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Abstract

In the progression of idiopathic pulmonary fibrosis (IPF), the probability of patients with lung
cancer is significantly higher, and seriously threatens the life and health of patients, while IPF with
lung cancer has characteristics different from those of patients with lung cancer alone in tumor
manifestations, clinical diagnosis and treatment. Substantial epidemiological evidence supports
an association between IPF and lung cancer. Optimal management of patients with IPF and lung
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cancer requires an understanding of the common pathogenic mechanisms and molecular path-
ways of both diseases. This paper reviews the current research on the pathogenesis of pulmonary
fibrosis, and summarizes the common pathway of IPF and lung cancer through its molecular me-
chanism.
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1. 518

\PF 2 — R AT PR I R B TR IO, FURFIE RS ARET AR G S A AR S i SR 2, S B
SR . AT OISR WAL PIER S WO o373 SR AT A/ i i ) 2 5 453405 m] - By b
B R[] IPF AAR T ERA TN, SR, BRIMAZAESN, IPF H AT A MR T i %, &
FHAEAEIAOON 2~4 4F. IPF (eI BE R TR B M2 PG IRE SO RRE, BLFFC MU sk e
Ji BliEsE. Herb, finke RO P R AR S BOR M 1 B . B DA AT A0 iR, IPF &
0 RE R 1 JXUR 2 DT 6 BN 5 f5 (2] Mt Al IPF 3R BOEMER, & il B e all IPF 80
SEBSHEIN 7 53] PRltk, T893 7 ARRISGHE IPF & Jf:Mines 5 A SLm LA R e PRAS R B I PR i

2. P4 BRI

A0 IPF AL T AR S, (HREERBT LR SCH B T A% . 50002 5 — L83
SR R TR S IPF MURBIA IS, MRRIEAE MR Rt S AR R A 5. i b jz 4l
SN S A 5 CEHR R 5 R LR — b, Herh— SR AN R SR IR (e AT 4RI R ) 5
HAT N IPF HETBOAAR B B R IRB R, Hrh D RE IR A e 2 b e i T I S OB, Al
WEAE, FEREN L - MRS, SRR AL N T2 R . SHFER, SOfF
FRETYEANMU AL AT YEANMLIE T R IO PR 5645 DAERS, 1R BOE AR IR AT 4R TR, SR
ALY o
2.1 DIRERIAN LR ARMA RENGORSEE

FEIEH PG EL05 560 Jiie 1 B4 b R 4 (AEC Ls) e S AR S O T 11 288 L iz 44 ffa (AEC2s) 41
AR T AH ML AT AR, e ATTIE I RIBRE L BT M TR T AR A0 O R0S REAS AR SR B 1 ) &
RS AR I e B0k o RatuR 7, WA B KK 7-p (TGF-p)+ M/MRUEHEE K P 7 (PDGF). il
B B A K 7 (VEGR) RSP R AN B K I 1 (FGF), SR IX S AR M0 o A, FRE (i3 95 B 1E 3
WAL RE IR 2 50T D B & R SOERT B AR A4 R -1 (IL-1) AR R SEE T-(TNF-2)
FEACT I INBIIE T — AN TP AR A2 20 59 D v S ) A AL PR 855 4] o
2.2. ShE 4R RmEM BEEXNEKRAT

1) TGF-p j&—FhZ Dy REAVANHLIA ¥, LA=F0 LB 5047 45 : TGF-pl. TGF-p2 M TGF-p3, T {H GF-pl
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BN N2 IPF B/ i . AEC2s il Iah & A - WIERE A 3 M4 I 220 4i 7= 4 TGF-pl, iX /& H
avpb HE5 ZIUE 1 . avpb BE5 2/ TGF-pL il & — P et 3K (¥ 43R AL, ] J5 2R a4 2 i
TGF-pl /& —FhaR R R A 4L Aot WIARBEIGIE R - MR UEAGEMT); F R s b e 4n i iT %,
FAARLF AN TR =4 R SE AN AR SE 4 AT 4R 40 M % AL RN 38 58 3 ) WL 4T e 4 B i s DA K
VEGF. 4547 20 234 K R 7 A H At 2 1 A8 A6 A 5 1) 72 A [5]

2) PDGF & — g 24 1] 78 B 40 M a5, ml 35 3 2T 4E 240 i R 3 6 A ECM (15 1. 1540 1Y) PDGF
I EIVE A A B EIE AT DU R =Fh — 544k PDGF W.AY . ZEZNR A, AEC2s A 7t o 40 At 31k 7 7K
Vi) PDGF [6].

3) bFGF & 2T AEH AT P K 20 o 38 58 )RR -, 5 4R AL IS BE T T AH G . 490l bFGF (3854
TEAS 1 A B AN TR I SR 18, i S 410 bFGF E 8 IE B w] LU A% 1 & Ao IRIUk, 4T bFGF Hiiki
T URLAR ZH 2R B TR ORI 45 FHB SR IR KA M2 2200 7 4 bFGF B, 11 bFGF 7K1 5 3 it
TELE e 240 F ) 0 AN A S i e ) P R FE AR R 7]

4) TGF-a if5 TN B4l b R 2B AI 4T e O 398, R ARAE T A 4-b XK I8 FEAME RT3
s - 2 A0 K BRI A PE LT 44 A8, AECs FIE BRI TGF-a Fik /K F+=i[8]. [FIFE, fERIAN TGF-a
A2 JEE DR /N B, D BT R S 3K T (1) 3 B 2T A S B2 b R A R SR [9] . IR b 25 IR R, TGF-a &
57 A5 45 J5 2 AR SR T R4 i 1 B

5) T A i AR K PR - (KGF) EH 1E) 78 5 40 i A2 o 75 KRR SES6 H , KGF s T AEC2 (1 RE 1L,
S N KGF B35 0% T HBRE R BRI 40 [10]. R KGF 2 5 T lilifl F R it 4e ke Az &2,
FAE i 43 R 27 4 A 1) 367 BT T

6) JH-4H A=K A 7 (HGF) i [) 78 o 4 i = A, 4 5 i 9 B A R IR A R0 2257 5o IPF S8 1)
SO T E VR VR I 3 v i HGF 7K F i T BRI [11].

2.3. AEC2s ISR R ERHELAEE

fitif b R A R T, e RO A BEIABRONGRAN R R, AT B AECL B
aec2 JHH REFF A SZIRANML, (H A ThRER NS, EMTEERSNRE M 2. XM O NZE IPF K
T B B AL o P 4 ) O 0 75 A B R SR AEC2s IS, S BUMLEEEVEE N, b5, 8
1o A R AT AN A R A2 B (EPCs) O HE BT UGB ML . A R A 32 453 1) IPF SB35 1) EPCs i i 2 /b,
A RE BN - BANILAE R IhREFERT . (R 2T 4EAL I MAN AR VEGF Rk 15 .

24. SHMAENNREREZN

IPF P33 B AR P27 0 e 5 1) b Je-TRI R A5 5 5 ), (R SE B T e R FEARE A, A R E4H
MRHIM B S S T IEEG O &E. &), BRI~ g1, 35 RN, Hsd 5 mer
Y. LREZANMRI N A S S S IR I . AR R R, R 4 R B R 4 2
S, R AR B R AT o R AR R B S SRR S A 7 TR PR SR A RT R R A
FR U T N5 T T R 10 T8 R PR
2.5.ECM 5[a|7ER40pE. RULT4EMR. RRET4EMPRMAL T4 B E1ER

() 7R A0, RE S AT AR AN B AU AT 4E IR AAAE, 2 IPF R AL R SCREE o X U2 ff £ B I8
T PR B 20 BT P R A0 = AR ) e AR A IR B T R B L R AN S RIS B . ERAR T R T 4 SR AR
{1 foe ) ik R R AN SRR AN 2, H BT R R IR LK T 24 20 R0 LR 2T 4 A E SN IPF () DG 4
a2 12] .
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3. IPF FnphER RO 3L E4F4E
3.1 RYBREFRERE

8 2 DR A1 P 5 A AR e 56 DAL R A A K 22 UM B EORL IR o AR IPF SRS AR 7 X 34
B2 G (R LB AL SN, BAEREA R R, DURIEE . BAL it et Ry, IPF B iRk 24
15 2 KA A 5 e S (10 ARG R AR LRI [13] o RO R A AN IPF (3L [ fE B R 3R . AT T, WO 2
8 SR RS, S IPF RGN 5 [14]. JLT TR IPF & il 5 35 (95%) # H ILF 48 A%
Ry AL IPF S5 B 20 L0y 60%, FFbR MR 238 5 e T i il RAE # [15] o 78 K20 — 1 IPF 5541
H, FTBOE R BB AL p53. MEtEA MR =ik . MIEAATREMAR GRS RKIRIE, EH AL
IPF A5 4 ALE (0 o Bl 5 AR AT X 4k 16] . BRSROBR 22 HOAIESE R B, IPF A Ao B I R AR R AE. 2 A
SERIIRT BE BoR, PU i (Jeis JeAn) B Eon th 2 R A AL RAE, SXOIER AR IPF Al A
FANLE AR, RBE TE[17] AT 44 i B A VF 2 S 4R A AL RS AE, SRR S 18 0 . 2R 3 I 4 1 771
MR BRI EEARGTI TR Sk B BN A BB VI RE 22 B8, AN, L B ) Te
J A S AT AL B — AN SCBEARRALL , 3 A A Dy e T S0 A AR 2, A e R 4 S B T [18]
Jiivgee 5 K AR \PF SR AT LT AEAL X I Lk o [l 3R BT AT REAT 3L IR IR A AR AL[19] BT — AN S
s 1 S e R 05 R RN, AT VR ROR I R, S5 i . BRAh, FERXE 2
[ (4 73 - S5 A AR UL BN B S [20] . AESRTE IPF Hhade Y 52 2138 5 5 9 oRE R AP0 R SR AR R IR R A8
AL S AL 5 i i A 4 LA i A Pl A ) SR o XA IPF 5 IR g 5 3R i A R A AR T A I R AR AR O
$o AT REATAE — R [R] B Al [21] -

3.2. ‘ARREEERE

2 e [ e A SR AR A B AR AT IR S, I B SR 1 (Cxs) K IR I EBE I UE i  Cxs X T4 i 8 56 A
HEMBR IR T [22]. 7E IPF & FE e 8 Ml 4T 4e 4 fa e, Cxa3 Rk, H HIEx
S 20 i AR B DS TR PRI 2L, 3K S e A AR AR 24 ) ) 484 1) [ BB
33. RS EENEERRE

TGF-p 1] REI0E 40 i AM5 575 28 I 1 A0 2 (ERKL/2), DA R 1238 4 F 40 3 PR 0 HoAth 15 538 2%
AR NE RN 3-FARE(PISK)/AKL JEES, AT T, BRI, PIBK @M IEIES S T X4
WHE I R SE TS . TGF-p. PDGF. VEGF Fll FGF A& AR LT 4EAL 5 WA . b, VEGF mli@
G ERKL/2 R PIBK B 432 i 1A B2 (2 3 41 MO A7 35 AN 58 o 5K 0 R AR A2 e E 4T Hh 22 T 135 5 3 i 1) O
B, fEARAEK. o, REEERIE 3 LM AE T (A S R VR o T BRI 1) 0 T A R R 52 1Y
PEIEZ ORI R, B SIS MR, XEFENSF RS LA EE R R . BRIy
HxK[23].

3.4. RERNEBMARESD

TGF-p 72 IPF AL A AR I vh e B h A W AERR O, TGF-p, 22K F A AER
VR LR AnM, 5 IURET AEAH AR R LK AR 2R PR T T 552 IR ORI IURET 4R S T T IX ek
0 0 [ R L A 0F 7 A TGF-pe I JOME S BN o SR 1, WURRET 2440 i 2 BN o] [ ZH 23 P R i
JiE, DA R 128 [24]. FERE R rh, R BIHLA MR 5 8F 0 T IREHE VMR, OiFZRE
HAMMIR T 27, IPF A, TR 205 i BBl L B it RIA I 2 7y 1 [25] « 3R 487y 1~ R 4 5C
ERRARIE, e TE R LA R US4 R)= 2 18] PRIk, X 7R e B T4
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AT R ANAH SV 2 IR A M AR 2R BN UR AT R A M RS s e, JRAE R IR B RTTR R Ik . BFiE R EH
Mg fiE & R SR AR AIER B VI K. Jaiol, BERAMB S KR 440 A AECs HhRiA
BoE. BERWEIN L TGF-p BYSRIE S b 21 4E 102t 2 [26].

3.5. RAEME

GO S — BRI A 2 1 TR 25 Bl () — (R TR . 070 ) e
A AN T A B T IR, AP AL G E AN % E AR M2 S AT, &
MR EARR CD206, FNRANNL T 32 Bt MR RE RO AR AR [27).

4. #hig

LR EPNIR, AR AT AEALHR AL ™ R, e IR MY iR . BOR BT8R A i
HU AR S8 48 1R, (H— L8055 00 B A ROA 58 CAGIE W] 2 BRI 2450 0 T BT RERSRG o Jee ik PR A
TR AN DR 2 1) PR A, R B AE LT YA A A A AT o [RIIR,  l bR ) A AT AL 2 B et P S
VERIAT N, TEAMERNGIT 7%, XM 2 poOiIm RS K 2 B2 B 4x 1 S R 70 5 2256 70 52 B
TAZIRHETT -

&E 3k
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