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[(FZE] BB T L0 R S B TE A W) I 1] %o s 8] J5T 2 48 AL A5 30 O BRI 8 8 AR 98 A5 92 ) . 757 3%« SPF 2% Wistar K R
144 543 g a8 (U] BRG] R A 4 (20 S IR v v AR SR A, SR I A R U T A T I A T A A AR A X A
552 KB, & 2GR 43 0 45 T AR R e 2 ), e I ) R S IR YT 14,28 d, S dE AR B LSRRI A N AR KX T (VEGE)
K HZ R (VEGFR2) £k, &R 14,28 d A4 K R4 41 VEGF, VEGFR2 £k A A B35k ( P <0.05, P<0.01),
14 d 21 B B & 7 4 K BRI 241 2 VEGF, VEGFR2 RiA % 14 d BERI 38 55 (P <0.05) , 28 d £1 1 2 il & Kl i 41 VEGF,
VEGFR2 ik /K P45 28 d T4 38 55 (P <0.05) . 14,28 d LI FEH FRAR M it 41 VEGF \VEGFR2 R ik%¢ 28 d BT ML, 14,
28 d LK H A TP R 40 VEGF , VEGFR2 Kik4 T 14,28 d &l 41 5L A Z ] B 5 14,28 d BEAVA AR TG 124 B Lo
BEAR - 41 R WA BT A8 2k Ak B4 T LRI T R 2 58 Ak 00 ) S A B A AR SOG4 2F I (VEGF J¢ VEGFR2) |, 3 it 410 i 7 5 8 3 il
YA R, TR B T AT 7 il 27 4R AR VR A .
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[ Abstract ] Objective: To study the effect of Hedysari Radix flavonoids in different time points on
angiogenesis index in the pulmonary interstitial fibrosis rat model. Method: Hundred and forty-four SPF Wistar
rats were distributed to blank group, model group, prednisone group, Hedysari Radix flavonoids high, middle, low
dose groups by bleomycin intratracheal instillation method to establish the model of pulmonary fibrosis. From the
second day after modeling, the corresponding drugs were given to each group, ig for 14 days or 28 days.
Immunohistochemistry method was used to observe the expression of vascular endothelial growth factor ( VEGF) and
its receptor ( VEGFR2). Result: Model groups 14, 28 days VEGF and VEGFR2 increased significantly when
compared with the control group. Compared with 14 d model group, high dose flavonoids group in VEGF and
VEGFR2 expression decreased ( P < 0.05). Compared with 28 d model group, high dose flavonoids group in
VEGF and VEGFR2 expression decreased significantly (P < 0.05). Fourteen, 28 d low dose groups had no
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significant difference with the 28 d model group, in VEGF and VEGFR2 expression. 14, 28 d middle dose groups
in expression of VEGF and VEGFR2 were between 14, 28 d high dose group and low dose group, and had no

statistical significance with 14 d, 28 d model group. Conclusion: The anti fibrosis mechanism of Hedysari Radix

flavonoids was probably through inhibiting angiogenesis related factor VEGF and VEGFR2 to inhibit the formation of

pathological angiogenesis resulting in the delayed pulmonary fibrosis.
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(VEGFR2) 35 (1 52 i, LI #3210 1€ 3 1 A i i)
Jo £F Ak A 7 VR FH AL o
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1.1 zY SPF %% Wistar K 144 2, Ml & 2F
R T (200 +20) g, F H M H B 27 B BHIF S 50 oo 32
fit, SCE sh W B A M UE g 5 SCXK () 2011-
0001-0000614 ; =) 4 52 56 15 e FH 3 4% 5 SCXK
(H)2011-0001-0000362
L2 5l SR & R (MR RS
FAMRAT S 120727 ) 5 5= W L7 4E 2 4 (R
R 2=, S 110311) 5 s B ke 2 4 (b
FALZE R 2\ S 101021) il R Uk JE A B (7T
il 35 41 25 B4 A5 BR A w1, 3iE5 110810) ¥ 455 7 DAB
A& (P2 el A B ARABRA R, K1266071) ;
VEGF kil 5 & (h A2 & EWHE AR AR A A,
K2311) ; VEGFR2 X 7 & (g ot S A= 4 B
ARA R F,360692) — 41 SP-9001 A= Ebric 1L
Fhif G MR & (PR Sl HEARA R
Al,12122A11) .
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B 24 BE BHIF S 56 v 24 10 o 3R S 00 s BRI A B
SE (LR B 50% DA 1) o Pl 25 Wk B < 20 1 B v
o R R R 2.25,1.50,0.75 gL',
1.4 U & CX21 A Y 8 M (HAK
OLYMPUS) ; Il /R 5 @] MIiE B AL ¥ R 48 (1L 7R 5
AL A BRA H]) 5 ER 248 2 BI-2000 [= 2% &% 43 #7
R (N BEBERHEARAA) .
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2.1 Zh¥srdl KR 144 H MEMESS | 38 Ny MR 5%
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2.2 YRR ENMERFESY 3 dE, SR
SCHRT7 31— WM A P A S AR B ok B
HRER KW 5 mL-kg ™" & il il £F 4 fL AR A

2.3 H[AFE NEREHE2 RE,BH LTS
L5251 K HR I IA] R0 ) i 2 iR YT 14,28 d L
SLRNAFE SR ET 1 d, 0T 445 2550 i i Rl
PR v A 3 70 A3 503 A 1 B8, [R) B 25 6 SR LA
AT LU i D) it S A S 5 19 26 24 5K o, 2101 I 4G
i o A (22.5,15,7.5 mgekg ') AT EE
B 1 AT LA 0. 5% 2 W R 25 4 22 40 V75 W TC ) A
O VR B TSR, SR AN 2 45 T RS TR TR JE AR |, 45 245 7
oM 3 mg-kg L I ETLL 0. 5% ¥ 13 27 4k K i
WHCH . AERLZE AN ZS AL 45 T R TR 0. 5% 2 H L
LTUEFFEW 1 mL-100 g~ EH .

2.4 WARE FHKRMTHZ) 14,28 d 432 1K
KA T HAT AR ARkl , R IR 25 )5 , 45 K B
AREORARIK 24 hip BRI, 59 O BB IS, N0 43 2 M
L, By A i i 2 2 2 D) S, #E4T Masson
Yetr, G Ak kil VEGF \VEGFR2,

2.5 JRASH G SR Szapiel 2l ek
T o i 27 4 A (0 ~ 3 ) WRRBE 5 148 N e AR KA1
(VEGF) J VEGFR2 ik it i 7 vk f s e 24 b
@) i & T CX21 & Olympus 1F & I fif B 1
Olympus & {5 %08 CCD '~ , 4 sh WL 5 5k 80 fr,
Bk Ul BEHLIE I S AN E & LB, 7E 400 £ 45
T AT AR R . SR E SR TR #R 48 M BI-2000 =
BRI BT R G AT R A3, R BRI 20 2340 7 i
0787 3 A4 AH G A 2 PR f i 2 Ak s £ B PE 3R 5K D A
O A RORLIR I A2 £5 3 B 2R 3k 0 B RO % B E
eI (IA) §

K SPSS 17. 0 G835 A% 43 B, 4 52 56 %5 408 Fe
FREE IR x £5 FoR A E] B ERAT B KR 7 22 43 i
P <0.05 A Gtitv 5.
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LV TC LT 2 A i 3 B 5 5 Y 2 il 21 2 A R R o ¥
TR ,28 d I fili 21 2 Ak ik 3 g 0, 5 a8 2 A b 22 5
HAGT 28 (P <0.01) ;5 (14942 21 45 fili 2T 4 fk
O3 G5 B AR B 98 (B TR G o 0 S AL R
Fiid e 70 i 20 14,28 d il 21 2 Al 73 905 A B 2 AR

FHRHAGIT#E X (P <0.01 8 P <0.05), I
x1,

®1 ZEXRWHAEULSRULBR (22,0 =12)

bl Jili £F 4 Ak 53 G/
21 51
/mg-kg ! 14 d 28 d
25 1 - 0 0.18 0. 40
A - 1.75 +0.75% 2.17 £0.72%
SR 3.0 1.58 +0.79 2.09 0. 70
21 T i 22.5 1.18 0. 40% 1.40 0. 70"
15 1. 60 £0.70 2.18 £0. 60
7.5 1.67 £0.65 2.27 £0.65

W HEEAREYP<0.05,2P<0.01; 5B HE P <
0.05,YP<0.01 (£2~3[[),
3.2 X R E N K VEGE Je H 3k
VEGFR2 K ik g 52 ma 14 d A5 A 20 B 2H 4
VEGF,VEGFR2 #iA%: 14 d 25 (A4H IS 38 (P <0. 05,
P <0.01);14 d 3% i #3 41 K Bl 41 41 VEGF,
VEGFR2 ik 5 14 d BRIV AHIT ; 14 d 21 B B &
FUAE ALK BUIT 4141 VEGF, VEGFR2 ik 4 14 d ##
BIZHE 55 (P <0.05), 28 d #i%IZH VEGF, VEGFR2
4 H5 5 T F38K -, 5 28 d 25 4 He A 3 0 o
(P <0.01,P <0.05);28 d 3% [ #* 41 VEGF,
VEGFR2 £ik# 28 d LAY ZH AT . 28 d 41 f ¥ I
B4t 4] VEGF, VEGFR2 23k /K 4% 28 d A1 41
W (P <0.05), Wk2~3,

K2 14d&HAKR VEGF,VEGFR2 (IA) b3

(x£s,n=12) x 10°
21 51 ) /mg- kg ™! VEGF VEGFR2
2 H - 8. 600 +0. 083 13.04 +0. 426
A - 27.34 £1.663"  22.45 +0.7912%
S 4 A 3.0 19.47 +1. 146 17.70 +0. 393
21 B B 22.5 11.98 +0.760%  16.82 +0. 584"
15 18.18 £1.0467  17.99 0. 123
7.5 22.83 £1.579 17.91 +0. 550

2 HARBMA L VEGF, VEGFR2 1 55 % ik,
20 A (03 5 AR 4 R B 4 20 VEGF, VEGFR2 %
ISR, A0 ME (B, LS 27 4R AT i e v 4n
% H B3E I, VEGE , VEGFR2 3 3K 715 A i 3 9 ; 9
AR ZH VEGF 2 3A 55450 B0 20 $2 30 5 41 ¥ B I oy )

%3 28d&4HAKXR VEGF,VEGFR2 (IA) L% (x £5,n=12)

x10°
20 5 Fl 4/ mg kg ™" VEGF VEGFR2
2 - 10. 85 0. 342 11.56 0. 347
T - 27.22 £0.915"  24.31 £0. 657"
SR Y 3.0 22.35 +0.726 18.07 £0.799
21 B B 22.5 17.79 1. 1807 14.47 £0.298%
15 19.16 0. 543 17.56 +0. 994
7.5 22.74 £0.791 19. 00 + 0. 660

2] VEGF,VEGFR2 ik & 575 4 H23T 5 40 1 8
fifi 70 £ 20 VEGF, VEGFR2 R ik 4y F 21 K 8 i 5
5 AR 22 ] 20 B B LR & 41 VEGF,
VEGFR2 ik SR AHIE (WL 1) .

A,B. Z5[141;C,D. BRI E F. 20 (% 22. 5 mg-kg ™' 4l
B 1 LEEMEZ 28 dxERFLEN KR VEGF(A,C,E)
VEGFR2(B,D,F) EARIEME M (HLEH LY, x40)
4 g
Jiti 25 25 RO 285 25 kA8 S e BOUL A 97 R0 A A
TE AR RS2 56 38 2ok XoF 4% 20 K B i 41 21 Masson % {8,
VRS TN R E I AR R AN N LT 2
B, 6L (8] J57 /N S AR A /N SR B HG A TR e D
SRAEW W 2 14 d BB 2 i AR 4R Sy A TR
B /N A TR L S I B 5T D 4T 4E 5 R BCR
O3 528 d MEAY A R B R AT AR IR SR T SR D
A8 o) PR JE i A, S e ) il ) S5, () B AR, &
Jr R oA Il 2 ZUIE S5 A IR . £ P R
2 B I B RS | I i 4T 4 52 0 W b 22 R H e D 4T 4
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DORR T S ACAE RE Il [] J5 /) Il 7657 B 00 i i) i 55 Ab
ST DB /N B AR A A 8 4 4 43 A L
R NIRRT iR G 5 9 I N1 I T(TEA W=
B 1R ) A — R R AR .

AH G B [ P AN 5T B AR YRS B IR S Ak I A
WL A e i PR E B AN
AR (VEGF) L H &2 1A (VEGFR2 ) 2 Ifil % % A=
AL HEN T HATIN K, VEGF XTI 4 9 K 40 Jifd 1
GRS K BE A R SR AR T AR Uk S I K ) i 41
Yk KBl VEGF & VEGFR2 ¥R [EFEEE ()12 %1k
TR U Ut vt 40 SR b B Al A P R 2
JH L SRS R AN B T 3 I A R R il 96 ) Jo 4
i 5 3 55 A 56 SCk Rl AR — EC L A AR R R
B ZH 41 VEGF & VEGFR2 23k 5 [ 123 (40 K B
filigi 2 VEGF J¢ VEGFR2 ik MW W 7+ & (P <
0.05 5, P <0.01) , 15 W 7% il £F 4k b ixd #2 b, 42 il
A A OC I 7 IR S AH G MR 5K, VEGE 38 i 1
FH T 158 9 B 40 i | 0 52 A& (VEGFR2) A= i K & 1
BLOOFHRS TR EE N, S BEARS R
PELT A Ak S 1O DR A o L A T A i R R
IR FRIB T RE S IR difb i &k . 4R T4
SEH RN, A5 B0 (0 B AL 27 4E ik KBl VEGF &
VEGFR2 33k 55 [F] 99 25 (1 41 A0 %5 06 B 8 48 4k, i B
58 P B X K BRI £F 4k fL i B2 i VEGF J VEGFR2 1
FIRTRETC T RAE o 25 J0 21 1 B i e 391 o5 20 il 47
4L KB VEGF & VEGFR2 551k 15 [ ) 45 7 25 A 4%
WERK, ZREASRIT¥E X (P<0.01), N
PTG FIN R AT 1 B i ) AR R A, o 7 4 e
G T 5 ) i B 21 P S AV ) L, PT AL AT R X
%67 3 A AH G PR 3R 3K 14 5% e 78 T 8 5 751 o AH G o

ZE AT UL 21 R R B 2T 4 A 0 4 FH AL AT g
SR 38 3k 4 ) B G R A= AH O 4R #F ] F (VEGE K&
VEGFR2) , i 1fij 410 il T 9 B M S il 8 9 A= B, AT
IR F T HE 22 fili £F 44k B9 4R .
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