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[Abstract] Idiopathic pulmonary fibrosis (IPF) is a progressive interstitial lung disease with unknown
etiology and poor prognosis. At present, there are few antifibrotic drugs, which have limited efficacy and cause
diverse side effects in the treatment of IPF, failing to meet the clinical needs. Therefore, it is urgent to develop
more safe and effective drugs to treat IPF. Traditional Chinese medicine (TCM ) has garnered increasing attention
in recent years in the treatment of IPF due to its unique advantages. Increasing studies have shown that Chinese
medicines have remarkable therapeutic effects on IPF and broad application prospects. However, the unclear
material basis and mechanism in treating IPF hinders the modernization, internationalization, and clinical
application of Chinese medicines. Therefore, it is essential to decipher the mechanism of the active components
in Chinese medicines in treating IPF, which has gradually become a hot spot in the research on IPF. Increasing
research results have demonstrated that anti-inflammation, anti-oxidation, inhibition of epithelial-mesenchymal

transition are involved in the treatment of IPF with these active components, whereas the systematic research and
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summary remain to be carried out. By reviewing the articles about the treatment of IPF with the active
components in Chinese medicines in recent years, this paper summarizes the mechanism and experimental

studies and puts forward the existing problems in the research on the mechanism, aiming to provide references

for the further basic research on IPF and the development of targerted drugs.
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Table 1 Distribution frequency of mechanism of action of effective components of traditional Chinese medicine in treatment of IPF
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7l E-cadherin ¢ 35 , ¥ % EMT ¥EfE . 0 Ah , B BF5E
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B AR B K EMT JE R 16550 40 i 1 WSS 2 R 1R
IGYT IPF, A KA 00 0 W 1, Ok T I J Il IR 3
65 5 UE FLT AL
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i 3 I #5 TGF-B,/FoxO3a {5 5 il % & 5 51 4T 4k fb A
Mo 25 BT, B Hi 2 Al 38 f p38 MAPK . JNK |
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5 miRNA-21 1 5 5 335 A ¢, T 1 8 3 7T
i B AR BLM 5 5 19 IPF A /)N fl miRNA-21 () % 35
KA $ % Smad7 (9 2 3k, i 1 1 58 JH X Smad3 8
1% Ak B4 I VE T L F 98 TGE-B,/Smad Y 0 RE /1, FHL
1E EMT & 4 . HiZ 25 HEi s >, IR 97 IPF
A VE HIBL AT 5 2 — 2L B ik
244 AZHHTF ASBEFRERAASH—F
= RAT G Y o /AR IR M AE K B F (PDGF)
JE — b B SR e Ak AR KR T, R 68 R AUE fb
Fbs Jf- (2 #F 38 5H 434k, I 0 sk 1 Jie J5E i 45 Bl . B
B IS K BN S AT Re, ol AR BLM i $ 1)
IPF K BUAY il 2 % L o-SMA Kz ifit /)5 Az I8 1k A K A
F-A(PDGF-A) W& IL KV $278 NS Rg, Al g
HA YT IPFE A B 25 H i s b, HAEH
AreiE— LR E,
2.5 [k
251 FZBE0, FESEENFES b3 B0 —
CEERAEA G Y . WA TR KRB, S,
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FE /D TPF K B 2H 23 48 i 448 . (v i Aor 48 A L e
o1 i 55 ) 1 B0 K AR R T (TNF-a  IL-18 F1 IL-6)
B B R R ORE N, il 3 B {IK MDA L MPO ., —
INOS . COX-2 [ & 3 Il % 48 1k O 8 2 7, [] B ]
4 TGF-B, T 2 2 AR FE U 5(ALKS) A Smad2/3
1 2% 3% 7K SF- 3 TGF-B,/ALK5/Smad2/3 {5 5 J% .
J U S SO R B, PSR T RT3 IPF K R
ZH 21 CD68 1 %35 M Col- T HYP 1y & 1 W % 4 Ui
SN AT ECM U AR, 38 ik b /N e AR -1 T R AR
a-SMA .FN i JE 2 4 , FF 15 E-cadherin fif & 1 #7
#il EMT pE#& , EL ] f& A% TGF-B, [ RNA Fl & 1 %3k
S Smad2 . Smad3 (1) % 2 {7k °F- , # il TGF-B/Smad
GO E B . TR R S, T
3 BLM 5 3 19 IPF K BRI 20 211 48 55 ok R 3% fk
fiti -2(ACE-2) . I & % 7k & 1-7(ANG-(1-7) 9 & 1
Pk R PSS T, 0T A8 o 3 R - Rk
F - (RAAS) R GE R EDLAF 4E 10 E T L &5 L
R N | BNTB T RO ([ el e AN = W I
ECM UL . EMT % Z F L 16 J7 TPF-,
252 KREER KB RE MK E P32 B0 —fh
TR A . GUAN GV g5 R0, K8 & nl i
1t ] TGF-B, 5 1) Smad2/3 Fll STAT3 1 3% , M
T4 i TPF K BT 2 23 vb 48 5 200 L (15 4 i R
B 40 it 25 ) B 32 1 B AIR TNF-a  IL-6 VIR 52 26 1 Y
F 35 KO 958 2 R, JF A RE IR o -SMA FN |
Col-IV i) & 15 0 il Fbs fk J ECM UL AL . P 13 20>
WF 5% & B, K F GBIk 2> TGF-B, 1% 5 1 A549 41 g
i Col- T Je i U 8 (1 g 3k, M il EMT o & | W] if
A TF A WEAR Y ATGs 1Y 23k K -, 320 i 4
JL 19 PR R AR AR I . R BT, KRR
A BE A A 10046 8 AE S50 A ECM TR | 48 ik 41 i
LB IRIRYT IPF,
2,53 JREHLH EARCH R A SRR EEIEE
By o BESE R B, AL AT R K a-SMA I FN ) 3%
KA Fos 40 M 2 46 0 LIU %59 3 — 0 98 &
P, AL AEAS T I TGF-B, B 2 1k L K Smad2/3 Fil
ERK 1/2 F) 8 12 1k 7K - 301 4] TGF-B/Smad/ERK i %
TR a-SMA (47 % 85 1 (HYP  Col £ ik, Jt & E-
cadherin ) 3 X I 5% ECM ULFR 1 EMT, 6] i 38
ALY TNF-a  IL-6 IL-13 (1) % 35 U 4% 48 E [ I, I
T3 MDA F1 MPO 1 3% 3k #1l il =1k 0 3. 25 b
W, PR T 38 G A Al B AR R R R DL
FUEMT # #4697 IPF,
2,54 HERIER O ERLRE SR PRI — P Y
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BRI A W) o NIE S5 0F 58 & B, 55 5 25 0] 38 3 [
ik p38 MAPK Fll Akt (1) 852 {t /K V- 9 i p38 MAPK |
AR5 530 0 0 | HE 4 ] Fbs 1y 34 58 B A | fiff
20 B 3 BEL I AE G 30 R GL/M B 4 e LA T [ i
A D a-SMA (ZF 3% 8 1 M Col- [ Col- i 7=
WA ECM UTRL . R L, 48 5 28 ] B 2 3 o {2 if IPF
fifi Fbs i T~ .24 3% ECM UL BLIA YT TPF,

2.6 Mk

2.6.1 LR LWEREMNEZE PRI —
FKlEY . R LN, ZEHREEMEH TGF-B, £
K158 [ I AT 38 5 0 4 NF-wB 3, #5198 ROS |
MDA \ TNF-a 1 3 35 , 8 5 IPF fiti 2 23 1Y) 4801k 07 %
KNS 5y A & B, 2% ¥ vl il it R 9 Bel-2
B LM Bax 8 Rk 2 Fos & AR QL9 T
KAEPUE HeARAE Y. BeAh, 28 F el ol i
1o 48 Ak ) Tt AR 25 B ) T A2 AR y (PPAR-y) L T ¥ I
INMRAT A A K I F RB(PDGFR-8) . o -SMA K
Col- I 1y 3RIEKF, 0l TGF-B,15 T 19 fili Fbs 11 34
B AN Ay AR, gF b ik, 22 8 n] 3l o 10 i TGF-B,
193238 B AL AR A0 B T A 2 R R AR R BT
AR, AT REJE — AR YT IPF IS TE 259 .
2.6.2 FHMR PR 2 N FE S 4R B — b
Kb A& . PAN O 5E Kk B, FHEY R AT LA RE AR
TGF-B, {23k , il 2 JE U0 R AN Fbs A 36 78 1T #% Al
i BR L LT 38 kI 9 40 e JE B0 ) B pS3.p21 1Y
FIRKF 40 A0 MR 8 3 DL E, B, Kbt M T
Bel-2 8 F Y ik, DT 55 40 i J& 409 BHL 3 £ 2F Fbs
R T . (R 2 B BT s A AR - ALEA AT
5 FHIE

2.7 KNHEK

271 MIKFE O WIKFREERRA KT —
P SRS, A S L R T R AT LA
i L N 9 TGF-B, 175 5 /Y Jili Fos 41 il Ras #H ¢ 1Y C3
7 ZEY 1 (Rac-1) \ROS 4 A= B % K il Fbs 1 4
A B K S, HE T A T Fos 7Y 34 58 AT Col- T
Col-T (4 & 18, BEAR a-SMA K, I 4% ECM JT A .
FANG %51 E — 2B 5% & 3R, g IK 1 28 AT % BLM
53 19 IPF /)N B4 il 25 3453 43 27 2 Ak el 2% 00 1)
Fbs 73 At Fl I i 26 09 & B, IF AT 2 5 8 TGF-B,
5 5 1 300 D R AT T i e T v A TR W TR 4R A T 4
(NOX4) ik \ROS My A= iU AT Smad3 i LT , 1 1M
I TGF-B,/NOX4 A T Wy A AL I i S vy o &5 b, i
JRF R F 2T o B AL 6 ECM TTRUR iR 97
IPF i1EH .
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272 HWRFLHE LR TFLRENLWKRTHER —FMERALEY. EREFE WM, L5

B —FARIRRERLEGY. BaOHEIHR LN
TR T 20 2% 0l LAl 35 TPF R 0 /) BRI 26 4 A 4 1k
21 2 Ak 55 B 0, HLREFE AR HY P 2635 /K F, 410 il
JiE i A 4 1 A R, ) sE AT BE S e i 4 4 SOD
I 2T E A BE-1(HO-1) 3635, FFAIK 8- 11 41l i R
(8-is0-PGF) (1 &3k , MM Ul 4 48 Ak IO 384 =2 7 % #5 9it
it £ 2 A A <

2.8 Hitb

2.8.1 JKIEEZE KRR G I fk 2 2 1 KO Y
FEIEME R Ay . BFAE & B, K iE K AE I % TPF K R
fili 20 23 1) 5 SE 405, LB 43 F 8 CTGF .a-SMA
Y R IL W Fos 19 4346, > ECM TR Bk
S TR SY B PR, 7E IPF B K B Akt B TR 1k
Akt(p-Akt) [ 8 H 8 B 8 T+ 5, 4878 PI3K/Akt (R
Sl AT RE S 5 T IPF BB AL, T K 15 K AE FE K
Akt.p-Akt 8 [ 1) Rk, &5 7K 0% 5 Al 38 & PI3K/
Ak IR YT IPF, 2221 %7 0F 5% & B, 7K % 25 0T LA
U TP ASE AR K R 2 20 1) o B 95 495 0 2F 4 4k, B
EG £F 7 T D8 0% 0 4 770 -1 (PAT-1) A9 mRNA 1 85
FI 238 7KF , #2787k 0% 28 AT BEAE 86 L - 27 75 R 46
IGIT IPF, Hp S DAk i BHEL G 4% /2 IPF % 81 205 AL 2
— GG R T B R T I AR YA
4 AR A FHBIL R [ Ao A0 2 1 955 i Ak i 25 o 24 75 By
6 IPF J7 10 AT g HL A ) I A R i 3%, oK ol (73 IR
N

282 ZLERY ZLE R ML E R bR

®2 WHEFHBSIET IPFRHEEERNH G

T 18 IPF #% # K B p-Akt . # % /£ mTOR (p-mTOR)
Il TR Ak A2 B 1R S6 25 11 I (p-p70S6K) Y 2 35 7K
-, il PI3K/Akt/mTOR {55 5 3 B, AT 8 P4 52
D 7 384 AH O 2 FOBE IR 15 A 1 78 (GRP78) VI R 45
A& AR E A (CHOP) F5 5 i#0G 7 -4(ATF-4)
FePUam M A% e 5 I 1 X B 454 8 1 (XBP-1) il %5
KT, A il 2L 20 D S5 ) 7 8 T R A £ 4 AL
YEH . R 25 B iy i 882>, R 97 IPF 4R H
BLHITS A Ff B 0IE
2.8.3 LM TR M AEZ PRI —Fh KR AL
B AR RS AR IRE S R B, 22 B AT LLUE % BLM
JIT B[ TPF A58 A8 /N BT 2 280 B4 e 5 350 AR R L 45
15, BEA% Col- T .a-SMA FIHYP (1) £ 1k 7K -, [ i} g
O % R B, AH G -2 (Nrf2) |, T R IR
MDA [ 1k, B il SOD 3% 4 , ek 5 4801k b7 34 &% 15 Bt
FAEAAEN
2.8.4  REERE  RREE R BRI A R R — FhEE 2R
LB . YANSETORFGE R B, TRBE I AT R I IL-18.
TNF-a #2235 W 5% R E I, 8] B T 58 5 B I
HYP.a-SMA % ik , J+ & E-cadherin [ £ 35 #1 iil
EMT R . eAh, PRI 8 nT I i3 e A Ak il 2 i 4
b9 B AL (T-SOD) 1) 2% 35, B K ROS .MDA 1 %
TR A N B R o (HIZ 2 H TR g i AR
FHAILEIAT A 1 1 — 25 0 5% 36 4IF

w24 A5 80 4 3R T TPF A B AR A ML R 48 1T
W22,

Table 2 Statistics of specific mechanism of action of effective components of traditional Chinese medicine in treating IPF

%
K AR Bl /40 A 250070 5t/ i FH ML ) 2 3 ft i;
W HEREY SD R, BLM(5Smg-kg') 100,200,400 mg- kg™ % 48 4iE ST i [12]
(TSl = ol ol Vi
SD K fl,BLM(5 mg-kg") 100,200,400 mg-kg" il ECM VL [13]
SD KL, BLM(5 mg-kg");HFL ' 4}y, 28 TGF,S 100,200,400 mg-kg" {iff Fbs#1-, TGFB/Smad 5 58 | [14]
EEAET SDAR,BLM(5 mg-kg™) 20.40.80 mg Boge Ml AECs T Ml m A [15]
f: \bFGF/VEGF/VEGFR i fif; |
SHREE  MRC-541.%4 TGFB,(5 pg- L) ik 20 mg- L WOE AN F 0, PISK/AKYmTOR GBS | [16]
JT %46 % BALB/c/Mil\A549 RLE-6TN4i,BLM(5 mg-kg")  30.60.90 mg kg LR Wi EMT i 2 [17]
WA A2aRFEHFR/NFUEF A8 Balb / ¢/NiLBLM(S Uskg™) 120 mg- kg™ A2aR T ,ERK1/238 %% | [18]
ASA9 I, % TGF-B,(5 pg-L)ET 5.10.20 pmol-L" il EMT [19]
it i & C57BL/6 /MR, BLM(1.25 U-kg™") ; fili Fbs, £8 FasL . 30 mg kg {2 HE 5 % Fos 20 L 4 1 [20]
TRAIL i% &
ik AN C57BL/6J /ML, BLM(0.03U/H ) ;MRC-5 . MLE-12 80 mg-kg'' P e , M UL, Sting | [22]
4NHE, 4 TGF-B(10 pg-L)iES
BRE HFLFs 41}l , 28 TGF-B, (5 pg L") 200,100.50 wmol-L™" 55 Fos 4 A 7=, Mkl EMT [23]
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gk
e . . . . " 2%
M AR Bh /40 o A 2 ) e AE R DL ] 53 it
2 el 24D KM/MEL, BLM(5 mg-kg™) 2.0 mg-kg ik AECs T [24]
KM /MR, BLM(5 mg-kg") 2.0 mg-kg' M EMT, Wnt/B-catenin {5 5 i # | [25]
AS49 1ML, 2 TGF-B,(10 pg-LHIES 0.5.1.0,2.0 pmol-L" #iifil EMT, mTOR i j#% | [26]
HELF 4l , 2 TGF-8,(1.0 pg-L)if S 0.5.1.0.2.0 pmol-L" 4l EMT .ECM Ui B!, TGF-B,/ [27]

A A
L yieL Nt

S

HHE AT

B B

ANSBAF

WK FIEM,

PN

JRALTY

C57BL/6 /Nl ,BLM(2.5 mg-kg™)
C57BL/6J /I ,BLM (5 mg-kg™")
SD A fl,BLM(5 mg-kg")
C57BL/6 /N, BLM(5 mg-kg")
C57BL/6 /N, BLM(2.5mg-kg")
MRC-5 4l , 2 TGF-B,(2.0 pg- L)%
SD Kl ,BLM(5 mg-kg™")

SD K ,BLM(5 mg-kg™")

ICR /ML, BLM(5 U-kg™)
Wistar K f,BLM(1 mg-kg™)
Wistar K f,BLM(1 mg-kg™")
Wistar K f,BLM(5 mg-kg™)

C57BL/6 /N, BLM(10 mg-kg™")

KEL,BLM(5 mg-kg'); AS49 4l il , 2 TGF-8,
(10 pg- LS
C57BL/ME,BLM(2 U-kg™)
C57BL/6 /MR, BLM(10 mg-kg")
MRC-5 4l fifl, 2 LPS(1 mg- L) %S
SD Kl ,BLM(3 mg-kg™")
C57BL/6 /N, BLM (10 mg-kg™)

SD A ,BLM(10 mg-kg")

SD Kl ,BLM(5 mg-kg™)

SD Kl ,BLM(5 mg-kg"'); A549 4l , £ TGF-B,

(10 pg- LS

SD Ak ,BLM(5 mg-kg")

SD KB, BLM(3 mg-kg'); A549 40 Jifi , 4 TGF-B,

(10 pg-LHiFE S
AS49 AL, 2 TGF-B,(10 pg L) AT
AS549 40, 2 TGF-B1(1 pg L) FES

SD Kl ,BLM(5 mg-kg"'); A549 4l Jfl , 2 TGF-B,

(10 pg- LS
CS7BL/6 /NIl Fbs, 28 TGF-8,(10 pg-L™)i% S

SD Kl ,BLM(5 mg-kg™)
AS49 410, 2 TGF-B,(5 pg L) ifE T
AS49 41, 2 TGF-B,(5 pg-L)ifET

40 mg- kg

10 mg kg

50,100 mg kg™

25 mg kg’
15mg-kg'-d"
20.40.80 wmol-L"
200 mg-kg'-d”
1.25.2.5.5.0 mL-kg"
60.20.10 mg kg™
50,100,200 mg-kg™
50,100,200 mg-kg™
50,100,200 mg kg

25.50.100 mg-kg’'

20 mg-kg’

40.8 mg-kg'-d"
50 mg kg’
10.20.,40 wmol-L"'
15.30.60 mg- kg

43 mg- kg

18.36.72 mg- kg

15 mg-kg'

10 pmol- L™

10g-L"

10.20.40 mg- kg

200 mg-L"
25 wmol-L"!

10.40.160 mg kg™

0.1.0.3,1.0.3.0,
10.0 wmol-L"!

50 mg kg’
5.10,20 pmol-L"

5.10.20 pmol-L"

Smads {5 538 #% |

PR A E A R AR AL TGFB, | [28]

¥4 ., TGF-B .NF-«B | [29]
MMP-2 MMP-9 | [30]
JAK/STAT1 JAK/STAT3 iffi % | [31]
AT 47 PR/ W 20 L 3 Y s [32]
il Fos 5% 531k , MAPK i % | [33]
TGF-B, M5 ki [34]
M EMT, Shhil i | [35]
a-SMA . TGF-8, .HYP | [36]
LA BT A, CD34 | [37]
bFGF | [38]

046010 % B 42 ,CD34 . VEGF \Ang-2 | [39]
HOSR A0 [ L 9 EMT, PI3K/ [40]

Akt/mTOR i % |

Bk Pk, Wil EMT, TGF-8,/ [41]

PI3K/Akt/FoxO3a 3 i |

miR-29b T, TGF8,/Smad3 {55k | [42]

SR AN W A A0 AR T
p38 MAPK . INK {5 51 % |

TGF-B,/FoxO3a f& 5 il # |

[43]
[44]
[45]

W EMT,miRNA-21 | . TGF-8,/ [46]

smad i # | ,
a-SMA .PDGF-A |

[47]

ik FiA Ak, TGF-B,/ALKS/Smad2/ [48]

35 % |

M4 EMT, Caveolin-1 T , TGF-8/ [49]
Smad |
ACE-2 ANG-(1-7) 1 [50]
P& , M Fos 23k S ECM UL FL [51]
P EMT , 3 58 20 0 [52]
a-SMA HFHEHENH | [53]

ok Pusadl, i ECM Ui, [54]
TGF-Bil % |

2 3E Fos T, 30l ECM UL, [55]
p38 MAPK i # | (Aktid i |
TGF, | [56]
NF-«B | Hi%fb [57]
it Fos P41 [58]

- 188 -
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LS )
KA AT A S5 e B o o
CS57BL/6 /)R Fbs, 28 TGF-8,(10 pg L)% T 5.25.50 pmol-L" 4| Fbs Ay 41 31k [59]
FHE R Wistar Kl ,BLM(5 mg-kg) ; /N 3T6 MZF4E400E 2.5.5.10 mg-kg 00 R JELUTR L A2 2 Fos 40 g 94 1= [60]
HKEIRFE  CSTBL/6I/NEUI Fbs, 42 TGF-8,(10 ng- L) i 1,10.50 pmol-L™" FrAUL, il Fos i34 58 K IUIRL [61]
27‘? C57/BL/ML,BLM(3 mg-kg') sMRC-5 411,22 40 mg-kg'' P4k, TGF-8,/NOX4 i % | [62]
TGF-B,(10 pg L)
HEF 4% C57TBL6/MR,BLM(2.5U-mL") 100 mg- kg B Ak, i kg A [63]
Hofh K i % Wistar K il ,BLM(4 mg-kg™) I mL-kg'-d" VBl 98 AT 2 E [64]
Wistar K il ,BLM(2 mg-kg™") 1 mL-kg'-d" M Fos 194316 S ECM LR [65]
Wistar K il ,BLM(4 mg-kg") I mL-kg'-d" PI3K/Aktiti s | ,PAI-1 ] [66]
Wistar K fil ,BLM(2 mg-kg") I mL-kg'-d" PAI-1 ] [67]
ERH SDAR,BLM(2U-kg!) 150 pg-kg' Y484k, PI3K/Akt/mTOR {5 58 #% | [68]
Ed C57BL/6 /MR ,BLM(5 mg-kg") 10,20 mg-kg' Prsa b Nrf2 1 [69]
PR /NEL.BLM(4 mg-kg') ; AS49 4R fifl , 4 TGF-B,15%  17.5.35.70 mg-kg"  Hi e . Préefb, Ml EMT [70]

3 INEERE

VT AF R, o 2536 97 Bl 41 2 AL (9 WL A 75 H 25 38
Z W 253R 97 IPF () o0 25 il AR FH AL 345 2] 1 %)
B BEAE R ARSI KB, Hii b2
ARG T IPF AL A 58 DL B 2 ik 25 A
Bl R S R 2 i o S L TR 9 A 2 A RO
SPEFESE R MR KER ZHE, K2
Boh 25 401097 IPF AR AT Z 80 51 2l i 2 )2 IR
B VR FH R s, AR AL 2 3 223 i TGF-B/Smad .
mTOR .MAPK \PI3K/Akt 5515 5 i % 15 21 Ik 48 R AE
N AR B 3, s ECM UUAR, 30 EMT Al 1y 4%
Bk T AECs/Fbs I T2 ¢ 7, 18 5 20 A [ w0
GAE R R DU AL ROR . 2 P 25 2Ol o3 18
S5 AR B Be RS R B T IR YT IPF R E R 1, R
e — 5 TF & b 2B AE KR Y IPF IR T H 24 4 it
TEM S 2%,

Zi b, BRI 25 RO A6 9T TPF 9 HIL I B 5
WG T — 5 B B A G A AR A — SR
ORI AR ATIERESREZ K RIE
A% o B H TR % 24 BRSO 5 0 AL R AR 43 iF
8 S50 )5 1 A% GE s W) e A L SE 5 o &, 2 R BR
T 48 7% A A AE A 5, X DL 4 7 T L 7S 4 HUER RN
2 98 v 25 R0 43 AT REAF R 19 25 BEAE T AL S L
B ] 6 22 BAE T . @ s 2 0 I PR I v T B
UEIR VA M B ARWL A, ELAE I IR 5 Bm 10z T v L 245 9 26
J5 o AH B HET IPF Hh 2547 208 53 19 i %8 22 15 15 v
2GR IR Ty, Z b 25 Be AR5 AR L 2

A E A ik — L. O — 2591
#5 BT T ) g A7 3 e S 56 245 W) 1 ) e o e A AE
—E 2 S B T SEER A5 R AT L, HLER 05T
B2 X W) ROl BRI IRR . @@t — Pk
KRR, 28T 45 R AU BTS2 g ik 50 )= T, ik
Z e RS — A5 9 R H 7 A%

YT IR R BRI TE A R AL e sh B/
20 10 S 36 5k I 1 TPF Ay = e R R A
I DO SR R QLS STMER/Y NI E A ST,
WFFE I T 22 456 W 2% 25 Bl 22 3R 4 2 AR A 2
S5 AR WG BB 2 2 BT 5 O 1 L B SR IPF IR
07 25 )3T e AT IR M K A T 2 A RO K
VEFIBL o [R] i 0] 2232 J 2 (A 44 4 sl 4 L 400 i I 1
1o 2 TR R 2 X 24 B 9 A AL A AT SR 2
W . eSSBS T, nl IR B 2 I IR
0 K 2 Al BT S 09 R A 1) O PR D P o I A B 2
] 22 50K AL 58 1 R UL 5 SR R G IR T A
458  TEHRIEIRIE 1Y SN _E 278 A0 AL ) BIF 50 1R
AT 7 AL LA Ak T .
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