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i FH 2 G 1 05 0k 38 A% A 0 €9 3R 2 1 /) B
SO A A UR T B 52 Wi e AL A AT
apde'  ELEE F M RAR o X o & W

WE B LR P 58 5 2 oy A AL R B & Tk s AL R AR A 80 ok, o
WFHE S Fma. Ak ¥ RDS (retinal degeneration slow ) /v & K8 #L 4 A 45 AL 20 Fe o 25 20, 5F 3%
C57BL/6J A A EF AT, 4 M2 M, PHUAMMBOEZI IR FTHRL TREMAALE RS
(10 mg/g) # B ,F R b AR T F HKARKRE B FHRK AFRB AT RTFBL TP LKA DAZ
BH, HA2N RERFRAMNEBHET, AL EFHARNALTARLRET, 3 A THFAEAEE 18,
28 .48 X At R AALM L% B (electroretinogram ,ERG) #il AL M it 7 46 , 3147 HE # & 5F 3+ oMz B /b
e 24, TUNEL skem & 2m i 8 = 5, 0% A4 3 3 & 5k AL % 42t (Rhodopsin) & #& M &%, 4F 4
4m e, &£ % B ¥ (basic fibroblast growth factor ,bFGF) & i&, &R LA AR, FRA HAE 18 XA,
2448 5% KR4 R ERG(Max-ERG) a.b 7% ¥ % bFGF % ik #] 4 & (P <0.05, P <0.01) ;28 48 &
BF, P 2520 Max-ERG a.b ik 3kt W I+ &, A% B Bk 4m Re B 2P 38 e, AL B R K 2 R R T AP 2 T
f&,Rhodopsin & bFGF %i& ¥ /& , 2 F A A4+ FEL(P<0.05, P<0.01), £it BRAXEH
7 7T A A7) RDS /s R &b am e 8 =, - AuH) T4k 55 L9 bFGF 89 Rk A %
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Effect and Mechanisms of Wenyang Yiqgi Huoxue Recipe on the Apoptosis of Photoreceptor Cells
in Retinal Degeneration Slow Mice DENG Ting-ting', DOU Ren-hui’, PAN Lin', ZHANG You-
hua®, YUAN Wei?, DENG Hui?, and JIN Ming2 1 Institute of Clinical Medical Sciences, China-Japan
Friendship Hospital, Beijing (100029 ), China; 2 Department of Ophthalmology, China-Japan Friendship
Hospital, Beijing (100029 ), China

ABSTRACT Objective To observe the effect of Wenyang Yigi Huoxue Recipe (WYHR) on the ap-
optosis of photoreceptor cells in retinal degeneration slow (RDS) mice, and to investigate its molecular
mechanisms. Methods RDS mice were randomly divided into the model group and the Chinese medicine
group,and C57BL/6J mice were selected as the normal control group. Each group consisted of 4 female
mice and 2 male mice. Mice in the Chinese medicine group were administered with WYHR (10 mg/g) by
gastrogavage since mating. Baby mice drunk WYHR decoction instead of drinking water once they were
born. The offspring were administrated with low dose WYHR decoction by gastrogavage from the 7th post-
natal day, and the dose was increased to that for adult mice from the 21st postnatal day. Physiological sa-
line was administrated to mice in the model group and the normal control group by gastrogavage. At 18, 28
and 48 postnatal days, electroretinogram (ERG) was used to evaluate the retina functional variation, and
the apoptotic rate of photoreceptor cells was determined by TUNEL staining. HE staining was performed.
The number of photoreceptor cells of the outer nuclear layer was calculated. Furthermore, effect of WYHR
on Rhodopsin and basic fibroblast growth factor (bFGF) expression was examined using immunochemical
assay. Results Compared with the model group, a- and b-wave latency and amplitude, as well as the bFGF
expression sharply increased in the Max-ERG of the Chinese medicine group (P <0.05, P <0.01) at 18
postnatal days. At 28 and 48 postnatal days, a- and b-wave latency and amplitude sharply increased, pho-
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toreceptor cell layer numbers of the outer nuclear layer obviously increased, the apoptosis rate of retinal

photoreceptor cells obviously decreased, expressions of Rhodopsin and bFGF in the Chinese medicine

group significantly increased (P <0.05, P <0.01). Conclusion

WYHR could effectively inhibit the apopto-

sis of photoreceptor cells in RDS mice, which might be attributed to up-regulating bFGF expression.
KEYWORDS Wenyang Yigi Huoxue Recipe; retinitis pigmentosa; photoreceptor cell; apoptosis;

rhodopsin; basic fibroblast growth factor

A i £, 25 A8 P (retinitis pigmentosa, RP) J&
— P BT T M IR AN R AR AT A8, LIl R 3R
FENKE AT IER RN AT R IR R RRE
PR B A ) S e, 1] (electroretinogram , ERG) I 12
PRIEREE K 2 R EEZAIT RP A B 1L AN
S, AR 2 0y IR BT AT ST AUE = Bl A
JIRIUESE , WG RBHIF BT AN ™, Bl = 51l R ULEEAH
BeE RS g e % T P E 257497 RP R
BUHRI AR 5T EE /Do 5 B 25 0T 1007 2 28 3 e R VR 9T
RP f93EA T, /il B I R & 3058 2006 97 10 5 % e AL
1 ERG YA W B k38 . AR5 R WY, IO 40 il 4
TR RP BB RIGHLH 2 — o I, ABFSE L
vk J W) i (5, % 75 7 RDS (retinal degeneration
slow) /N WFFE T2, WA PH £5 03 1l 5 %/ B
LA % BT A L 8 T e R e, Ok — 2R A AL
i, BTG R T 25707 RP SRR

MHETE

1 Y mifet RP 4i & 3R i RDS /MR
(C3H-Prph2~® ) Fiik & % i C57BLMBJ /MR, 8 Jilik,
KH (20 £2) g, ¥ A /RS o, 30
BHEAIES: SCXK (75)2010 - 0001, H:H# RDS /)i
12 H M 8 H L, HErE 4 H iEE X /L 6 M 4
HHEM: 2 B FPA/NRT SPF Zeshy s iRl 37 , brife ot
KRR T ZE KR SR, B B, AR A, =
122 ~25 C, 551 (40 £10) dB,G/MEEM 12 h/
12 h(OEHERT ] 6:00 ~18:00) .

2 29 G A B R TS My, A
H .42 F125 BR KAY I H e, LRy
KR 2 W, RUWRGE 8 Ja e 4 1 K i, W 1 g/mL, &
2% 4 CUKFERAT 75 Hlo TUNEL J A7 20 i 8 -3k
#&x, £ E Roche Al ; /NPT AL 415 (Rhodop-
sin) 470, 5 E Abcam 24 ] ; St B 4T 4E 240 il
KA T (basic fibroblast growth factor,bFGF) £
P, 5% Santa Cruz 2], RETIScan Z M #L50 HA4:
PR 22 %5, 7t [ ROLAND 4% ) ; CRM- 440 ) A 4L,
HA SAKURA A H] e i, HAROlympus A+

3 K%y 8 Rk RDS /N RUMEMEIL SR, A
SIEP 2 M1 i, FBEHLECT 2053 O rh 2 41 RS
M, BE2H 2 58 ; [ C57BLBJ /)N IE %) BE2H
(IEHEH) . HMESGEHRITRSAZ. (1) P2y
JIN BRI 28 S 340 45 T T PH 25 005 I K BEFITE
iR 10 molg (K FE . fFREAEEBREIEES, 4
T 2K BRI B 30K, W 0.10 g/mL, fF
A 7 RIGFFURE TR 257K A5 0. 05 mL #EH 14
RIGehy0.10 mL, &K 1 . /MREFLE (RS
21 R) 10 molg REHEE . (2) BEAIL N IE 5 4 -
INERMERES S8R ¥ 45 T AE B ER K 0.20 mL EE . T
BUH A J5 BERUSIERE S o PR 7 RIGFFRSA T4
PHEEK 0.05 mL #H ,14 K5k # 0.10 mL,21 K
JEECR 0.20 mL, BEK 1 K. 3 A FAFR B A )G
18 .28 48 KT/ HIFAHLIEE 6 AT ERAEW b,

4 ERG R 5256 FrK /N BTSN 2 h, R
0.4 mL/kg AT R, & RLELEE (527465 B ) .
FRELOGEME N 2R, 0 SRR CE T/ R A IR A
WL , 225 AR A ZE MSB B T , e b il 7 8
o FRRKEIENL 5 min J&, 07 ic AT S ERG
(Rod-ERG) .f KR A [ i ERG(Max-ERG) \#k %
HLAL(OPs ) , ¥4 B 1 €0 TN S 3R 33, DA o' o 33 ] ol
1 min; T 20 cd/m? I ESETHE N 10 min J5, 18
SEALHE )2 W ERG ( Cone-ERG) . [ # ERG ( Flick-
ERG) . Cone-ERG 2k i% £ [ )% [N 6 Hil ¥k, 4t &
3K, HIEAT K 0.5 Hz; Flick-ERG #ill #0678 b
S HR# N 20 Hz, &N 10 W, B R BB M1k,
Rod-ERG HJHIFOERE R 1. 54 x10 ?cd « s/m? ;1
i ERG HlBOGH N 2.0 cd - s/im?, OPs i #ii
Mk 100 ~300 Hz, H4x &5k 1 ~100 Hz,

5 WML HE Yoo X AMEZBOCA R Z 5 4
BT S 18 .28 48 RAMFEAT B, 37 ZIHBRAR K, &
T 10% fl oo B S o [ o 48 h, K, A1 I AU 1)
RV R 4 pm, AT HE Yoo, 70063 B~
(200 x ) 70l ig AAMR . ERRETE R, B R/
PRASER 3 sk ALY |, J ik Y R R 4 &
PRVT o I BRI 5 AL RS, THEE MR AP % 2 O

B oo
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6 TUNEL JEKG B CA B T 0 I 5
Y1 R e sk, PBS ¥k 2 Wi TUNEL WA
W B & 37 CHEE 60 min, X IE HNZe 6245
JCVA;PBS 13 W, A 50 wl #44k 5] - POD, T
& 37 CHEFE 30 min; PBS ¥k 3 ¥k, A 50 ~
100 uL DAB KA W, = & & 30 min, PBS
B HIARRE Y A A S VR 35 Sy BH P 04 T 2
FiLo E LA B A 2% 7 n]iE 2 3 AN LET, 500 wm/
PRI, 30 53 LB Hh B 1 400 b 5 B B At 8K, 2
it 6 sk Y A, o5 A (E . 40 M3 ECR H 3Y-
Pixel-PRO 2T 4, LA ML I8 T2 (% ) = FHPEZ0
JLE NS K X 100 % .

7 WA EE ) R Al 2 2= G 4 ) Rho-
dopsin bFGFRIAE w41 A WY1 F B K 5
HT0.3% H,O0, Wi, ZilIFH 15 min, LLE A P
PEL A AL V) B ; PBS Pk 3 WA, il A Rhodopsin,
bFGF—¥1,4 CHFF 4%, PBS #tJa, A &L
FEFRICH —Fi, EIRIEE 3 h, it DAB i, ik
FFRATE G S TR (200 x ) 4> FIWREE iR, B4
FAESEUE , T ImagePlusPro 6.0 E1{£ 43 #1 £ G xf
Rhodopsin .bFGF [HH:3RiE #7381 & H /N EE
3 WAELY e, Bk BEPLIEE 6 AbIRET, 155 H
PEFRB N EDEE E (OD) A, 47T = Hr o

8 4tk WA SPSS 13.0 #{FwitiT4:
THEHE HERRILL X +s FoR, B R BE T b ST ¢
K o3 Hr s Z R HEA T B R 2Ry 22500, Z2 AR
Wi R SNK 1, P <0.05 NZESHGITFE X,

# R

1 FA/NERFEHE ERG & (B 1,%£ 1)

TEH A/ BRAS T 52N BT 1 AT 5] A TR 2 /) B 3
N H Max-ERG K Z 1] 5], Rod [ i % ¥ # 43 A]
511, 0ps HAKBIE H 58 s i, 2 T
K ARXES % 5 WG B P i Cone R IIE A AN 51/
AT LG, Flick A S . #0E Max-ERG
a b U R RIR I A 2 S TR, Rod J2 N %
TEAE R S E 4815

R A S 18 .28 48 K, 5 I1E# 4L R Hu 4%,
Bk 18 KHf Max-ERG b i 25 7 LG 1T LIk,
fAIZ Max-ERG a.b J AT i & (P <0.05),
Max-ERG a.b y#iRiE w2 TR (P <0.05) , SR
ZH R L, 25 4H Max-ERG a . b I 4§ i B 52 7} s
(P <0.05) ;41 Max-ERG a.b i} bk, 22 %
Gt E X (P >0.05) . frEHAE)G 18 Kif, hjdl
A 3 /N5 Rod KW T 528 KT, H 2541 il
BRI A 3 H/NRAT 5] Rod W I JE ;48 KA,
HZHA 2 H/NR A 5] H Rod I, 570 41 A5
1 H/NR AT 5] Rod W IR TE o

2 FUU/NEURE H BRI BE HE Yo K& S22
BOGANMZ B (F 2,562)  IEH 4L/ AL I i
KB TR IME R B AN 9 ~10 2, HARKE
INERH U 8 3 i o 2, L AMI AR Y AT UL 2RO 248
WY 5 AT, v 25 20 5 0 20 /)N BRI 45 ) A
L, AMEZ)ZE 5 AR Z 7 FUE 28 BOE H 41 B2,
HNIIRIZ AR T, HEF B R B 55, 45 B[] o 3 dife 2>
ST HARE MR B IER . 7R 4G 28 .48 KT,
Hh 24 2 A A TR A A A 2 TR AT i 2 B 8 i (P <
0.05) . AMZJZIEOE 40 i )2 Bkt /I B H % 15 K i 2
WD, 5A 18 R Hu#k A2 48 RESFA G
I #E L (P<0.05), WEZJZWIEEZ WA RE H %1
KAS MR fa

F1 BH/DEARHBE Max-ERG B FIPRIEHE (X +s)
Max-ERG
o n (E'ff a ik b ik
T (pum) PrlE (V) T (um) PRI (V)
EH 6 18 27.33+6.12 70.35+9.93 95.00 +15.22 112.40 £23.42
28 17.67 £2.16 98.47 +13.97 59.17 +2.79 212.17 +28.18
48 16.50 +1.52 151.83 £26.71 52.50 +6.38 376.33 +64.88
TRETR 6 18 63.00 +11.71" 2.53+0.82* 119.17 £17.43 20.88 +4.22*
28 39.33+£2.50 " 1.78 £0.37* 117.33 £16.23 " 46.77 +10.64 "
48 28.17 +4.45" 1.69+0.42" 98.33 +15.59 39.98 +4.71"
RE) 6 18 59.33.+12.56 7.82 +1,50%° 111.33 £17.22 32.20 +4.94%°
28 36.00 +4.69 5.33+0.73% 115.67 +9.77 72.22 +13.27%
48 27.67 +4.93 4.85+1.05% 97.67 +11.84 57.82 +5.97%

S IEH AR, *P <0.05; SR, “P <0.05
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R2  SHNEAR HRIMZZEOCHIZELE (x+s)

LA E)Z 5L
AR n
18 kK 28 K 48 K
EH 6 9.96 £0.52 10.18 +0.42 9.87 £0.38
R 6 9.86 £0.49 8.28 +0.35 6.34+0.40"
izl 6 10.34 +0.48 9.51+0.50% 8.10 +0.45%°

W 5 A 18 KT #, * P <0. 05; 5817 4 [f] 4 L 4%, 2P <
0.05

3 A4/ TUNEL 8 T #6431 g (B 3,
#23) IEEA/NRAESMZZE I A, A7 B
A 18 K AL Fh 2541/ FRAMZ 2 1
FRCPE A A S TR A €0 (R DR T 20, Hh 25 41 Tk, TR
P T MM B A, 225 RS I2=E X (P >0.05),
AR S 28 R, BT 2 0 rb 25 21 S 2 BH 1 e o 240 i
P A4l 18 KAfHE £ (P >0.05) , HAEEIZH 741 i

=y

H:AD.GNIEHA,B E.H BB, C . F.I HPHU ;A ~C HIFRHAE 18 Rif;D ~F H
FERLLAE 28 Kb ;G ~ | HAE LA 48 Kom; & 2 [6]; 905 250 wVidiv, i5%hH 25 ms/div
1 BU4/NRAE H i Max-ERG 284k

1 WAMEIZR 52 AR
2 BAUNEATE H G HE Je @ bE:  (x200)
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R3 BRHG A/ RAR HEEOL
MR T IEL (x=s)

PTG TR

TBETR 6 18 11.2+0.4 6.1
28 15.0+0.6 9.4

48 17.5+0.5* 12.5"

rhzl 6 18 9.9+0.4 5.2
28 10.2 +0.5% 5.5%

48 10.8 +0.8% 5.7%

T AL 18 REFLHLEL, " P <0.05; 5HH4I R M iR, 2P <
0.05

WAL T 2541 (P <0.05) , BRI 4 N A% 2 30
AR PAPEY I T AN . RS 48 K R A D e
2 AIMEIZ IR B 2 BRI, Wi 2 N A% 2 35 B
BEPE 24 € ] T 200 A, A5 0 200 0 T 40 L 00 e 2 T )30
HIZH4 (P <0.05), SA4] 18 Kuf &, R 4]
48 RETJH T2 M B 34 (P <0.05) .

4 RIS 25 2/ BOR[A) H 3% AL B Rho-
dopsin FikLE (K 4,5 4) Rhodopsin FE F£ik
AP B A 2 I IR 240 B, #5750 4 v 25 40 Rho-
dopsin FHMER RGNS W F4MZ 2, HBIPE R R 40

A ~C UYL D ~F b 25415 A D hfF U L 18 KI5 BLE R fF 4 28 K
155 C F J47 L A 48 KI5 IR 5 7 3k 7 > TUNEL He 0 R4 A
3 BURMALSF G4/ H PR TUNEL Betatbde (1 x200)

L HSk A IME R
4 BERIZE 5 Hp 22/ R R B AR L I Rhodopsin 63k Ho i
(e ey, x200)
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R4 R LUN AT H LR Rhodopsin
bFGF Kk A (x+s)

4%  n H#(d) Rhodopsin #ik bFGF #ik

R 6 18 0.312 £0.011 0.135 +0.016
28 0.279 £0.015 0.131 £0.017
48 0.240 £0.014 " 0.098 +0.015

iz 6 18 0.347 £0.038 0.253 £0.0474%
28 0.320 +0.020% 0.328 +0.025%%
48 0.293 +0.013% 0.267 +0.0222%

AU 18 KT, *P <0.05; 5B R A, P <
0.05,4%P <0.01

o BB /N B H I 0 1Kk L AR A2 R Sy
=, PR HBAJE 18 KA, a4 588140 Rhodop-
sin Fik i, =R LG E L (P >0.05) ;28 .48
KiEf, H12j2H Rhodopsin 3Rk B & TR (P <
0.05). A4 18 K} 4, A4 48 KHf Rho-
dopsin ik WL (P <0.05) .

5 BAIL] S 25 4/ AL I bFGF 363k H 4%
(E15,%4) DbFGF FZ /e RIL] FIh 2541 i P9 4% )2
FEIR ML A2 TN R A DGR, AT R
)5 18 .28 .48 Kitt, Hh 220 bFGF B 3 ik 1 i fe
RUZH [R) B EH B3 = (P <0.01)

W
HEE2AFR RP KA KR i AR H o

SF SN A O SE R BN A2 T AR 5 el R
RIF, NG, ABETHE ; SUIFE 5 8, RS IILA 2 ; S

o &
v b
i ]
, l‘ >
. /s
5 3
% ]
A L
. '
4' 4 (
: %
T —
i E
vy
e %
PO
/ﬁ v
7 :
>
:'l
f .
&
o
KT o~

T Sk IR N W2

HRES AT S., RP IO P KE .
RBP4 78 g FEEEF I, i PR R IR BH 25 <00 1l i &
I3 Z AR IO LIS B s i A ML, 3 A I A AR qL
S5 5 U PFRINEE , Acst A0 DO JEE 1) 40 DD e 5 T I A%, B
WA RS2 240 114 20 fik 76 28 A IR 4 a4 L AR kAR A
HEARILT B UGE s I Re L.

U PH £ = Il 5 v B R B, g b I, SR
25 40 23S T PES G S 4, Jh L2 AR
PEH  RABIER . IR BRI TR SE , BEE S A
F & AR T, B EA B4 A0 R 38 186 26 1
FH, REAR DL BB ARG R A K R, RERZS L0 I
W RPE R RS B B PR
IREL RP J7 6 BB 90 0 R DL ARGE . 28 55 Jir B 98 E
52 LL S Re M IR R K B T gy T, B
ZARPVERT o FT5 BoA o MO B K 9 A
FIVERT, HLT 7 () 72 2R BB 3 o A0 o) 5 A7 40 o 22
LT YRR AU RE T, A e R AR A 1 i 3R ek 1R
SAALBEIR AL g B A, (40 A R T FIR ST H 2 R B
R

TR L2 3% I 15 8 ) 38— SR 0T, FE A
P A R B . RDS /MR T
it S I 2556 1 (peripherin ) ft 3 R A% 57 1 5 B0
ALY T 14 55 KA 38 A% 1 O IR RS A A TR 0 5
PR TA R A8 by JHUAEL I 576 SR 00 ) B A e 7 B
H AT A% 1Y peripherin/RDS LK 2875 | J& Y {14 i
PRI R R R AR 7E AT 51 RP, BRI 4o
LS

ARGl
H

o

5 FERIA 252/ AT HES LRI bFGF K IX HE 4
(efedifeyetn, x200)
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1A S 35 A% PR I 5 £, K A8 4 (autosomal dominant
retinitis pigmentosa, ADRP), H. RDS /Nil )& T2
PR AR AR B, A R 5 R 24 RP R E M
o, Ft )z T RP &AM T w s prge™
RDS /MRS 7 RN & & 1% , Bot 4 i
R e AR S 2 JH 14 ~ 28 KBS 4 2 F Ak
AR 2 PR A T e 2R TR, AR JE 18 R H:
FT IS — A i R A BT R4 18 K T
FEUR B PR AR NS B 5 5 28 K, DL A T il A
S BB 48 RIHATMEL AL,

ERG J& H 1l & WLV A 2EF 3l P 40 0 s vl 24 3
IRER AT SERGIN 73k 22—, 32 2 S5 WA o B DAY Sk 7
o 0 I T 2 A0 Ff 1) 45 J2 LT B, RE T LA AN e
FIRLFFAN A A S RE S AR . ERG I K 1
TP RP AT B8 (1) — Fh Al A O (B PR 25y i, 4%
I H RIS W A R 1 R S TR AR R R BN
ERG 8 B 114 ZE < 114 i 1 o A1, B 35 1 B (BT v, 28
MeHAW WL ERG JE K, HHAS SEB0 45 S ml 40, 1E # /N R
Bl H #3354 a b SRR 28 E T, 2 48 KAk 3] i
FE. 1 RDS /NEH FEOGAI M AR R 1T, 3 b %
PR e [ BUAE 28 KT, 2 48 KA HRIE O &1 iR
TR, 7£18.28 .48 KT, 12541 a.b R IE A
e AR A, 15 I L BH 25 00 15 % /0N B ) A T
RE A ICsE S PR S0 B E TR, 10 LA 52 2 EE R
PSR T IR 25, X S X 4R R I R X T 250
BE N AE LB RIGT7 I )

P HE Yo 45 5 i, 455 20 24 A v 245 21 40 9
VL JEE A i 2 /0 B T 8 1 8 T A 8, A 25 2k 2
FAEAE AN Z, A0 R 24 40 AR T R I I A e
TUNEL @555 WoR AN [A] H % b 2 240 FIAs A 24 3 ]
TEAMZZ K BRBRPE G AN, 75 28 .48 K rp 25 2H 4
T2 R A AR R 2H ik 2 . TUNEL BH P 40 g e 3k 1
PRI 55 HMZ 2 A W AR B e s [a] b A — Bk

74 ,RDS /NRUTE 18 K i a. b I % i 42 1E &
/NELRP R 2 W, T [R) 5 HE 4 68 i 7 0 ] 2527 ok 2
HIEWHZERIFAK, ey al MBi B4 1) I8 &2 2
STE 28 RIS A Geit 2 S WFSE H I gE T pE
FIEASF U, TR it id W I BH 25 409 1 5 % RDS
/IN RO 240 L 1 T4 e 3R IR A L B g T, T S A
MAETEAE b

Rhodopsin =% 3 ik F W0 #5100 FF 21 i 71 45 DA
KB4 2. T RDS /NRANY AR H , i R AE
HMZIE LT A1 T UL R4 265 . Rhodopsin 113

IR —E PR L] S WLAT A M A Bt . AR S IR 4G
SR IR BH 25 A0 I 7 T LAAR +E RDS /N BRI AT 41
ML E s, ITIEZE T RP Y3

bFGF & —Fh ZIIREM 2 ARA K o FE A0 I i
Hi bFGF $24t T EZ ) 22 )7 15 % . bFGF 25—
PRSI XS RP A Y7 R ol &8 2 W . A5 T,
bFGF I FH Gk FEAENEZ , B 25 2 i FH MR A
TEAS I B) A F B S AR A SR BH 25 A3 iy o] LA
TRPENTEYE bFGF 123k, X BG4I i i Tkt %5 &
BRI o

25 PR IR A 25 00 105 RE A8 P 5t A% M I
M RDS /NFUBOCANAY T RE , (S IEO A M JA T
IR , X —1E - 5 HAREE bFGF Zh% VIt

2 £ x #t
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