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Mechanism of ginkgo biloba extract in the treatment
of pulmonary fibrosis
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Abstract: Pulmonary fibrosis is a kind of unexplained chronic interstitial lung disease without safe and
effective treatment method. Ginkgo biloba extract (GBE), as a compound of gingko leaf extract, have shown
against fibrosis in rats with good effect, and high safety. This paper summarized the mechanism of action of
ginkgo biloba extract resisting to pulmonary fibrosis, including improving oxidative stress, inhibiting apoptosis,
regulation of cytokine network (transforming growth factor-f1, tumor necrosis factor-a and CTGF, etc) and
regulation of MMP-9/TIMP-1 system balance. This paper mainly reviews the research progress on the anti-
pulmonary fibrosis mechanism of ginkgo biloba extract.
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1 GBE @I &SN NMAAFETHLIER

it Fh T HC A AR 0 S A BRI RE R L, S 2
FEAC BRI SNEPER IR . BOR B RIRTFERI], 4
PRI A AL O IE U DA OG, SA b Stk
e Ml 27 Al T 2 AR AL 2 — s TR (reactive
oxygen species, ROS ) YE 48 AL N S 25, dlid
VEREE O PS R | e o8 N S R R S v & 3 1 7 =R A i i s
J3 ACHEE bR AT, 51 RAE s ST TR AL
FEETLE A o I AR e A% R A AL
( non—phagocytic cell oxidase, Nox ) =P HIH ROS 77
M — 2 RE . Nox-2. Nox—4 7ELF (b B
VERErE B, SRR SR A B2 AHOCHA 1 2 (NF-
E2-related factor 2, Nrf2 ) J2& 28 AL R 18004 S8 8 15 [H 5,
Nrf2 SR AZ DEEFAEAL Y KA . A3 BEH IR A1 W) i
Pl D 2 | B S AR S N ' AR B R A T
( malondialdehyde, MDA ) J2 i itk &AL 51453 I B Be 2%
PRz, HE ] AN AR S AR
HAE ALY fe B ( superoxide dismutase, SOD ) & 51 %
BIPT Nox, BATEERE A Ak DR 201 5 s 6 22 46
g VE Y, G T ) 3 S LA e Ak i mE o s
P, WEEREA B, s GTA A RE Ty, ATE
K BIGIBET AR A e i) B A T —

GBE eI AR AR, HATERA
FI P R LA R0 Bl B B 1 B — S A R A 25 B
TR Y IR ZEAE Y (R R W], GBE AT KR
H MDA B, (5 BRI 5 [RI(E SOD i Jy i,
A R, BLIEAR B AL, BRI
HEAVER] 5 IEFTEE A e H AR, PR Nox—2 FEA
Fik, PEPURALRE I F Nef2 i35 . X SE2ELE
B GBE ELATHUE AN ERT, Xl e] Bt 4 b HAT —
SE R H T AT

2 GBE @ #P Hl 4R T R AFHUAm T 4E 1L
ER

AN A TR AL A AN 52 B — R AR, e
PRI B B A A i —FPAET- . TR, 4k
AdE, AR R G s, IR B TE S T
PR AR T LA A DR R AR AN IR R AR
PR A 3k A e R 0 BT O OB AR v B L OF 1 2
MG C 5 MHh, LRMBREI ROS, M SN T
MK T, HESHMMET. MEZETES

o, PRSI T R A, AR
AN, M ERR KA E BRI 3 (cysteine
aspartic acid specific protease—3, Capase=3 ) #{IA K &4l
Ja g T AR A AT DR EEA 2 Caspase—3 BLIE
5, AP TR TR M RS UESE, i E
AN B S B A B T, BRI b A
A, AT HEAN M AL ET AN B A WIS A, DL RR
Jit ] T 240 LR RS A R AR S S B R AL R, X
SEF i UK I A TR A A, LR £ AL IR R
AR A TR B, fE R0 X
AN EEE L.

P ST R, GBE gl i g g i
5% L (S AR ROS 7K Y-l 200 i ) 2R A T RE 5473
BENEE R A B, EGB Al T Caspase—3 ik
AU WU T A ARV E T . GBE A3 PR AP Zki iR T))
fAE, FIRERE IR THUAALIER, T GBE Xfilier-4iferh
UKD RE LAY Caspase-3 Fq E—HF 5%, it
RF GBE T £ 4 A AR LA FUie 1T Y 1 e 240
AT RAE L, S50 B8 GBE 2 45 i) s K SR i
A |-z 4 (alveolar type 1T cell, AT— 1T 5 ) 4
ToRAR TR . BLUT GBE Al il imi AT- 11 41
LR S P A T AR i £ Al ™ FEARSNRE IR AR
LA & B, GBE RliE T 1l FB )4
ST, PR ZEFLWIE 4 &k . R R RIAE
L, AR T Aefmi ", 5 R MR S B
( chronic obstructive pulmonary disease, COPD ) # & Jf:
LT AEfbils . EHE RSO, BT & B GBE
REHGE COPD KB i) e 2T 2 fht fre

3 GBE @i iE= 4 A0 FE F W 2% & #F 4 A 41
HELIEH

HUERKEF-B,
ALK F - B |, (transforming growth factor— B |,
TCF-B,) FEZIPAAESCUE ERANN . oA
WA R E R AN (DAY Jemmadiff, |2z
LT AEAL I AR, S Il ET 4RI TE U K J i) S B P
Tz HRTfih & T A i i s LA A, fe it
ST AR RIT RS . G5 K U AT e fl, e
HEANMI AL TR BE 38, T 2T 2 2 SRR E
FAZHEY, XHIHE BRI A AT A IR ™, TGF- B,
B 175 T il b Bz 40 g — b B[] B %% 4 (epithelial—
mesenchymal transition, EMT ), T EMT 2 fili £ 4E 4k i)
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FEA NI A, TGF- B, il DL E 80 R iRy
TREF AL IR F 505 LA 5 PR AR i 27 e A kT
Heingt 4k 234 K1 ( connective tissue growth factor,
CTGF ) ¥ TGF- B /Smad {55l 4 > ™, T HI#F
2 PVTERRTT GBE X fili 41 4 Ak K BB I 7 PDGE M
TGF- B, 5 A58 o & B, GBE REA R KA 1L 75
Hhofi /MR IEPE A K 7 (platelet derived growth factor,
PDGF ) 1 TGF-B , /K-, B PDGF Fil TGF-B
A0 i DX T 2K F W] RE S GBE B G Il 4F 4 Ak i L 2
—o WIS B ESR BoN, B MRS
GBE BTG, MEF4Efb 85 0E TGF- B, FEAIK, 1hy7
I ELUBI il 27 24 A E R . A5 SCHRFR GBE RT3 i 41 1 £F
AL RN E AR T TGF- B, RYZe s A A
FAEANMIH TCF- B, BRIk BRI 05 fn 24k
1%, GBE R 4% TGF- B, I HIIG T 44k 2 e
3.2 PhEIRFEETF - o

Jib 988 IR BB ¥ —a (tumor necrosis factor— o,
TNF-o ) FZHE VM A, RBISTS T AT 44 i
8 1B T WS/ R o e N a1 (064 B 9
URL, DTSR Al eF AL UERe ™ 2R 4EAb i B bR 2
SRR BTN 2, 18 1 AR i DY T S il £ 4 b i i
IR R . YIS A SE R 20 i R
i TNF- o, TNF- o SRR E F3m . feikrh
P20 e 55 8 i 40 R RGBT T I AR R N . 2 Y
T, TNF- o ACHMER B, 0 HHEA L4 ib 55
FEAE ™, TNF- o FERTEF4Efb Pl EEAEH . A5
KIL, INF- o B fEIEE 40043 -2 (Interleukin-2,
IL-2 ). 1L-6 25 FLE L, TL-6 AT R8N,
M E TG B AR Ak, 30 £ R 20 ) I
T JHAE " BRI LB, GBE BEA TR JEAA T T 4F
HPPH] TNF- o B2 TL-10 92 25 MM 28 il £ 4E 1L 1
ERE . GBE 763 il it 2 B B vl 4 il TNF- o | 116
MR, FERTEFAEfbit B GBE RO HI R AL T om i
Fa ™, R, GBE Al3@ il TNF- o . IL-6 F3RIA
JEGZ Ml 41 Y E R
3.3 HfthmpaREF

SHC Al 240 B R - T R s g E A 24 i R B
G AL R, 1 CTGF J&— e B 1 B2 4
T CTGF A ELHEA 1 BUAF i is v, o
g2 R T B Yl e S R 0 S R 874 3
LT YA AR BVUBET A A0 S e B i, e 3T
4efl, LWL FEW, CFGF 1FRBAK T ST 4 10™
ERERIEMAE ™, ZERINT -k B (nuclear factor—

k B, NF-k B) JE—FP i ZE AR N1, 7E40E . 4f
JgE TR A AR PR R . TS TGF- B
(FeIk, fedE A dEdifiart 1T AR R A RGA,
ST idl, SCE R, MHIH NF-« B 2ik0
258y, AT E A e gk Y /MR AE K
PRI -2 FH I/ A R 20 ™ A 1 2 AR R R, T
THEIBR 200 6 PR 0 R DR TR, I SR S g A
MOsE5E, 2 S50 0E LT e AN M T . AT Sk A
AR, AR, IS5 Bl A
B WEGE R, GBE BT 00 il il £ 4 Ak A% 5 fii 20 21
T CTGF. PDGF mRik, Mmdmffisrdide ™ ' ;
GBE it Z Mg 2] NF-« B 93635, M
REIHT . R RRAE R . PG, GBE W]
W NF-k B AR LT e fb ke ™

4 GBEBUREERERELMH-9 €F
EEEBALRMHET 1 REFEHLERML
$AL1EH

FE i 4 JE 85 H B -9 (matrix metalloproteinase—9,
MMP-9 ) J&HE 54 Ji & B e Y B B — 5%, 1l
HA PSR, LY h MMP-9 B ik
THE . MMP-9 A [ ik 40 i AP 5T, ko 40 if b ik ot
G355 T B e S ) e 451, S BUIA 2k 105 ST 4
FLIGI it £F 4E A rh MMP-9 T Ry BUET 4R AL . S8 AE 4 i
Rty fih K i - A 3 45 1F . MMP-9 3 i 2 Fh ik A2
Z: S A R A . BRI 4 2 1 R ZH 2
5] ( tssue inhibitor of metalloproteinases, TIMPs ) B
CRLREANML . N AN A AR R Z DIRESr T, TIMPs J2
BB B o FE, RO 4EfL AR . TIMPs 7]
PR HE LT AE AN MIIE A R I 1, A A BT AR
TR . AT, &R HE RS -1
(tissue inhibitors of metalloproteinase—1, TIMP—1 ) TE£F
Y fbid B b R A R KRR BT 5 H TIMP-1 2
MMP-9 FYFARIMHNH] , GESH] MMPs 1614, & i
MU, AERETAEfb & e R b, Iz ZURL LA
RAEBIVI N T, MMP-9 KikIEZ, MMP-9/TIMP-1 £
(B =5 5 107 TIMP—1 7EREAN 20 A i B AR 8 22
Ji 19 MMP-9 &3k />, TIMP-1 #1 il MMP-9 Xt 4 if2
HNIETT A, S50 MMPs/TIMPs He (G, ek i
LRHEfL R . MMPs/TIMPs ~F- i 75 il 2F 4 fb % i 7
hOREEZEM ™, ik, WV MMPs/TIMPs L
B BEII TR LT AEfb A Ji . A 523k, it GBE 1R
7R, KB 2121 MMP-9 I TIMP-1 1 B 1 41 ffg
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FIEF T, GBE fEETY MMP-9/TIMP-1 %5, iz
T A, DATTIE S2 S R I A A e A

fiES i 2 i1l B o N I SV 2 e
RS L THES, HHRR L 2AMRIT k. W
Ub, FHREREA R AEIZ5Y), ST I 4efb g
BREEATE R AR A R L WREAAER
FKEE G 25 TIRYT IR B A 2458, GBE
FEREF AL BA TP A 2R . GBE MR h 24554
BT A EANAR AR, T BRI AT A R Ar
BN FRTS . HAET, GBE FTFIAIT I etk it R IR
/D, HARESE 2B GBE 16T IEr 41k 5o FHAL
e B, TN RKRHI ) B KT R B 2 Il RS
WER] GBE X BEFAEAbI6YT VR, 30K R i ik i
B KA A
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