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[EEIF] w4, “@k’R, “RZ2"X,; kb, ThE, REARWVZERAT

[ E] HE B4 W “B =27 sk oA K Kb g B2 F R AkE (SYN) ZIE R 28R E
F (BDNF) & ik 69 % v 383 B 4T 6 77 B do bk I 5 P a9 4B R ALH], ik 90 R R A, AR F R4 AR &
AP B Rt A S A5 A 3ARE.3 KA T RM 14 R4, H 24 10 AXR, BB B4 HY A KRG LR
FEIRBAEMKIBPSHRMELEA SUTRE2h AT LA M ITS, WAL T A EM W
R AR Z R R R/R R 30 min, BT, KA RALLAE FEE Western blot Fr it 4 F-R & B4k
KR (RT-PCR) Al X R 2 Bt SYN BDNF A k4500, R S5 F RAbsk  BAM ¥ 41 204% 22 9 4k S 1%
2B ZH(P<0.01); 20 4LE 7 )6, WA AP 2 h R B3R 54K TAA 28 (P<0.05), LRMLENFFEFR
Western blot 45 3% 27, 5B F R4l vbdx AR dwAH4L SYN &8 £ A R EBAL, WAL SYN B9 R A A 4 7
FRA(P<0.01) ; 5B F Renrbdz MR 440 BDNF & & &k 2% b w420 BDNF 9 R A b A 20 8
F¥ % (P<0.01), RT-PCR &R AW, 5B F Ra ki A w440 SYN mRNA & ik 2% T %, w448 SYN
mRNA & X R0 2 %9 5 (P<0.01); 5B F KA M2 440 BDNF mRNA 2% B 45, & 4t4
BDNF mRNA F ik bR 20 B F A 3 (P<0.01), £ w4“wab” “ R =27 T8 i bk ofr X R LR BDNF 694
A Ak, LR SYN w9 Rk | TR B R4 e =T B 7 d X E AR
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[ ABSTRACT ] Aim To observe the effect of electroacupuncture (EA) at Quchi and Zusanli acupoint on the expres-
sions of cortical synaptophysin (SYN) and brain-derived neurotrophic factor (BDNF) in cerebral ischemia model rats, and
to explore the mechanism of EA in the treatment of ischemic stroke. Methods 90 rats were randomly divided into
sham operation group, model group and EA group, and each group was divided into 3 subgroups according to time points; 3
days group, 7 days group, 14 days group, 10 rats in each subgroup. Left middle cerebral artery occlusion model was es-
tablished by modified suture plug method in model group and EA group. Neurological deficit score was scored at 2 h after

operation and before death. EA group received EA at affected side Quchi and Zusanli acupoint, 1 time each day, 30 mi-
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nutes each time, until the animal was killed. Immunohistochemical staining, Western blot and reverse transcription poly-
merase chain reaction (RT-PCR) were used to detect the expression of SYN and BDNF in the left cortex of rats. Re-
sults Compared with sham operation group, the neurological deficit scores of model group and EA group were significantly
increased (P<0.01) ; after EA treatment, the neurological deficit score of EA group was lower than that of model group
(P<0.05).

expression of SYN protein was significantly decreased in model group and EA group, and the expression of SYN protein in

Immunohistochemical staining and Western blot results showed that compared with sham operation group, the

EA group was significantly higher than that in model group (P<0.01); Compared with sham operation group, the expres-
sion of BDNF protein was significantly increased in model group and EA group, and the expression of BDNF protein in EA
group was significantly higher than that in model group (P<0.01). RT-PCR results showed that compared with sham op-
eration group, the expression of SYN mRNA was significantly decreased in model group and EA group, and the expression
of SYN mRNA in EA group was significantly higher than that in model group (P<0.01); Compared with sham operation
group, the expression of BDNF mRNA was significantly increased in model group and EA group, and the expression of BD-
NF mRNA in EA group was significantly higher than that in model group (P<0.01). Conclusion Electroacupuncture
at Quchi and Zusanli acupoint can promote the synthesis and secretion of BDNF in the cerebral cortex of rats with cerebral

ischemia, and increase the expression of SYN, which may play an important role in the regulation of brain plasticity.
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PaFREEE 3 YcJm AL AR 25 0L FE A< s A
R PE AR A 1 R 2 75% A A AN TR
FEEE AT RERRRT ™ B0 1A B . ARk Ao
KU AH G , KA RE AL 250 7T L& A —RE
I FRAB S A AR T R AT 9B 5 i T S R
TG SR o T SRS I GBS A PR AL, S MR
(synaptophysin, SYN) 7Ef £ U AR & BUS 212
RNRRLOR 3 A T S T R IR, 550 285 5T 1Y
FIE A T SRR IARSG . PRI, SYN #2
U THRICHI G LR 2 5 fih Hi Rt 28 P 1Y el B
Frabizz —4 % R M dh 288 32 I T ( brain-derived
neurotrophic factor, BDNF') SEFER R oA e 2 I 2
T TS R e Y RN o A S R s - S N R ER
SIAEPEIE R , AN 5 fih T AR 2 T A KA, 2
BRI EER R Z Y

BEARIGYT INAS b B Wi PR RO 10 7 1, fil A
J& WHO [0 @ BRHEF R BF 2007 2 09 43 b 2
o b HUBEOT I il i 2 S 2 ) 8 R4 Y
BEEST RO U, TR R Tz, PR, AT
DL 5 fih e 8 i P 45 %) AR T Lt v
R =L AR A LS AT B B R REAIL

1 M#EFFEE

1.1 sh¥IR454E

90 R SPF ( specific pathogen free ) % f& H 1 P&
SD K R (250~300 g), 1 3% T b i 7 3k 50 50 4 A TR
N E] [ T HE 5 . SCXX (J7)2007-0005] , 90 R A&
RAMAFREMI 2N 3 H . BFARA HER
A BAT A A 30 ROK R IR e A R AR A4 X A

HINTH.3 KA T RA 14 KA, T4 10 R
KR, REHRT,
12 FERAFKRES

B :SYN 357 [ 47114 (ab32127) & BDNF # 57
& 401K (ab108383) ( # [ Abcam /A & ), B-actin ¥ 7,
BHA KRR AL TR R (At
RAKA AWM ARARAE ), Trizol 3 3 TR F| &
(P 5 AR A 4 BHBOH IR~ B ), SYN BDNF , B-
actin E I ( L A A RAE KIT, A
B, REABNF(RE ) RN 2 AARREE
W(BMZH EWHATFRARAE ),

%4 . Olimpus BX51 %2 & 4% % & Olimpus D70U-
CMD3 B AEHL( H A& TKO & L Ltk X 24L) ,IPP
7.0 E% A7 ( % E Media Cybernetics /A & ) , MILLI-
Q #8 47k % F (% & Milipore /A 7] ) , #, 7k #  Bio-Image
AT % % (% E Bio-Rad /A7 ) ,RNA %% 1l 3% Nano-
Drop 2000c (12 [ Thermo /A 8] ) , % 4 KR & #E &0
HLLH R Bl RS B AL RS E PCR L(fEE
Eppendorf A %]), 4 BE R A ( LFE—ERFZLHEL
), WA AL B L LR HOL R E RS
(B & Leica A 3 ), —80°C # K i 7k 48 ( H & Sanyo /A
) ACHERNL k4 (F § Haier 22 7]) 4101 G6805
WA (M EN A& HRAE),

1.3 Eh¥iSE R ME I BeRIRTT 5

W T RE NI JE, TR A 25 50 4
B4 12h, KERER,ZER25CEHET, XAEEE
F10% K6 48 (3 mL/kg) FREF, % BB B B B Longa %
e 2 5T oK R A MK B B B FH 22 (middle cerebral
artery occlusion, MCAO) # Al M s (8 F KA K44 35
B, RA#ATEIRSE, FAERE WA HETER
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(25°C) S T HE, %8 F EH A KA,

2 I fE BT 4. % B Longa &0y 5 0k
WARE, R TRk )G 2 h(BRSBT #T) F by
J& 3.7, 17 Rt (BUREHT ) At 5236 A R AT 4 £ 3 8
BARITF 2.0 0. LG HERER;1 2. BE A
A E R, R EE S AR EA WA
J32 4 R b M b 2 o fE B AR BT AT & A
W3 EERE S E I, AT A,
FEAEMBE 4 2 T8 EEATE,ERKTTRE,
BRI TSN 1~3 2%,

HE AL ) & 58 R B K BB SR R Ik ot E ok (B B
BMTHERZ—F FHNHR. (1) #2343
TR 0K 4 45 (2) BB KA &% W ET &
Hofn s (3) KRB E A R LT,

1.4 T

BFARU . FELREF S, AT URELMH
IMB, AR FEMBT, ERA . EHEFEEER, BT
LR S LB, AT EMBT, BAT4. XALRA
Bk “BR=ZB” ARAMEMT ESE
(it S )0 b R BT R B T R W 4
w—ﬁlﬂ‘ﬁm@*,ﬁﬂéﬁS mm;“/%ii”/\'—(:fi'—f%%
RSN, BEE N T 45 mm, B R 455 mm; [ A
G6805 BLAT L, B EEME N 6 V, LB R EZE R 430 %
FE BB, HE 1~20 Hz, &k #4130 min, 1 K/ K,
FARE 24 h LB, E AT,

1.5 #RARE

AR T R Bl 3.7 .14 R &, KA 10%
KA EE (3 ml/kg) RBEA R, A0 FE 4 45T, B xt
AZUKRHATHEES K, —FH AR TRMLE
vk I /N TF B, B A R E TR A
FEEBE-SOCHIRE T RESE A, AT &0
A % PCR AR 7 — 3 2 K BT R w5 Sz B
TR AR EREQRE, 220 EAEBLAERE,
BR4%4RABaR L2 RETEZ, B TkE
TR /NG B KBS, AL UE 2 mm A AR YT
VAR, SR MHA,ET 4% 5 RFERAEFE
R JEHATIRAK U IR B IR R R R
S5wum BB A AT REHAZNFELE,

1.6 REAA/LFLE

BAE SR #ATE AN MNEZE K E
0.01 mol/L4 ¥ 44 (pH 6.0) * #4345 & 15 £ 10 min;
3%H,0, Z BB H 10 min, WL % 79 8 1 £ 104
B & M 5 PBS 3k 3 0K, 4K 5 min, 10% 1E % 1L ¥
M E H A, F R H 30 min; & M E , 47 5%, 2 B
A BDNF ,SYN — 30 T 4E 7 ( BDNF % 1 : 200, SYN

H1:400),% T8 A& 4°CH7;PBS Wik 3w, &
K5 min, # AnE E A R ARD 0 TR, 3TC K
H 10 min; PBS ¥ % 3 %, 4 X 5 min, 7§ n AR 1T A
A B AT T E I B & TR ,37CHEH 10 min;
PBS k3 K, BX5mn BEX_HEEFLE, T
BRHKRGFERHTHRK T H R HAARELEA
1 min,PBS 3& %, 6 & B AF LA, = ¥ RKFZ A, X A
U REER TEME T WE,

Kl B AR Olympus & % % % W & SYN X
BDNF 41/, £ IPP 7.0 & i s 1 X & kK B A&
MERBERS £EET, FFRATFTHLEE
(mean optical density, MOD) 18 & 7~ , f# JF 4% IE X %
JZ 18 (corrected optical density, COD) #t 4T & ft. 44,
B . 4 % M PR 4 B9 MOD 3 08 3 48 51 X BR M %t
# MOD f U /3 2| COD, 4 AN A A& #| ok 3 5K 47
F &% &aRsnmER SATEEZNGEN
FF (400 ) , W HFHME,

1.7 Western blot &l

% /| Western blot #-1] BDNF . SYN & & ) % &
UL, vk b B BUA B A W &R R 441 47 200 mg,
MmN 1 mL RIPA gk, REFHEH S F#E
30 min, B _F I ,4°C 13000 r/min &4 5 min, /0 B
EEL BRI AE S 100 pL, i N 25 pL EEEE
K, 100°C KB E M, &+ = b LB ER 40 - R W M Bt
Fi e i L k| B R R, = B LA R (polyvinylidene
fluoride ,PVDF) JEBUH  #2 )R B # F & A = 2 h
JEBCH, 4 Bl m 4% SYN (1 2 5000) \BDNF (1 :
1000) .B-actin (1 : 1000) #L & % & ,4°C 3T % & B
I NAE R ZH(1 2 5000) , E E E K _£60 min,
¥ PVDF EE THHEAHN E, BETREE L 6K
7 % PVDF f£, K N 1 min J&354T Image Lab % f
X E/EFFATONAIE,

1.8 WER-BEEERN

& # 4% -8 6 B 5% K JL (reverse transcription
polymerase chain reaction, RT-PCR) £ 1] BDNF .SYN #y
mRNA FHXF W, ok EBAE, L 200 mg 22U K i &
AL, m N 1 mL Trizol , 3 #F & E 3% 30 s; m A\
200 pL 4 17, Bl 7L 4% 34 30 s, £ 1% T # &3 min, 4C
13000 r/min B2 15 ming /NS H EE A KA, B
HY RN-free EP € , W EF AR 2 HE, £H# &
10 min,4°C 13000 r/min # 5 10 min, 76 % & ¥ o 4
B A% RNA JLiE, m A\ 75% . B 1 nml, 3k % ,4C
13000 t/min # % 5 min, 7 i, /DR EE Y LB (A
4 RNA) , FF % T4 5 min, /BB = 2B K 30 pl %
£ RNA 3R 47 & 5L B A 9 RNA 3 %, R4 RNA K JE
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THH RNA AR, 3% B 3 4 X & R 5] 4 90 W 8 A
NABBLE K, AR R LU B RN 4 ¢ #E 4T RT-PCR
R BL, SYN 5| 4 ¥ %1 K. k¥ 5'-TTCTTCGGAATG-
GAGTCAAA-3', T 5'-TGCTTGTCTTCATCCTGGTG-3'
BDNF 3| 4 )5 7| 4 . k£ J# 5-TCGCTTCATCTTAGGAGT-
3", T i 5'-TCAACATAAACCACCAAC-3'; B-actin 5| 4
77 H. E# 5'-TCAGGAGGAGCAATGATCTTG-3', T~
I 5'-TCCTCCCTGGAGAAGAGCTA-3', # 8 pL PCR
WA 1.5%37 g $5 5% X 7k, Tmage Lab %R 14 % B %
JR A5 AT WL Tk A
1.9 SFitZEFHiE

HAE K A SPSS 18.0 AT H it 247, Fr A B B
Pats kK=, WEXAHZARAHZREEFHLEK
HEEARPAWERRARLRER T Z040, LKA
8] 7 P LA 7 Z 57 Bk R LSD A B, 7 # R 5 B R
JH Games-Howell £ 30, it ER K L A B H 7T
EHE A A EA A B % A Kruskal-Wallis H
(K)RE; BRI EXH LKA G ES AN X
Fl S EH & 2000, 7 258 R A B LA ¢ A

% 1. FEKXF MCAO RGHETBERIIT S

Table 1. Neurological deficit scores after MCAO in each group

PR AT B R IR 45 6 A 2 A 6 K | Mann-
Whitney U 3, LA P<0.05 7 Z R A LT FE X,

2 # R

2.1 HWEKRFR

S5 s BN B ) s A0 B T I R R, Rl R
BB T R4 30 H,BAI4] 20 H, HL4T 4 23
Ho KRERMAE, BF AR 252.71£0.40 g, AT
258.67+0.39 g, H4F4H 255.58+0.36 g; K FLUEIA . 1%
FARY 2.11+0.41 A BiRIZ 2.17+0.26 H , B4 4]
2.15+0.30 H . &geit2#ort 3 HZ B &2
S(P>0.05) , AR HetE:
2.2 FHEZTHEEERIRIT S

B ML, 518 T AR 4 A, R A 2 R e 14
PR T3 W TS (P<0.01) (HACHEIZ
ML TC 2 22 5, RITE BN, BBk /s 3.
714 K 3 AN JE] A 4 4 D RE BB T 4 A1
TR (R L),

| 2h 3K 7R 14 K
HFARA 0(30) 0(10) 0(10) 0(10)
FERIZH 2.400+0.675*(30) 2.286+0.488(6) 2.000+£0.577(7) 1.667+0.516(7)

HLEFH 2.433+0.626"(30)

1.625+0.518"(7)

1.125+0.641°(8) 0.714+0.756"(8)

FESTEEE N KRB, ak P<0.01, SIFARALE ;b F P<0.05, SR HE

2.3 ERALLFEEKN SYN F1 BDNF Rik

Gt Bk e (0 7R, SYN PHA: ) B %2 I
T 1L D B RN G B o b 22 T 3 | 2 R A 4t R
AR 0 JURLIR SR, A 2 BT L AR Gk (A
1), SBFARA A, BRI | H B 2 78 45 B[R] i
SYN [ ZRIBME 4 & FEAR (P<0.01 ) 5 {H HLBFEH U A
RIIAEAS B[R] A5 SYN Rk A B FH T+ (P<0.01;
#2).

* 2. FHEKR MCAO RiGKFEH X £ &x SYN # COD &
Table 2. COD values of SYN in the cortex of cerebral ische-

mic area after MCAOQ in rats of each group

BDNF BHPEY) 7 2 k4 (0[BT K 2508 5l A1
W Z Y, 25045 48 5 k8] [ i 26 70 20 il S fie
BT a8 (1 2) o BT AR AL R BRUAH B
XA U/ B BDNF 3k 51 F R4 b f, w7
2H HLEF 2 7E 4 I ] 5 BDNF ik 83 FTH(P<
0.01) ;3 AN [a] £ HL 5T 2H BDNF Fak 2y LA R 20 i
WL (P<0.01;%3),

F3. HFAKXR MCAO K5 X RgEk Il X K it BDNF
COoD f&
Table 3. COD values of BDNF in the cortex of cerebral is-

chemic area after MCAO in rats of each group

| n 3K 7R 14 %

| n 3K 7K 14 K

BFARH 30 0.351+0.024 0.352+0.018 0.353+0.018
FRAIZH 20 0.219+0.011* 0.233+0.010° 0.261+0.008"
AR 23 0.252+0.008" 0.282+0.007* 0.311+0.012*

WFEARH 30 0.626+0.012 0.623+0.015 0.630+0.013
FERIZH 20 0.717+0.023* 0.761+0.027* 0.844+0.044"
HLEFH 23 0.820+0.012*" 0.922+0.012™ 1.102+0.008""

a N P<0.01, 5T ARALE by P<0.01, S AL,

a } P<0.01, 5IFARLALILE ;b A P<0.01, SHEHI i,
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B 1. &4H KR A E R = Z2 0 KBl K2 iR X. SYN Rk IZEENAT 55 1 SRR, 5 2 FIRETIZ 55 3 B AT A N BT
55 1HER MCAO RJF 3 K45 2 HE MCAO RJ5 7 K, 4 3 2 MCAO RJF 14 K,
Figure 1. Expression of SYN in the left cerebral cortex of rats at different time points in each group

2. ZHKXBRAE B8 s A M KR B X BDNF F&i%k IR 5 L SR TFARAL, 5 2 5 BAIAL, 55 3 51 Ry s B4 A 1= 3]
55 1 HE MCAO RJF 3 K55 2 HE MCAO RJ5 7 K45 3 HE MCAO RJF 14 K,

Figure 2. Expression of BDNF in the left cerebral cortex of rats at different time points in each group
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2.4 Western blot #ill SYN #1 BDNF E AT/

A B C A
SYN 25 A A TEMR F- AR 4 Bl B 1 21 AlAR A SYN(38 kDa)m m “
41 SYN % £ B T T R4 (P<0.01) ; 51 BDNF(20 kDa) w - -
UL Peds, HE AT A0 B2 o SYN 25 363k 5 #E p-actin(43 kDa).?. ? .‘i-
3 7 14

(P<0.01; & 3 % 4), BDNF & HERERTARH
B, AT MBI A] BDNF & RA & TR T @3 88XRAERES SYN.BDNF SARETH A
ARYL(P<0.01) ; SHIAYL b, B R 2R B Z2 M) iz FBFARLLB REAAL, C BT

J5i BDNF Ik B B 158 (P<0.01; 81 3. % 5) Figure 3. Expression changes of SYN and BDNF protein at
B—actin ﬂi] 72 i ;.FEI:'*/U—VO different time points in each group
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&4 FAKK MCAO AR5 K fXiER M X B BT SYN/B-actin
HEBREE
Table 4. Protein gray values of SYN/-actin in the cortex of

cerebral ischemic area after MCAO in rats of each group

& 7. EHKXR MCAO RJ5 Xk I X 57 5T BDNF/ B-actin
#9 mRNA 7k E &

Table 7. The mRNA gray values of BDNF/ 3-actin in the cortex
of cerebral ischemic area after MCAO in rats of each group

| n 3K 7K 14 K

Al n 3K 7K 14 R

BFEARL 30 2.518+0.076 2.536+0.096 2.527+0.071
FERIZH 20 0.511£0.015° 0.803+0.023* 1.103+0.018°
AR 23 1.243+0.073" 1.513+0.089™ 1.932+0.056"

a i P<0.01, 5T ARHLLE by P<0.01, SHAIH AL,

& 5. FHKXK MCAO RJg KR fl X 57 it BDNF/ B-actin
HEBREE
Table 5. Protein gray values of BDNF/-actin in the cortex

of cerebral ischemic area after MCAO in rats of each group

| n 3K 7K 14 KX

BFEARL 30 0.723£0.019 0.716+0.021 0.723+0.020
PRI 20 1.259+0.087* 1.525+0.071° 1.906+0.067*
AR 23 1.825+0.084™ 2.211+0.077* 2.814+0.100"

a i P<0.01, SFARHLLLE ;b N P<0.01, 5HLH i,

2.5 RT-PCR #il SYN #0 BDNF mRNA Z&4k

SYN mRNA FATERT AR oo BORIZH FIH 20
SYN mRNA ik 5T AR L B E FH(P<0.01) ;5
FERIZH oA FRA T SYN mRNA 3k 571 (P<0.01;
& 4 #6), BDNF mRNA FhTEMBTARA 55 A2
A5 BDNF mRNA 35 SR TR AR % T
(P<0.01) ; SH5FIZH LA Fa T2 BDNF mRNA ik i 3%
THE(P<0.01;181 4 32 7), B-actin HZEMEIEHR.

A B C A B C A BC

SYN(711 bp)
BDNF(445 bp

) e kT
pactin(302 br) [ ] el
3% 7%k 14X

B 4. HFHEKRARE A E A SYN.BDNF mRNA RiZTEHL
A AT ARH, B HHAIE , C i EA,
Figure 4. Expression changes of SYN and BDNF mRNA at

different time points in each group

& 6. FEKXR MCAO RJ5 KR X K Bt SYN/ B-actin By
mRNA REE
Table 6. The mRNA gray values of SYN/-actin in the cortex

of cerebral ischemic area after MCAO in rats of each group

| n 3K 7K 14 KX
BFARHE 30 1.518+0.124 1.527+0.124 1.515+0.126
FERIZH 20 0.367£0.031° 0.425+0.008" 0.496+0.029°

AR 23 0.681+0.066™ 0.963+0.083" 1.171+0.134"
a i P<0.01, 5T R E ;b B P<0.01, SHAEIL A,

BFARA 30 0.355£0.031 0.349+0.029 0.341+0.040
A2 20 0.588+0.051" 1.064+0.092" 1.401+0.116"
IR R 23 1.164+0.120" 1.446+0.104™ 1.782+0.174™

a i P<0.01, 5T ARA LI ;b N P<0.01, SHAIH AL,

3 1 ®

S i A G 0 A5 U a5t B P R 2 D BE R TR
SO T AR AR IS BT, RO BN 2 ik n] 9 M
MARGER K BEHOMEE K2 00 E G
P EZYact7/ = O 1R i o R L E 208 A o R
EEA, TS Ml 2 ) Ik T g fih % 9 TF
Aili 5 fih 1T 98 1 R 28 fk I B, 2 2 k) R ARATR AR
WFgEt B, M e v] 30 SYN ARAK - 5 AAF 5% 4%
REI -3, ARG R DR, KB B E 4
SYN IR e Mk i )5 F AR TF AR 4L BH T F ; i
Y LHR, AR AR BRZE M B BT SYN 2235 B 3 i
R AR b R = H7 a] EJE SYN KF i
TR BRI Sk 10 S 2 fioh T 9 1, 5 Ak st R R b 28
DIRESIRIE Sy, IRAIFGE & B MCAO K FRARE AE
- BB J2 SYN SR BH (g, X %of 7 J7 J2 3 38 IR 448
T, SYN e b PE = T e 5 28 fh & A G, R
AEAE B0 0 2 i o] S8 1 A8 Ak, B 0 mT i 13X b vT 98
PR, v RESE I T REVK &2 11 2 B4 T S Al

1982 4F Barde % A M\ B il vf 2 1k 42 B T
BDNF, H =2l il 2 405 1, 72 K 2 R gi b 4y
)2, EE T R R D R AR H AT
FEINN , BDNF A Jdi/ DA [a) fis 4 2 A0 B A AL A4 AR
R A 25 40 1 1Y) 3 B8 Ao Ak, By 1k A 2 T B R
AT 5 fioh ) 8 AN 2 fpk m] BE RO R R BN
BDNF A S 3 i 0 bl 28 Tl 28 PR 58 10 28 s R T &
B, 38 T i 28 50 AR /N, 5% ) 5 i i) W] 48
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