MRC ~
588 o S ULAL 3 2 3 (alpha smooth muscle actin, o —
SMA) \JIE 2 1 (vimentin) S5 0] ST bR 25 M) 23, [ 13 E 45
%45 1 (epithelial cadherin, E - cadherin) 5 |- fzbrs 3k, Xt
bRz — WA HA I X S5 p - Smad2/3 3%
ik, BHLIE TGF - B1/Smad {5558 G AL AR L KRS T
TR 222 (bleomycin, BLM) J& @ 7. PF gl 15 70 5 25 L 119 J5
22— 48 BLM 5 YK B PF LAY b, B BRI R T IRp -
Smad2/3 3 3k, i i 0 ] TGF - B1/Smad i #% FHL 1= PF ik
JERO MR AT IR A 5 B AIG TGF — B1,Smad2 |
Smad3 Il o — SMA JKF-170 | 8 5 aof 41k 0y ik 38 2 90 57 1
('peroxisome proliferator — activated receptor, PPAR) vy & & , Jii />
AMMANE BB IR | BT RS 240 A1 5 K BUTE 1T
BRI AEC TR A2 4k, ) 1 B — 18] 5% 1L ( epithelial —
mesenchymal transition, EMT) PERRC2 SR ] L Wni3a/B -
catenin {55538 P&, BH 1E ¢ B 2R U0 AR, BRI EMT A ¢ 2 B
Fik,

2.4 ANHIRIEEF  SEREFNSEEAROCHY A RSN T AR L B
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(extracellular - signal regulated kinase , ERK)/#% X F B ( nucle-
ar transcription factor kappa B, NF — «B) 18 i i Bh 4 T 44 (T
helper cells, Th) 17/J535 1 T 40 (regulatory T cell , Treg ) - ffif
5 PF %) #H %P, A2aR (A2A adenosine receptor) & — Fli#i
SRR, FCHOE AT 451 4, BB A2aR AT i 1 41 g S
SEFCUR, N PF A LR 5 R TGF - Bl
M ERKL/2 £ K, 8% 1 REFE IR A2aR F{ER PF /D BUIAR N
TGF - g1 #1 p - ERK1/2 M35, I ERK 38 %75 b, NF -
KB TGS T 98 AT FH 5 9% 1) B B 4% S IR, p65 JE i T IR iR
BT BT AL PR I S T A 2 UM £ 4k A/ BUASE
AU TR L NF — «B — p65 433k , FF 17 40 1 58 AE 75
FHIMRAT o Th17/Treg 20 i 2% i 15 = 1) S 5 9 1k B o
WEIRIIRRR I PR, A8 — F AR 2 MR R R RAA Y, 3 5 17
A2k Treg #9815 Th17/ Treg 4 LE 4], vl /i 375 5 9 %
en ALl e R VT 2 SR O B e S LR R (SN DISE 1) 0D 3
(interleukin,IL) 7£ PF b A EZEAEH , IL - 23 §8iA S Thl17
AMAEIETE . BFE B BRI U 2 B F IL - 6 1L - 23 3%
iK% PE SR RISV o AL, FERCALAIT S vhid & B, 35
RIR P27 PTET AR AR, 5 T TR R AE Y TR i B
RIEEE | ML LA ) 2 A
B U X I LT AEAL AR PGS LR 1,
B W RO S 9w E R R (IR N Bk

75 AR FEHUH SH R
1 WA PUAMLLLHY [39]
2 WA T AT A M A [40]
3 WA PUAMILI LR S [41]
4 HWEH PUAARLRL I T A2 % £ [30]
5 BRI PUAMLRLR IR SR A 1L [27]
6 WA EUEERRE S A gl [36]
7 WA BURAE B Ik ECM [42]
8 WA AR I ST AEHE AR [43]
9 A MR A B IR A e [44]

10 HWER TRIGE IR T F itk e 1o 2 [37]
11 WA AR MR 52 P B S [35]
12 WA B PUAILILEY [45]
13 B T AT AR N A [28]
14 WER PUATLRH [26]
15 WA T A M £ [32]
16 WA DUAALLLRL I T A % £ [46]
17 WA T BT A T £ [33]
18 WA MR A B IR R e [47]
19 BRI HUR AN AN T 4 [31]

3 EZBYHSEITTFFHELAIE

27 44k, (HF) 7] pl 22 B8 M T & e i ok , G466 I 42 3
PRI | B G PR AR AL MR S AT
SEYORH R, R EREAE 1 HF S EUET- 3049 100 77
ECM (#3382 HF (1) SR BRARE , LA 55 et 4t 40 i
FEAL T LR AR MO A e B A e 7 Bz iy i Y
3.1 @Y ap e BWS T 40 (hematopoietic stem
cells, HSCs ) Fr 4 J0 J&) J91 45 Fiie 0 4 B S8 T AH 56, AT BH LR AR 4F 4
A 5 1 7 A g G B S BB RSN S R B, TR 2
F A AP B WA G E] B, S HSCs I 1k M A0E B 1 B
T, RS HE AR . T4 3 A P15 HSCs 1 9 1 A 2
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FREE ORI , AT B2 e B WS RS W O AR G R Rk, IR e ik
B WM A il S5 BRI . BTSN, PSSR
REREAIR HE I BRI i o 21 4 £ b 25 4 T 284 i Jst A IV 25 i
Sk BT % — ARATILILE RE A ] TLR4/NF — kB HI PI3K/
Akt/mTOR {5538 i , 38 5 755 4U A 19 Wk 22 AL 2 2 P 5 R 1
JFEFdedbAn i >
3.2 AN FALRECEIR ST G R T EF 4R Y
SRBEIL AR o B RN A 2R A 0 ) 40 R bR 2 M
SEAL BT, BN R A S 2T A im0 SR B X
TP FENE A % ( dimethylnitrosamine , DMN) %% 5 5 | &2 ¥ - 24 ifg
SV ORT 20 T 2R 2R VA B A i AR T T S DR T S
SR o - SMA 235 #F U & 4L B ( tetrachloromethane ,
CCL,) i YR B AP, 854 RE IR 7 L3 Hh SOD (MDA 4§
AR BB 75 W K -, W0 T 2 B8 45 1, BELAS T 4T 4 fk
JEO, HAFWAERER HF K EUA P MDA &t ## SOD /K
- A AL RO AR , KA 4R AR T
3.3 4# ECM AR JFLr4edb iy ECM 1 FE iR, i w 5
YA IRSE RN JERE F1 BEAE 52 ok AR SR A 0GB )
JFAE R, BT B AR 41 S ( hepatic stellate cells, HSC) #% I\ A & 2 4
R - 2B AN, J& ECM B O i 8 1 A0 22Ok I, DU
KA HSC - To AR i 1k, /b CCL, U5 S 4R 2 AL i
PRI S PR JHF 98 1 0 M e 2 ) 0 M, A7 280 % I 4 A
B L ] HSCs YA T 10 HE HEJE . KA SR S50
N, A REMII HSC - T6 AT 1R 2 MBI, D o -
SMA ik, & HEHUAF A4 A5 1, BR9E R W1, o RNA
(Micro RNA, miRNA) (1 9 15 11 Fil 15 HSCs 1 fb B 440 C
miR -3595 miR - 122 7§ HF 5§ RE K, WA 1FRE LA
HEF KRS miR - 3595 ik, #81n) BE AL 4G A & 0BG
BRI BY 4 0 27 2 e 2 1 e R 1 5 LT
JIEHF miR — 122 fRIK AT Kruppel FER 5~ 6 ik, BLIE HF /)
2P . B4 250 BB A T 402 R A BRI 3
HSCs WAL Jfxt HSCs WEALJG FHRR I o — SMA 1 LI £F
B TGF - B INF — o Fik A i fE 1
3.4 4% EMT  #ApA KF TGF - Bl K HAH A5 5l %
BN A 0K Bl LR A0 B S AN 2T 2k R i B IR R —
TE A 2 M H B Gk = 1% & ( methionine and choline deficient 1 — a-
mino acid diet, MCD) 25 HF )5 —Ffh & H )7 =X, 525 %
MCD WEFR Y HF /N BUIFSU BA SR PR L. 78 CCL, 319
HE K B RN b B ARTR PR, BR TGF — B1 Ab, 38 W] il .
IV A A R VINF - o 3235 6 HE ELA B A A
[Fi) A3 2 0 AR AR R 1) A S IR e G TN I e G e
WL S5 I RO AR FVE AR o Smad J& TGF - B FIiF#R & 11, 18
HF KB, 55 R AEM ) TGF - B/Smad i # G H H TCF -
B Smad2 ifi & FFHLLF AN

BRGNS U 4EAAE FIBLENT S LR 2,
4 EEFHBSETBAELBHEH

B YL LG/ NE ] BT 2T AL AT /N kB AL 3, R R R
PR IR A0 AR i AR R AU A B T RE e 2k
FIZEE , AR E B R R e AR RF AP A0 45
SR B AN BTG B, G b R 1) B A | BT A A RO L S AN
it/ 5 W2 B0 AT R 2 B O SR B S R

BEAL S IR AT RE 254 38 R
K2 HSARHORAHUITLF A HLANL B

5 ARG FEHLH EZ PG
1 s PR [70]
2 AT VBRI SRR (LR [65]
30 EAT EER ALK [59]
4 WEHIEMERGY BRI [60]
5 WK VT 440 g A (58]
6 DA ik HSC - T6 41ii% 1k [63]
T EET 0l HSC - To 4fiEss RAemm  [64]
8 MEHF Eilang i [61]
9 A T AR AN 1k [71]

10 FHRERA P AW S [56]
1 EEE B lans [62]
12 EEY T RET A Ak [68]
13 #% BN ¥ [57]
14 EE VBRI A LR [72]
15 EE VBRI SR LR [69]
16 EEZE0F DI RS 1 [67]

4.1 Ey@M Ak AT BB R IR PR RS
Wnt/B — catenin ,PI3K/AKT . Janus ## f# ( Janus kinase, JAK) /{5
B ST 15 L F (signal transducer and activator of tran-
scription, STAT) Fil Notch [ WK 56 {5 538 % 57 6 i A7 06 o
TER S THER O PR 45 T 19 N5 I o ' /8 B 2 40 HK - 2
AT NF — B %40 #1125 1 (inhibitor of nuclear factor
kappa B,IkB) JAK2 FIl STAT3 #§#ig 1k & H.Fiif NF - «B £ 5
A, IR 5 25 KT 0 ) 266 BA 1T AR 5 400 i 285 B 2
TGF - B MK - 18 FAZANBLEN 1 IR,
PEME G S BE IR /2 B 3% (Streptozotocin, STZ) [ PR HE L
HAHANE] T TCF — B/Smad3 {558 #% 2 MAPK/ERK {5 53
B, R A EE L A At R 5, R I ATLAAR % 4 L DR A i 42 T
ST L O LA B R A
4.2 AMRMEE RE  FRAEE R A BT B2
A MR P AL T T, B R I . B R AR ALK
BUF o - SMA [ FHEZGA TR F#4% CHOP [ K& A
R PE R DE R ER AR KRG 3 I RIA B A ST B R 8 45
FLE A B /N B ST, PR DIRE L T RE -5 X A J5i k4
ISE A £ A 5

PSSR eI D SR R HE AR B B/ INVE R AL il
BRR VAR , AR LR RLEE  JF 42 R GSH & HE 1 SOD
Ve, A PRI RE™ o B, U R RE D R AN
J#E i NF - «Bp65 \NF — kB - p — p65 HYFR I, il 54k K
F TNF - o IL - 1B A MCP -1 ) mRNA ik, #ERIES
Z ] el ] NF - «B {553l % ) TGF - B1/Smad3 {551
PRIBR STZ 75 T AR R/ BB U A/ 50 ) 1 26 0 JE PR Y
Fh , HE 7 P T 28 fh 10 A DA T XA R /) LS A ) £
T,
4.3 {d EMT S642 e 2 40 0 1o L 4F 4 20 i 5% 1k g oA
e B YA T E R ALE , R TE N WUBGET 4E4n i ok
VT LT A AN B 30 v B /N e A R ) 7 5 20
EMRANE"T o TGF — B S L BLEF 4k 40 M 15 Ak A 2 06 1 1 9
T, TCF - B iy ik & G BUR EE H R AH I AI RE Jin
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Jilo BAFZEBEMH TGF - B ML) NRKAOF 40 M4 5 , 3 %
RF K BUR I A i 40 i S0 3 FRUTAR L N 6L TGF - Bl 23k A1l
Smad3 R AL A= BRAM RIS o FE A9 ROS A ]
WG TGF — B/Smad {5538 I , FE AR5 T 1 B i v B /NVE I
AN HK -2 A rp A Z i 7 HK -2 g TGF - gl
Fib K H T H Smad2/3 8 H WG, [F 8T8 SB35 5 5
HK — 2 410 Ff ] 78 Fbs b R 2 s 53 PR 7 RV B 7 s R 7
fg#35"™ . 1 TGF - B1 JLIY) NRK - 49F 4i i, #7525
S VR R R A 2 TR R A i ARk TOF - B1 i S
W FRCT 4 2 M 2T AL o B0 i R 4 A B ( unilateral ure-
teral obstruction, UUO) 5 5 {9 L 15 £F £k (LY v | #5205
I REARET 7 288 A T B RS JR Y mRNA ik /KF, B N 45 8
EFE 85 W 8 A 3R 35 7K, sl 1) 5 e S i BB el
TGF - Bl {5518 % 48 [ F Notchl Fil Jaggedl , Jii % UUO KB
B RIS , SELE R LT AR
TR AR %ot B LT A AR FAALR 25 3
F3 WA B LA L

JF5 ARG FEHH Sk
1 AR WEH B ECMUB IR [88]
2 A I B RS JETLAR Ak EMT [92]
ERE €5 AT e A LA P [89]
4 EEHE Ik ECM [81]
5 HFR A EREA [90]
6  HWER R JAEH Tk b ECM [94]
7 EEAF ST ST A k> ECM [82]
8 HEW T AT A AL [91]
9 WHEAER JdE ECM B2k D JAE K T3k [86]

10 A A T AL A [95]

11 WA PR [96]

2 WA T RT A e AL [83]

13 WER TN R S A T [84]

15 WER A T AL (93]

16 BRI PUADTH [85]

5 BEZFHBSET OIMALELBIIE

O JILET A AR 2 I 2 B0 IS 5 DL BRI e, 5 A O
IG5k, AT S 300 D RERAS AL 1 560877 404 g
20 L TP B A S AE PR 22 A0 I 2 B AN R i A2 2 50 L
YRR R CF /9 R ML £ 3RS & - 4 %ok
% - 1 & i £ 4 (renin — angiotensin — aldosterone system,
RAAS) AP S 40 PR 7 B J5CH o 440 g &b ik o 2 1 AR
BHxI,
5.1 el 4 i SRR TUAR 3 A B FRCET £ 20 0 AN LT 24 2
J e O WUET AL 1 rh o AR KON, 4, 76 CF v, T3S T A e Jie
T 2 25 1 55 2 02T 4 At B R0 JUL 8 2 4 At 3% £ i) B B A
AR ESEAL AR TR Sh KRR SR RO U SE B 5
TrRERE IR RO WL b T 20 | T 28 g Ji7 R 4F 3 2 1 3R koK
U AR F IR A SR LB 4 A e A
AR TT R WG, WY B AR RS2 A TT B IR
A 3O WUBET 48 40 b 5 3 B e R A6 O FLZE I
ok R 1A AR/ B, ] T AL A I AL AR,
FEAK o - SMA [y mRNA 63511 #5350 R4 ) 2.0 % i
12 - [ R A B Rk, AR L 5 43 )8 2 M B ( matrix metallopro-
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teinases, MMP) 9 il ERK f % 3k 5% 1, 0 5% 0 L2 4 4k
ﬁ,}p[lﬂ(y—loﬂo
5.2 IEIKEE T AN T RS BURLT 4 40 i 1
BRI MMP 3805 , M 2 S RO 27 44k 15 5 Bk S g . 1t
A, AL B s 0 JUE U /A B R L R T B RRAIG
4L 22 SRR B T I SR B DU SE B A v I — 18 1L - 6 Al
TNF — o K 2 R PR 3R 0110 A8 STZ S
BEARIK R, A RBEANKE IL - 18 . TNF - o ,TLR4 | £F ¥ i
JECECE WA i R F 1R KR RO R ERBE T R R L
g™,
5.3 AR EALNET S B0 R o, S 8
P FET RO LA B 2 IO LR 2 fe ' W
HREM AR A S5k 2 115 S AR R L0 L4 8UR I =08 &
BB AR . S RERR AR STZ i S OB K
ROS 1 MOD 4 Jf, FJ5 SOD1/2 #1 CAT 3%, HAT B AFHi ML
B
5.4 0 EMT 342 25 b — 18] oAk R D6 15 5l %
A5 BR R ¥ 05 2 A B8/ TGF - B/Smads, TLR/NF - kB,
ERK/p38 — MAPK % #5545 REMH] Smad3 55007 , I 14 m i
TFRR I 75 1 5 7 57 L3800 TR 7 P300 1 3240 HAF
A MR R LI K 1 W/ TGF — B/Smads 5 5l i . ¢
SN LR B R B, SRV - P B2 4
HZhME 4> T Notchl | Jaggedl FiI%% 3 H T Hesl )3 ik, 1
Notch {5 B i0s " .

WA BORST RO LT ALV FAL 25 W3 4.

Fed  HSATBORSI WL A B AR 2 s

5 ARG FEHLH B3k
N S L ) e e [112]
2 AW WO RMEAIRAETRE SRR [103]
300 A WO RIEAE T [109]
4 WFEOSHE 0 Nw77 0 AT AR ARG R R [104]
fk B> ECM
5 WREATE BURALRIEL 0 EMT [105]
6 HEAF MR A R SRR [106]
T AR TRIRAE RO BN [110]
8 HEH PKFURL A EMT [111]
9 HEE BRI [107]
6 itit

TRET LR AL R RS T S E VB 0 FRAR AE , 27 4 1k
BRI TR A 125 3 B fre K 4 PR B Ih RE R A I T
X TR B LAY K L R, ERT M TR S IA YT i . e
Al T 2T 2 Ak, #5520 D 26 200 2 A A i 135530 i
AR HOT AR S T 0 2, RN AN A S K e R R R
A S BN BT, phy 200 L 95 0 4 P 7 A 1 45 200 O SR B8 )
JRPE S OE SR A fb i T Y R Al i & e L
I SE 5 AL, 357 24 00 e 1 AR A% D) B0 240 0 o ) 224
O R (RN L R 412 e AL R R AL
) HO 200 LA B A ARV LR A EE TR, ALK
AN P 3% 4 A TR B 1 2 2 A 40 i e 5 AN 43 T BL k) R
Bt B ROR AN E AT 2 LR R
WAL AT TR EBFTEN T A BAR T LR
PR~ B BT AW 5 B 45 S AE R IR
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R ARFRAPELE ™ T A U RE S i
b LRI SE A 2T AEAL IR e A K R S BAT T (L 2T 4
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