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Abstract

Pulmonary fibrosis is a chronic lung disease. Idiopathic pulmonary fibrosis (IPF) is the most
common and severe form of the disease, with a median survival of three years. Despite the fact
that the precise mechanisms that drive fibrosis in patients remain incompletely understood.
Three broad areas have been explored: inflammation and immune mechanisms, oxidative
stress and procoagulant mechanisms. This paper gives a brief overview of three major research
areas.
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1. 518

YA RN B PRI E I B R, 35 40 H R R TS AE, BRI L4l & 8IS A S ik
W RS WIS E, (et g A i A & B S A I AR, SEONERYRALSIE K, &
Ja TGRS E DI RE R -

T A RV 5, DL AN R BTRR . Il AL DR o R R PR 2T 4 A (1PF) A i ™ B ) Al
YRR, TP HEARTRIDON 3 48, WA ARINGIT Tk, RS AE DY 4 R G e — 36 )T 5951
T3 B 27 T AT A A0 3 B B (2 I A/ 32 S P2 AR 5 i B A ) el T e A B R 1 A S R - AT 4
NI ST AR AR IR B AR AT . A0 AP O P A TR, 1 BT A 4 L G
FE N e AT AR AR T G RSN SR AR R o LT e R, SRR AT R e i b
BRI A AP 5 FR) o BEORR (9 B B T EFR B LUR = A E UK. JOEM e A B Ak
LA BN [2] 0 A SR = A T2 LRI IE Ul 1] E 45008

2. RAEREFHLH

PR T LA R R T, ISR EF R4 8 Tl s ot R RF S AA AR SOE AN, i HAH 204, TF
2 M) ST AT Wk AR . R L SRR WERR VRN L ORI DA bk L A A ) B AR [3] [4]
[5]. fHA, fERILH 20 4, RAEMLHIBEE, IONRAENLHDEAR IPF RAERLERAR6], (AR, HE
BB R BB A S B A 7R AE VR YT LA JAE 25UAR D9 3 B T J5E A A 0 (=R S e T 5 A A 28 ) e i R 2%
Ko AHZ, HIT IPF UL LR BUR v L IR ST, RIS R i ia T sk Z Bk . A
B2 Wi PRI B BRI R T 2T AL iR T, (5 2 REGR U R IS 7 2. 2013
FETT I — SUREAL RS KT PRS0k P TP [V JE A (O AT RR )+ PR BRI ] 15 0 R L 7 30
EAEERL ERDETR., @R CT RIUIFRAIESBIRIERE B 257, FIW sl R T 2, Bl
HARANATEER . (HZ, BIRPE R B IT AT AL ROR A, (HR A RE S BRI R APENLHXS 2T 4
IR, DR A e KA HE B TR TT BORAET]. JE T RN AR 1. B 1 L&
RIS THIWET, T4 pomm R MBS I8 T 40 &4, Bl 2 %5008 IPF 2 —Fig o 2
il & B [ 7] [8] [9] -
3. RAEBERER

BT ANATTRA IPF S b T b B A TR0 40 P R 4 0 A0 5 S P, AN PSR SRE A LA o
DR . BRI IPF S RIURB RSV SR NIR I, (22, — ORI A E A IPF
B, IS N R AR IIRIESE A o AR, — BOR UM M SRR BN R YRR IE, Hi, A
IR, RN IE IR A . Glan U2, HI R M4 R 7 A . B/
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FUBRFE AR IAAAE, Wi E S VR FIRAE[10] [11]. [RIFE, KINSZ B3 05 80 B B S S BRIl , 21
AR A > L, R ORI A BB JOME SN, 4 AR B 1S B A A (1]

4. BERBRMRIGTT RM A E RN FAERIE

B LRI VN RRE RN ATLE, (EJR R TR R RIGTT RUOR ZBUE 58 AT T] - 12 14 PHZE M il
J9i(COPD) A 2 M il ¥R s, (i 28 M40 M e 4H MR -, (HR R /W SR I, WRON B 4 5 0 B2 i &= v
7 HEANRE B Rk 98 VR K R AT, AN e IS Ml Th R K TS [12] [13]. S BERG Sy LR S,
T8 A S SIVES ,  ERAR RS0 T8 N0 W B SO aR S B R, AEIRAT — 3 23 S8 H I B B = 4R,
BT RN, BRESTHEFRBMENRT, (MR EmRaf S T 40 ke RiE e 2 FE 474k 4b 41 i
PRF[14] [15] [16] [17]. KRGERRTT 2. REMELTIRIEIR T B B eV SO0 RSV, ERAA 5
SRR B BRSO 22, R B B IOER TR A BE A FRAZ A LA K T vk E L ) 184 5t AN R AR A AT £ 18
T2[18], [FIFE, 653 JE MR8 (1B D) 38 B B o 3R 5 S SR 22 B TE OB, VORI FH B 1 o =
HFEASRE S0 J& el i T 40 i A 39 5 [19] [20]. a6 T2 U AR AL 3R, A IR NLAE IPF g R 475 K
FE—EMEH . TR, \PF S Ml P PR IR AP B 41 4 A 25 il PR IR =i [21], EEREB R IF S
BRI, il G R BRI AR 2R, AR I RER Y UR R 4 i, SO RI0E NLRP3 E/MA, &% IL-1
BIF=E RS A AL BT [ 22] . RAETE I\PF RS TR IR R I 2 ROE IR AR I gm D L R Ik 0K, (42,
gmtdiEth R R T IR R IA BiA[23], Bk, A A CERHET RSB RIETT, BIanEEEEr
AT ST IR BRI LA R AR

MBS & — B NS, FENURSZA E WA AT Bt T B2 i A i, X — i Aext
AEAE R ORET[24]. SR, WERE SEENHI 2, AL ER R, B EIR” . BTLL, filiZF
b H N AR — P8 EHLE 230 S B - AL B0iE Z a5 4 MARFIME: 1LiMORE,
2 RE B, 3R AT 4R TR S5, 44 E K. HAURG R B, b R i ek N R a0
FECAAE TR 1, AR I/ RCR A,  ML/MRCREE G RN, (RAE MY 5K, Ba@Evesgm, (2 RAEH
J SR 4R A A2 AR AR (9 . TR . R B IR S R R T R A ) . Pk 1 1
R B ARG, HAE b MR D R AR PR B B AR B IRAR . o) AT R I B, oS R
Wi 21 L AR e PR A0 R TR R AL DR 7, 2 R SORE SOBE, 1 2T R 2 i 3

H AT IR FE s, T Al A% LT 2 4 1 55 4R 1 KR = 22 =AN[25]: O 2 et A4t i
WU 4008, TGF-B & BAT 440 M i A R WURCET 44 M 9 5 ZEVE AR 1, 3 I S0 2T 24 20 i Y
c-Jun &3 A B I (c-Jun-NH2-terminal kinase, INK)IE %, B a] - 75 &40 1 Hh i S N S0 41 4 41 i 1)
WU LT 4R B R ik, 20N T8 WLULEH 2 (H (smooth muscle actin 11, SMA) I IA K& N, @& BEE T
YA M A LT 4 M, E BEIR LT R0, X — b LA AT SR A MR I 1) T A PR TR, T DA
HH A0 T BI040 20 2R A0 I A LS ET e 4, (R I 2 Wb A AR Ak S b B A0 i e Ak,
WU dEgm iy, BN bz - 8] 5 40 4% 4k (epithelial mesenchymal transformation, EMT). EMT &
NESFEA. MEA. A8V 1(Z0-1)EAKTE LR E R, RS a-SMA. 2 4EER
HEEENRIM bR E . TGF-b 1T LAl b B 4 th IR A e RE A B KRS, B a-SMAL | B 5
WILEARIEIGM: FE, N IPF &I bR A A i b R 4 7R R IA a-SMA.

5. RRREFERMALELFEER

FRETYE R0  IT RS MG T B4 B A BT (07 A, et 12T AR Rt e [26] [27] 2T 4EALm
TR AT R AR AT LR ET e AR 04 26, A TR R T 5, WURET4EAR I o-SMA RIE 1M,
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HAAN TR0, ARG 1 1 VRNV B SR AR (. T HULRGET 24 20 i 2 0 2H 2 1) 77 s B e
FE(TIMPS), S04 M0 A1 5L 5 P ARGV R 28] [29], T 2T 24 200 389 5 434 D9 JUL BG4 44 20 . 1) el 2
—, 1M TGF-B a4 UL LT 4E 40 I T2 [12], TGF-8 %5 EndMT K&, {23 T 4 4E4b i & FE[30]. A
IR SZ[31] TGF- 55 Ras 3t A1 S 4 42 4 EntMT, 17 guan, R [32]%5 A sk 15 1% 500045 S —#4.
ML NATAE R 7 (PDGF) 5 ML /MR AT A R T 52 AR (PDGFR) 45 2, 38 ik 5410 22 2% 16 1) R 7~ B3R 14 10 694 K
DR B A B R RS SRAL RS 5 o AT S 4 0 ok 40 S50 J 19 R 85 3215 3/ R4 P9 S50 I PDGF X B
Y B A BERNEWAER33], H PDGF A4 s i AR, NFIREMER. H IL-4, # Th2
EAEANML =R, PRSP SEIGAR B, IL-4 AR AT 24 4 M 8 4 DA R 20 /35 5 7= 2R [8] [9] [34]. IL-4 1T L
FREFAEANARIE a-SMA,  H. IL-4 13k m] DLW 35 1 7S [35]. TNF-a 7 BT AT 4E4n o g b, 2
HEWUSREF 44 1-[36] [37], TNF-o0 FH 40 BRAF4ESN M 34, H0] TGF-B1 i S (¥ BT 4E 40 i 17 L
AT 20 2 Ak, LA R AR 0 4T i 40 6 o PR W 46 [38]» 1T H. TNF- 15 5 45 @ B2 (A Il 2 10 9 1972 A2 [39], AT {2
BER IR R R BOLMIBE HEH, TNF-o AT DLZE AR O LR 40N RO LR 4EALFERE . YN TNF-a Jilb B
W 4 ) i B B D H T IR 25 [40] - Thanh-Thuy T. Le [41]125 NHIRE 5 KB, IPF B35 Mo /IN B2 44k
JA B Sk R, SIL-6Ra FIAMGIN, B EAE LT 4EAL ) L AR o, AT 4R ok 1L-6 e (S
SO, AR LT A 4 A P B A B A TR R TR

6. RE N FIEMEALLHPRIER
CD40-CD40L &%

%% )it CDA0 Z& CD4OL &AM Zfk, J& TMUBIIEE 2R (TNFR)EXE, HETE T #hEH
JAN B kA SR m PR . ISR AL T 20012913.2, 43 277 NEIERR, HIXH4r T8N 45000,
50000. CD40 4y | BUPSIEREEE 11, A48 IS XRIES IR IX =#655, 3ol 193, 62 Fl 22 NNa B AL R, ¥
TEIPUE 240 RIE CD40, FERIAL B k4 -, (HEI R 4egnif. RN IR, M
PN R T L ST LT B RN B A% A . R 4 R I /AR S5t A 2Rk [42] [43]. CD40L X Fx iy CD154,
J& T R R BB IR T R A 7t - CDAOL A SR JE R 7 T X26.3027.1, F 261 NEIEER , AHXT 4> T8~ 32000,
33000. % ) CD4A+T 4 i 15 CDA0L.CD40L 2 Il Bl A, % LUIRZE & 4L CD40 Ftf&k(mCD40L)
FIA % CDA0L(sCDAOL) FFf s AFAE . sCDAOL F= R IE FiE b (/MR & T #hEE4i i, /& i CD40L
K, DA BT AR T, B ARSI ) IV YRR = 544 B, W] 55 CD40 454, nl' HH mCD40L
FEER /K AR IR A/ T 2T B, P I 5 100 A 240 (P B 4 ) 2 1T ) CDA40 &5 & T B0k I 70 1 1 3Ris
FARER T~ At il 3 5/ 20 3R 7 U RE AR, an 4/ 2R 6(interleukin-6, 1L-6). CD40L 5 SCD40L ¥
A= ZRAE T S M LS AR 45 G, 75 )8 B S5 TR IT JE i . R 4% JE AR F o DR R R 2 4 21 i 32 CDA40,
[K It CD40/CDAOL W] REFL N AT 4E4R M () ThRE . HRAE R 2T 4k 40 i % T %214 CD40, CDA40-CD40L 454
R 35 3% B SRR (1) 7 A= , Tl H. CD40-CDAOL AH HAEF , {232 %8 V40 M IR -1- i 7= A, £0.455 1L-8 AT 1L-6 [44] [45].

7. SRS

AN TR I 2 1 PR ((ROS) M/ ST AL BT R ZLAE R, Il 1 A AL S % [46] [47]
[48]. DX THARSS B E . WA 5 2 B AN, BRUONT P B R A e, TN ST
7y K24 150 mmHg, i A B9%070 Ho oy 100 mmHg, T K i el 2 Al 28 B 400 50 1~45 mmHg 2
[l BV RGEAWTHI TR B RSN R (0 B i R AR, EORE R MM ZMAE), LK
H AL A DA S AL B2 TSR A A P e 20 M A A TR 3R [49] - PR A LK) ROS AL AU
THMIE(0;)« NO FHlEE, #HIECOH) AL LA (H0,) FEFUL A, B AL, HEREH.
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AWK PIANFERARE. NMODLTEFRUREELER A E ). DA FHtEy. fifa.
EEEA. EEAYBALE(SODs) 5. AN B R VEN BRI, 53 M R i s . (2 kg
CRYEAMMIG S feRt b R ARl AL . BRI R PR T T AR T RIA . BOE NF-x B
AL @R A AN TR, AT (R E A T 4E AL ) A 2 [50] [51]. 3 HAIR/KFH) ROS W] A i 41
FIE5E, ORI R SE, (HE K P ROS £t/ DNA 415, P53 i, FHB4ifE I, &
AN IAFE B T2[49] [52] [63], PA_EIXEEPRI BN T- 1 4EAL 1 TE B 5 AR HY

8. {RAE MmN

AL S8 L 5 I A A R AE R AT R R — ORI AR, LR 7 V HEFE R
AR B R SRR B FH VPN I e 2, BRI LR AR F 3 A T R R A . SR — R0 F R
FRU(FEV) }2 JH il & (FVC) AR, LLK& FEV1 5 FVC B4E T B8 B2 5 K [54]. H 5 ARIIEN, B4
DRI AR B33 MiloAS: 605 S0 R RR 8, R A T o A 0 3 B2 e A ke I J e il 48 1 A 26 i [B5] » A 5
BOUESE, IPF B Ve (BAL)H TF 390, H A i SR TF @ik T 7 B gafarh, L& IPF,
RGPEIE . BRIEMEALAHE T 28 S 10 1 B b 0 R [56] [57]. WA RIGIESE, IPF 3 BAL
HHER VI BRI R OB B IE B N i[58]. AMUEEIILR KB 7, IPF B F Prt yLwlBeE a2k, Fr
)R A T S A 75 L(PAI-1) R AR I S B M 751 2(PAI-2), I1PF B IR PAI it E HE BRI IR IR+
NTHEr, R IPF B E B s i [56]
9. B

FTET- A T L AT R B E R, B AT ST SO S SIATL ] DL A e B AL ) =775 i
BEATWEIC . V3 BEAREEIR R I T AEAL T LR, DA S HRIA T HE L, 3 M2 i DA 5 5 2%
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