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Advances in Research of Pathogenesis of Idiopathic Pulmonary Fibrosis

KONG Qin, CHEN Min-li

(Laboratory Animal Research Center, Zhejiang Chinese Medical University, Hangzhou 310053, China)

[ Abstract]

Idiopathic pulmonary fibrosis is one of a group of chronic interstitial lung diseases of unknown causes,

and is characterized by alveolar epithelial cell injury, abnormal proliferation of fibroblasts and excessive deposition of

extracellular matrix. There are limited therapeutic options,

poor prognosis, low long-term survival rate and is associated

with increasing incidence since the pathogenic mechanisms are elusive. This demands a better understanding of the

molecular mechanisms underlying the pathogenesis. It is most essential to know the onset and progression of this disease,

especially in relevance to human health. In this paper,
fibrosis.
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i & PE il 28 4E 4k (idiopathic pulmonary fibrosis,
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we reviewed the advances in research of idiopathic pulmonary
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A BRI R T EE R,

WEE T H Il 2F 4 A 32 22 il 2H 252 Bl s 8
PR A SR TR A AR e S, —
F N0 PH R A A DY A R AR Sl R E O
LA 9 A6 0 L 2F 4B 2R VA BSR4 R AR
I DL b Sh B30 355 45 TR 3 B AL i = 5
it 2 2 A 1) s ok # o p O R b R A0 B SR LA
ZT 2 A0 3G A= F0 ECM BRI 45 F 20078 e A 45 R 2
JSCET 2 A0 AT AT IR R T RE O il b e 4
(alveolar epithelial cells, AECs) , 3 T £ 4E L./ %
Az o DU T 4E TPF 158 88858 43 19 9 ML ) 4 — 1]
BERIA

R

1 RIE KK (inflammation) 5 IPF

KM LK | 9 0 76 il £F 4t 16 & s HL ) A i 7R
SR WY, 1 25 IPF — BB R R — R RN 12
RAEAH SR A3 SR, N R AE & AECs A2 5 )5 Hl
VA S e B4 IO R SO DR 3R B T W A
PO L3 M, R T A P T I B8 i O R
e ORI N O R 1 TR N = N3 [ 4
YAl 3 J2 5256 B ) 21 4 AL i A R R AR AR R B
PR M R E AT A — I OC R o T Il ER A5 0 Y
TR IOT B BB 23 P BE A RL 20 9k L 40 i 0 2
(macrophage, M) B35 18°' 3X 26 4 5% 40 Jfg B A
RV 22 AN DR 1 Y R R, T ) A T 2R
2 240 e 0 TS O AT AR Y K A, T TL-1TA AR
— MR R AN K ] 2 5 B B & B g R, Mi
A B IL — 17 A ] 3 o AR AR AR AL A 1 T
(transforming growth factor-beta, TGF-B) #Li#| 3k = 5
Tl 27 e B S s e TR L BRAR VR 42 R Y 4 i e £
AE A b i B DI HL R B AT OF AN B R, 0 H R TE
IPF v {8 o kz 40 i A M )T 4B A 25 22 22 i A
AR BRIE LA, B B A R 4 i AR B
A7 AR i 114 7 T BRL A 4 M RN T P R 20 AR R T M R R
HRE A% 7 A 2 Ak TR 7~ R0 40 L R, X 28 4 i fiE
B AT S0 4 S IR S8 A AN I 9 5 3 450 0 AR Az
MR T —LAE- . 340, ok 40 i B A R
o T B AR ER SRR R A A T OX SO X R A
JfL 7 A g — 0 B O, 3 AT RE 2 TPF o MLl 2
— 1 SR B ST WA, A A5 0, B 4 4L Ak
KA B 7 S 4 Al U0 E Bk W ( bronchoalveolar lavage
fluid, BALF) 1, % 45 4b o 30 38 1) 26 — B I Jst——
M RL A I A Mo A B R TE LA, H 5 il £ 4R 1

R AR

TEREAS TPF J A i A 0 H o B 30 0 4R 0 B B
WEZAMEH 2S5 Hh, R S E B, il £F
Al 0 A A S DN T B A L A7 0L A I 20 i s T A A
L A1 = IO 4% 381 42 2 A T FE 4R 1Y o X TPF RR 25 il 4 21
W5 & B, TGF-B 78 i £ 4 4k FL 9 = 22 th il i B
W 20 B 430, 24 M B RN £ 4 A i kR A, R E S AR Y
11 789 Bifi 0. = Bz 40 2 ( Type 1T alveolar epithelial cell,
AT-T1) 3 B2 3k TCF-B, H Al filf 21 4k AL 0F 58 £ a5
FRIT 25 R s 2 —, H TGF-B 2 HAEC A
ORI ECM R E R W+, JLH 2 TGF-g1, R
FEJU4E T, Sime PY 2558 A D3 f87 T s 7 £ R Bl
B b A g RA TGF-B1, A BLR B S48 A
A 2 ik & A= H ECM 28134 £, 5 S e i 1 R
Rk B . T AERRSE K W, TGF-B Al LA i
| R 8] & % 1k ( epithelial-mesenehymal transition,
EMT) 121 1 £F i 40 60 1) WL 1 2 20k 40 6 1 4L
B S B ECM B o TR 5% TGF - B il Mo 7
IPF &9 tf (9 /E T, Murray 45 % 4 ¥ 5 36 3k /) B
TGF-B FIAM | Me, 45 TR R IG5, K I/ BUK
JERRSR D, I R B A 4R WRge
W AR 5 TGF — B 41 ifil 77 o mT W 5 9 fili 2F 4% Ak A0
KAE 5, W o - F W WLWL 3 & E1 ( alpha-smooth
muscle actin, «-SMA ), £F 4k % # & [ %7,
Degryse i — 54N T TGF-B {55 7E I J& - M) ix
i % AR T, Kk BLAE S Bk TGEF-B 32 1K 2
(TGF - BR2) M/NRTEL T RE RIS, b 4l
BT R R AT A A M T R R
RERRAR . IR TGF — B 3k mT il 380 1L £F 4k 40 M &
B ECM A1 i) 56 Jow 45 1 16 1) it e L 410 o) JUL i 2T 4 4
LT, ik S A R R 23 it — 20 S BUI £ 4E 40 0 &

lli[f, ﬁl‘, HEP JE’} % ﬁﬁ ? ( tumor necrosis factor-
alpha, TNF-a) 7£ IPF i Ky —Fh s J) 4 £ 4t 1k
K ¥ M AFTE , AECs 52 #5123 B i TNF-a; 76 1 2K
HRBEFNEFBR D R BEFAT " H
BRI 3R WY RE 0 55 S 00 AR 4R Ak, 2 i
AECs 23R TNF-o, fili 21 21 TNF mRNA 5 &
WK T, AT TNF fik s TNF $5450 550 o) L
F 00 4 T DAL R A A0 B R O Y —
T 5% & B TNF-o A DLAR 3F 1 0 25 2375 = 09 Jii 4F
A AT R T B I b 08 A T A P 3R T, AL T AT R
5 TRk AL 24U BORR B O . ik At
Borthwick 25 fF 57 & B8 TNF-o 7] DL 41 EMT | #fk
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W TNF - o KA AR FH W] RE 5 52 56 vp 2F 4E 40 19 375
SITEEA Ko Sandra Z5HIF5E K AL TC R AE T 0L T 4
T T 244 g (regulatory T-cell, Treg) {ig #F fili £ 4k 1k
Y A& A Sl i o W it/ A AR KT (platelet-
derived growth factor-beta, PDGF-B) 3 3£ ¥ s
PDGF 75 fili ¥ & Wit 240 f | S S b K 4 B A LAl 2F
HE AN hHRAT K35, PDGF Z K 1 o Fl B PHZE ML 52
PIA R . WF5E R W PDGF J2 5 24 A A) 57 40 i # 1k
By, nl R LT e A R A S ECM BERLY ML
Kishi &5 it — 25 BF 5% &% 8L PDGF % #5412 2T 4 Ak A 1
S o PDGF-o H1 B & 1 FH Y, B F 57 24 B I
PDGF-B 2 1k ] B 5 4 F T 27 4E Ak i i % > o

AN, 45 45 4l 21 4 K P F (connective tissue
growth factor, CTGF) — F HLIN HyJ& — M AT 4L 4T 4
LB IR A R -2 — o 7E IPF 8835 44 P A i
th CTGF & A7 14 = 38 4, A0 45 Jilf 41 2UF0 BALF, 32
SRR AERS AL W AT-I1 FOPEB0E 1 B0 4F 4k 240 B
H CTGF i 33k i R B2 A7 2 BRI 0 4 10 &7 4 Ak 5
LA AHX — 1 R B 2 e AR A R R - 1
9557 Alapati 25 BF 5% & LI R B A R
F9 7 A R BRI 2 21 v CTGF Rk 19 s H7E 5 A 3R
$i vbox t L M o R SRR IR, 2 45 T CTGF g
BEPLIAR Z 5 AR B 9852, X $2 78 CTGF 72X — &
T IR R — VR Wu %5 % B IGE |-
B AN CTGE i 3k /) Bl i v B 1 J52 i 762 6 40 1fi.
G HZ B, [ o — SMA LT 4 % B ik (A %3k -
W IR FR S £ ik 8 CTGF if 3% 35 0] DU 38 fifi
W IR I K Ay & . FRE, B Ak T
e IPF Lk B2 W4y 5 + 00 2 M A
Russo SE 5048 52 L ] 525 45 85 F (evasin — 1) X
TR R RIS 1 M2 4E /R I, & B CCL3 FIE
W2 B 8 M 4 B - la ( macrophage inflammatory
protein — 1o, MIP — 1) BEREAL, Rz Ah, e
20 M B AT TNE - o (TGF - B & i %6 7 A F R
L5 ERTER A AT e R LR R M G ok 2 5
IPF iy & A4 AT B A& A O IR S B AR
HORHE HHEARE LR AE TPF 19 3 A v & 4555 A W)
AOVE T B T i pIL ) A0 52 %, FRATT I 5 A 4
L EAT R E AR T A TR0 R o D SR Y B

SR I AT 5% 26 B A AE W JF AN 2 TPF & AR
Wi MR RAE R R T —EMiEsiE . A 0F
FEAR WY, R R 98 28T 48 N S 5 10 1 24 W JF A g
R i 2L 545 403 R A R R 5 5 A, S

2 R R A 2T 4 Al B R O R EL A AR e
AL LE 5k = G 28 400 o) I 473 8% AT LA 5 AR T 48
e (effector T-cell, Teff) & 54 £ 4 1k /E FH (23] o WF
G FW], 48 VL 40 M 1) R 0 I & IPF 32 B0 B 2% 4
1 5 AF T, 7 409 LA 4 95 %62 o T S 5 1) 5 Al 6 5 ,
i SECVE A 26, I SR 1 10 0 R R o il 2F 4 fb . 3 8
HIF 58 45 S 0 32 W] 48 9 0F A 2 IPF % 2k 19 5% P L
] AR AT S B R R UG, B IPF (R AR S
RAETC K B A 37 T 56 2 A i — Fh 7 1B R
I, E T L ¥ A FE A Y TIE B8 Ok U6 48 0 2 52 4
AR5 5l 4 ALt K 2B R R, EL X 40 00 s 5 2k 9
(Bt V% A 2 4 B T, B T HE IS 48 5 R B 5 il
2 i Al 1) A 38 i i

53— 7 T, 6 T 4R B A SR e T 3R A
% TPF s AL AR I AR 5 2. A 2 # kR
S S 107 2 1 9 I ] W R ple s FLAE TPF % 99 o 9 46
FET, 300 I 2 400 4 95 90 T S0 TGF - B 25 T
TR HIT 5 A2 2T 4 A i 2 2 5 00 I 9 1 B 46
e 40 6 A 0 ) 40 1 R I 4 TR S AR 53X
S HL ) T A 2800 S B 2H 06 5 I ) 48 S I L
VBT AT 2 Al 10 4F FH T EL 3 A 2 4 4 OE 18 E 1Y
—ANHYBE, FRATE TR R W T A S 5 e i
SFAALRS , — T B8 45 T B4 25 30647 T 1, 45 R 2 B
26 PR A0 M 33 o0 ) S A T 4 AR IE L —
SE BT AL IE R . %5 b, AT X T & SE7E IPF
o B B B 5 BR A T — 5 B R (LA SR A 1
2 [0) K50 A i D, T Rl RN 48 9 I 107 2 — il AR 4 S
(g [ 4 4008 7 S 3, B 46 E 76 IPF % 5 1+ 2 o
(¥ 8 Y1 AL X T IPF 9 TS IR 9T A 5 AR AU

=
2 i} k& 4B B ( alveolar epithelial cell, AECs)
{75 IPF

AECs 7£ IPF %9 th 94— )™ 32 56, X
Jits £ 24 Al 26 3 0 S5 06 2l ) R D R B 45 A BIF oY R )
AECs [y 1 2 TPF % 06 1 fre o0 s 28 %0 i — &
200 10076 e e S B T AR A e 1) 3 T, 2 B
T T B AF L B2 40 i (type T alveolar epithelial
cell, AT-I) B 40 ML 45 PN B 20 1 B DG I i ofe 20 it
2 BN SR, B R AR G0k 2 n 3h 505 18 =L
1 ke 5 By B S M 45 1 R, IR O 5 I S8 Rk
Forp e B BT SRl ik AECs 1 3F 8 (4 5 AN
I ACRAT Z 4511 AECs 3HGH B J2 Al DL 52 H O
ZERANTIEE . HOCT AECs J2& Qe i 7% LA K il i 15
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MRYE TR LI X —47 o, H X —PLH IF A
R A #H NN AECs Sl FH— AR 2 02 <7 19 5
o VAR R 2RI RS R S LAY o

BAE IPF p X — 2 E AL B FL, AECs %
U AT-T 5 0, AT-T0 3G A JE K, 3 100 36 i fild 46 T 376
PEY) 5T ( pulmonary surfactant) 5 3 1% i ¥ 35 B

JIls 2 T 1 Bl AT-TD 7 A, BT fE
S AR AT e Y00 VR — /= A T 1% 2 T 5 g T T v [ 4
AR AN i e IV SO TR VR ek 7/ B e R
A 10% W8 S, Horb A b R S il 2 T T
Y i 45 4 2 1 ( surfactant-associated protein, SP) ,
4390k SP-A [SP-B SP-C I SP-D, f i iff 58 45 K 3=
WY SP-A FE 38 35 filf 41 235 0 KW L 40 i R TR b
2 M 52 B E D7 AT AR YL BN B B
H B (wild type, WT) /) BLUFT SP-A & B /S B ( SP-
A7) A T Ok A R R A T A, 2 R R
BLSP-A TN R AT R Y SE T 3R 5 [ A R M A
T AR FE TR AN A il K i B AR A A 2
PAT A% O & B SP-A 7T N RUFE T Ok B R RIS
AECs P T-RWI B8 T WT /Nl King %3 i 1 4%
R HE 5 5 I 453 495 WT /N BURE SP-D ™" /N, R 3R
SP-D ™" /NEUIL - 6 Fl TNF - o K i %K F WT
VB KL — I A 4R v 0 IR T (granulocyte-
macrophage colony stimulating factor, GM-CSF) 7k 3
EF WT/INELS 57 o B 32 7% 76 il 422 il 46t 17 Bt
1, SP-D 1 il 58 AE 2 7 1AM ] BRL AR A AL ) i F% T g
el it GM-CSF 42 SE B o Sisson 55 I JFs U 3 45
T MR RE 2R A2 A O T 10 A B TR B O R R DA
SPERE R AT-TT 5 40, 25 2Rk BRIl R & e 3%
BT HLR AR A G A3 0T A Ml I 2 A ) B AR, i
i SR 7 A AR A R BRI R B A% 1
iR /N B AECs Hh I 2 TR B TR I 52 1 Hh Y Shp2
( Src
phosphatase , Shp2) J& , /IN B 2 11 1 4 9 T &k & &
K AR /MRS CAECs P8 T 3G I Ot A £F 2 Ak ik
170 AN B B SP-D TN U 41 8 A e
1o 4 98 M 20 i R 9 AN e 2T 4 AL I T (TGF - g1 Al
PDGF-AA) , HOR I T B b i 21 4 40 i A 6 B
fly CXCR4™ DL E#B4R /% AECs Ty it 45 4 B il &
TE T35 4R ) Jo A il 1 4 A 1 i i AR b oA R AR
FAECH R B 5T 2 202 4R vh AR R A 3l ) 52 56 K
L, HRRR B S B — AT 2 22 A Al R I
PR ST EAE 23X — L], (53X 28 T AR X T R ATHF 5

homology 2  domain-containing  tyrosine

IPF J2 2 SCHE B,

1E AECs 45 518 52 o B vy, A AT 5k A 1 23 5l
A8 ) B8 SR AN I3 W Y A8 38, X A B ] R A — A
LR ECM R I BB S TF IR, 2 5 B [N )
Jeb Sl 3 040 1) 50 B R Y A 0 B AL A 2T 4E 2R
. TEEHIE O T, AECs 75 71 bR £F 4k 5 (1 Bt bt
HETT T B 21 #1585 1Y 45805 8 2 9F 47 48 52 B I A I
(4,76 TPF A s F v, W58 B AR U o 3 vk
JE e BEY) BT, B LAY J2 , AECs BLF- 1
P2 BE W) [T RN LT 4t 2 VA R ROAE T, X — AR R R
AECs {2 &E/E I n] G 2 iF — 2B 51 & TPF 1Y & 4
HAAE xS 259 2 b S BORY I R 28 L — PRI IR A
(‘salvianolic acid A, SAA) FYHF5T & BLE v] L) B 23
il 0L /)N Al 1 2R 4R A I AR B S, A I R 2 A T BE B Ik
IV ) 2T 24 4 B 5 PN R A L 2 fil, S TG 4 )
TR I I v P41 36 A ) 2% i F A At £ L B
FE R B Kubo ZEFEM 57 HT BE 1L 25 ¥ X TPF &8 35 1Y 4
FH B & LTS 0 Bt 58 25 20 (8 3 3 AR A7 T R 35 R
(63% vs. 35% ) ; P4 B & 2RI (Y & AR 3202 A
M EARME B PR TR A RS TR
CH(T1% s 18% ) W AE SR 2 4
At 20 2 e BLBE I K+ X 3k B, R HAE LR
B AECs 1 e L Y A 4 T 0
AECs WHl— R FI{E 5ok SC B0, Horp e B 2 i A7
i M B TS 32 {K ( proteinase-activated receptors,
PARs) , JUHJE PAR, , [R]I BIF5¢ & BLAE TPF 835
PAR, ik 3 &, I B E PAR, 1/ BRUAT A 2K 1
KT R PRI EAL 5 b, PAR, 76 il i £F 4
A O 5 AT B9 PDGF [ CTGF 1Y 7K - £l 2% it
J5L BRI JUL B A 40 B 6 43 A

3 B4 4 48 B ( fibroblast ) /AL By 4 4 40 A
( myofibroblast) 5 IPF

JET A A0 M BN D 2 IPF i i A o de 2 22 1Y
RO A, CTGF Z v fie 2 BE 1 40 L, i 70 fb 7
ZANE RS, S S5HUE Y R Z AL E B
EEE, TEIEWABELT, KNA— R RE7ER
T HE A A HEAT RS B 9 45 R UE ECM I A 5 1
AL SRS . — BV 2 B0 R R 2
PG AECs , 24500 W) 7 22 K A0 I X1, 3 5
2T 4 20 T B K B

1E IPF K@ik it h , 52 K IER R o V) i i
B A W] 0 A 2 2 285 o R A e AT A A i
(B, FESE TPE 9 41 U0 B2 4R 5 R B AECs
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TV 2 WUTE B B OIS 1Y R £ 2 0 P RN UL B 2T 4
M, AT ECM Z b, iz kARG TG sh Ve i 21
YAl X, Bl Z R 2 R ECM Ay S LR
it B ABE S5 Y i 2 2S5 R IR . A W 5T K I EF
o 240 M kL 9 T BB N S TPF &0 i ATk N &
B ELR$5 5 1 M v BE 2 20 v B T 24 240 B 1) 00 N
IS B D S W A W VB R ) VT o
DU 0518 52 00 T 18 0 924 475 i i 8 T 25 R Al
JULRSC T 2 4 A A B R A, B[] U2 X — i B R R &
AAE IPF B 5 b RS A LR R YRR T IPF (1
WA A RO R T R X R A
BLEI B IR AE R, SO e B+ A KK U
K ECM 72 Jifi i S 00 52 vb (9 AR B A FHAG OC , DT A
TR e e R N R Se i e, 7 oh, &R
S A T ( tissue
metalloproteinases, TIMP) Fl3& i 4 J& 5 H [ ( matrix
metalloproteinases, MMPs) [ 2 fif 2= fiff ECM [ fi#
B, I SEHR AT A BE 2F A A ry ok B R0 R U RE T AT
He Al 55 30 £ AL Z 18] R LA OC R R

TE i 3545 4 300, LA £F 4 40 B 3= 2 ) i 2 43
ECM R A% 52 45 45 149 4 205 7 B 30, 3ok 26 40 i ol 2 e
ok TR 4 B Y T A A AR T 2 W s b 5 A B, i 2R
o 4 40 200 i kAR R 0 2 R A T A — &R
S E AR, — 5 1 2 X AECs By IE 8 B Ak
PR BRSO — J7 T 23 i N ECM [ ZE AL AR
PRSI S B AIF 5 4 BT, TPF O 5 A% Bl 21 4 40 i B 1% 7
A R R BT AECs MR T, X — i FEAE RN
WA RES KA 350, WULET 2 40 i 58wl 5 5l
JKcTiE A F1 B IX & PR MMP & ] B fiff 3 I8 I, O 3
H AECs &5 250 , [m] I ] £ 7 1l 21 4 40 g A UL
JICET 4 240 L ) T2 A%

X I 2 2 S 2T 2 AR i Y R TR A IR S
—HE W H A AT s A ORI T LA =
D31 s (1) il 25 20 AT — 6 il 21 4 0 i i i T Ak
BB, 3K U 2 AT Y 20 R R R N — T
05 (2) 3k EMT & 4200 2k 0, BRI 8 b 52 40 i 7 4y
SE [ A B A JR O T 9] 8] 58 BT AN I 5 o Ak iy )
%X — & & W Greenberg G F1 Hay T 1982
AEAR T HA B K BT R B (salvianolic
acid B, SAB) A il i TGF - B ) i it 72 19 &
M H Rock %5 5 7 F 98 2 W i 45 4 Ak v i 22 1]
TR LA A U T EMT ! 350 5 LA i B 5 A A
A5, SR AT BE & WF 5T i T 40 LA 10 AN [R) DA B i

inhibitors  of

LR SR A0 L a0 B AR R AR N Rk 2 R AR
b, IRECVF 2T AL 5 5 7 BN TR, B 3 EMT O
TSR T 2 2 2 A0 B (3) SRR T B P AT 4
20 1) 43 Ak, 3 26 1) 5T o1 4 A B A AT 4
AMMIAERAY AN, T AR B ST B N B - TA)
1k ( endothelial-mesenchymal transition, EndoMT) 7R
AT L AT 4 A0 ok I = — L i 4T 4 A
I, % 86 i A2 0 23 8 2y, 3 AT 2H 2 b B 4T 4 A i
TR 2, T3 BT etk iy A

4 4£5iE

Hi T TPF & L 09 A Bl 25 B4 1936 97 ok
TARTK A R X {FLIE S 5 9 A 7 AT AT Ak B
ZAE YR A 25 50, th Tl )t AECs 52 3
Bis WU AT BB 52, I RO IR 2 5 Hovh
— B8 S o s SR s g — 284
VT BT A 0 iR ) 200 i DR B R, T 4 A i S
WIGTOIF A R ECM AR & S 2IPF K
Ao FRATTXE T 3 L8 73 1~ BIL i F1 A o a4 B B g AN
Wi B 7E AL A K B, R R ATHR IR IPF /9 2 2%, X 75
BERRATCE Z 09 TAE LA SR T LS B R 5
RNEI N

i i 1 22 FH G 3l W S 5 AN oy T AR W S TS
F A2 0T & sl IEAEBETE B3R YT IPF 254t 1F 2 B
DAL AR AT, A0 PR s e BE A I 2 25 Wy A L I 1
O TR LT A 20 i 3 G R S AR b — e B
X ECM AECs [ & 53 48 % e B A2 936 )7 25 B
BIWAEWE S o (EAF —f2 o, FR IR A9 A% 58 b B2 25 78
X —J7 T A A R AR, A R R BN B
A T B2 PR A AR, R T P 2 rh R B T 2]
VA fiff 27 A AL 10 o, EL iR Tl 2 520, o 1AL
] A B K 3k A 2 BR AR 24 e R R 1] [ B Y
Mz —, HHEEEN ALY R R —
B B SR, BE AN, T IPF A S 1 BT RE 2 Al
IPF f)385 N7 BE 3 4% 58 , B — 245 W) OF A fE kS 3 AR 45 1Y
PR, SIS 2536 97 AT 7 A2 R [ B B0CR
1 H. F AT B — M 25 Py AT LA R s R TPF Y &
Ao ME— T DLIE K AT I I ) B4 07 ik R il A%
Ho HLAh, — S8 B IR YT T B A A T 40 i i 2f
AEAL A i 41 2 B microRNA i 53 1 1) 56 [ U0 R B
BN ST , ELRE S 2 A 3 A R E 200 i
W2 S Y SRA B IR T, B I Sh W 2 2 o A
i BIE 50 BB — b R T B, AN A, IPF
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