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TRBNY TG SE e NG T 2V EIREESE IS
iz SHVE ST AT AL
EEF AR, X3, A
WE BRI TRRNY IS LS RNAYT 2N SE 5128 h R B Y7 . ik S ENAESE & )12 3)
PR TR 196 1], BEHL A 22 S WIETT 20 W BEZH ) 98 AN T 2R IEF TR A 26 & NIAY T4 (7 B141) 98 1], 2 41
I 7R 36 G NINARYT 7 B T T RBRTY 51RYT , R 38 [ 7 A SE Be A it 26 (NTHSS) 143 {5
2 2 (MMSE) 43 U0 2% 1 1 0 46 (WAB ) PE 43 K I 01 2% 1812 Wik A5 B4 2 409697 i AR 97 e
30 d.90 d 2 L fEAISIER B ARG , SR FHEL K Barthel 540 (MBD) P H # AT TG ShEE S . R :I6)T/R 304,
90 dJ7 BT ZH 1) NTHSS PEAMIGTF % R ZH , MMSE P43 13 T 21 (P<0.05) \WAB PF43 ( H & 5 18 T B 238
fir s AQTEAY ) TR HRZH (P<0.05) i - 432 MBI TEA 5 T-X) B4 (P<0.05) . £518: T AP B4 2
SRIETT 2ENAE S 12 SitE B RR R UEM A DI REIR & R B0 R, MR R H R A TR B
KEEIR TR SE BN IRAEAE ; i
hESZES R741;R743.3 XERFRIES A DOI  10.16780/j.cnki.sjssgnci.20201225
A5 A EEF, AR, X, AR, TARBY BIG 28 S RNEYT 2S5 12 it B YT AR D).
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25 vH 5 2k 17 (aphasia after stroke ) Sz JiKi IfiL & 95 H
UL IF RE 22—, A I AR R A R R A
21% ~ 38% , S — P A SRR A ARG s hE Y, FE
W2 Bk e TR R S RIS S R DL A JSE AR S A
—, FEIFRI N T B B T AT R R AR A R
5, "™ EE R AR A I e A 2S T B, — B
PSRRI A o T P AR I A |
B R IE W O VA SR T 2 . T 2RI R E A
FWRIBTT APEEERE R — 25 A 2E R 2, BRIz
iz HTRYT 2t S A DAAh , el F o8 ik &
HF 2R THERI  AMG7 A 28 G e S L R
RHRAPVER, JEFRA W5 N-F 5£-D-K
I"] 4 % R 5% & (N-methy1-D-aspartic acid receptor,
NMDA ) 47t 25——3 4 I AT G % il 245 v Ji5 1) 2 1
HERAIRIT A, R T RBRT A £ 4 NG
T7 A 5 O i A IF T A0 A DLAH s . AT SRR A
TORERT G SENINRTT 2V f5 iz sk R
R SR IRI TR

B"RS5HZE

L1 — &4+

2017 4F 1 H & 2018 4F 12 H WiA i 2k i
TESE G s s s B 196 0l S ABRIE  IiAHSE 2
WA ol ] 2 e il P B A T2 YA 4R R 2014) bR
T 5 AR 5 P EB 2K i AE X & I %6 (western aphasia
baltery, WAB) Ku#r P70 25 A2 Wi g vk ks HE
BRARIE : ARz S PSR s BRI A= b5 I AR D R R
15 5 P F Lo B T T REAS 42 S S R e ok
T SRR 5 A i RAE AR 5 B 22 R G M A 2
RERRRT . R HBEPLECT R0 196 ) & 4y 2 40

%98 19 . (OXF HRZH , T 55 ], & 43 ] ; 4E % (62.45+
9.49) % ; W A 40 151 (40.8% ) , PRI 34 151 (34.7% ) ; AT
JiE (BMI>28 kg/m?) 29 i) (29.6% ) 5 /& Il JE 9 61 4]
(62.2% ) , = JIg I AE 59 #] (60.2% ), B# IR 9% 44 14
(44.9% ) , 0> 7 B 2 4 ) (4.1% ), 5 > 9 33 14
(33.7%) ; BEAE A 52 29 4411 (29.6% ) s @7 Bt 4, 55 53
), 2r 45 {7 5 4F % (62.59 £ 8.89) % ; Wt 4N 44 1)
(44.9%) , TP 31 ] (31.6%) s ALK 32 141 (32.7% ) 5 5
1555 59 411(60.2% ) , =i AR IMLAE 62 41 (63.3% ) , ¥ IR
95 45 11 (45.9% ) , U 5 8 801 3 451 (3.1% ) , FECo55 35 )
(35.7%) s BEAT AR o2 26 151 (26.5% ) o 2 41— eI 1
He 22 G E T L (P>0.05) . i I %8
G A
12 F#

2T IMCREE BGEIR E TR FE
HE TR AR F i TR OO 7 1 S5 2450, AR
P B K 2 . XL 0% 24 h NFFIR T 26 &1
(TP RAL25),10 mg/ )BT, HIEAFHE 5 me/d,
DIEEE 5 mg 3G 2 20 mg/d, 253190 d. R4
FEXT IR A SERl_EIEA T ORERY 51RYT (A 24k
VA A 25 A7 B2 ), BURS S4 100 mL:25 mg) , &
99 24 h INTTAR 2524 WG L 25 mg/ik, 2 Ik/d, BRI
6 B A K T 50 min, BHIR 4G 25 [ AERR 6 h LA I,
14 dJ5 BT 2RBR R4 ,0.2 /7R, 3 WR/d, LR 76 d.
1.3 WEFGARAAE E AT

SR FH 22 [ [ 37 A9 B A v i 3¢ (NTH stroke
scale, NTHSS) ¥-43 . {81 2 2 J1 R A K £ (mini-mental
state examination, MMSE) 14014 2 411497 1 M 34
75 30 d.90 d AR Z T , SR FH PG 0 2 o 1 A 6
(Western aphasia battery , WAB ) 743 Sz i - $0i2 Wi



WG SRS EEE - 2021455 H - 163 - H5

SIESER AT (Boston diagnostic aphasia examination, BDAE ) 1F4
IRYTHTSIRYT I 30 d.90 d R IHMK IR , R FHEk I Barthel 4545
(modified Barthel index, MBD P 1AY7 7 & iAY7)5 30 .90 d H
W LR T B0 (activity of daily living, ADL) §E /7. NIHSS & 26 %f
BRIV B 2 3% 1A IR TRRAN , R 4258, 4%
(B b 22 SO RERI 0™ B . MMSE W/t et R /e 17 7
1812y M RE 1 AE 5 AN I HETTIEAR , B4 0~30 43, 27~30 4
RIEH <27 4 AN AID BERERY . WAB PEA 46 A & 7 1 UF
R 2R A 445, I (aphasia quotient, AQ)=( FH & iRIE+
FIEFAR/20+ 52 A/ 10+6524/10)%2 , 1E 5 {H 98.4~99.6; BDAE Hi
27 Ay, 43 A s R A & 5 1 T SRR AR S RS
AR S A S ORI, I — 4PN TR Th AR AR
SIS ALFETHE  FAEHEA A HEA R H A = AR A
A 25 . MBI IE# 10043 361~99 43y B, A 7 )3 DIl e hs 5
41~60 53 M A5 TP EE T REREAT ; <40 -0 25 A EETIRRREAT .
1.3 %itFase

K FH SPSS 22.0 Ge it 2 5144 4 B s s 71 Bk LA (B8«
PRifE2E) FoR , ok 30 s THECFORH IS | 4 e 2, P R .
P<0.05 NERAGIFE X,

2 R

2 ARYTHT A VP43 28 7 LGt 2% 5 L (P>0.05) 3 VR 9T Ja
30 d.90 d )7 51 2H 1) NIHSS PF4I% T % B 2H , MMSE $F-43 i T4
HRZH (P<0.05) \WAB ¥4 ( B & 5 18 W g 238 A s AQTF
43 T X R4 (P<0.05) 9% -1 43 2% . MBI 43 15 T X HR 41
(P<0.05), W31,

3 e
VRN BE 518 Sh e ST E R e B B A H 2 BRBUT
[ J55 3 (1932 2 P38 & H AR (Broca zone) 512 , SRR 63k 1 2 i

293

ZE P R AN (28 BRI A RN e B0 5 DR X 2 4k L
JE R EEA AT eI 2R P T, SR 2 U PERR A SRl T
W AR ISR ) A 0. BETEEMM A SIE, ek SIS
FEAERME, B RN RE S U, SHIAAS R, SR AR U BT A A
MEmEHRAES.

TORTR R KR AL SEFF h B2 U 200 e & i
FOGHRIEAR , R e E k. TP SRS R E R, T
FRTR AT 2 DA 7 T R I A A AR A
RIIRE, B et Ry, 20T, T A0 0] 8 i e dig v
ARV T /DN UG F B 2385 4 o 4 v UV ) b 2 e PR T4 s K
W2 2] g4z 037 35 4 W —FhlE 35 4t ) NMDA 32 {4
P, BERERS N NMDA 2Z (K (¥ 4t AT B8, AR FAWT L & 194
AR ZTC. AP 98 G I v 8 B2 i AP R A
TR RIS BE R X S50 3R W) 5 4 Wm0k 52 Bz Jo DX 3 2l
WREALFRIE T GCIZ S 2D e S1AE N RA RN Ty e HomT g
(BTGS2 < A2 v 5, 2 T S B T g 2 fik i S PR B B2 B, 5
AN 8] B 2 R B2 AN, NMDA 2 AR S50 S 8 48, X
B AZ A 5 A SR AT TR A T 7 e 2 D 4% 11 2 A
4, SR D) e A MERL R & AR

TRIRAECFFTIA A vkl i P A v A T R S8 A AR B R
# ADL#2: . AW RIS Bl ffi FH 35 S WINAY 7 AE L, T 81K
7 BV A 22 S WNEYT 2P AT AL f5 12 2 S T8 I R AT 2 D R IR
R IR Rk REIR R H A SR T ER A Ay
ZRE S, B ADLAS 24 & . 43 Hr R vT B2t F Broca X
P18 I 21 2 PR e ot A58 475 380 3 S A A8 A, 240 B IS 32 458 5 | %
Ay SRR A R B0 RS N SR AR R ML TR
GREHF 072445, 51 & — RV A 2E A (k) AR
R FA A B R B R 2T T " AN
VB NMDA SZ VR $5 50 24 ] 8042 1 4 v J 2 1 2 i 7 P
IR AT A5 , 40 7 2R 1 RO B F1E 5 D R 2 ML

5 Broca Kifi. 1 F DIBEREAT R L 5 INARE = BEX B kbi=

R 2HIRITRIR AT AL (O) , aks)

1

WA AN o RIS REAERIF SRS , 45 Fh e 2SI T REX S5

(S =

205 % i i) NIHSS 14 MMSE $£4% BDAE 434 MBI 4
Xof e 98 b=y gl 13.90+2.81 14.23£2.17 1.7440.50 41.92+7.70
AT 30d 10.13+2.21% 16.90+1.65" 2.00+£0.29" 51.85+7.08"
BITIE 90 d 8.62+2.33" 19.82+2.13% 2.86+0.437 62.9246.50"
JyBtd 98 TRITHI 13.72+2.87 13.86+2.29 1.66+0.48 43.91+6.95
IR 30d 7.29+2 8172 19.62+2.39"% 2.40+0.49"? 55.29+7.39"%
HITIE 90 d 5.3142.51"% 25.49+2.87"2 3.47+0.60"% 66.27+£6.39"
) e WAB
ARSI T HEfi Bk g4 AQ
Yo HR 21 YRYTHT 9.43+2.09 161.12+12.23 68.93+11.65 55.92+12.59 59.94+5.48
HITIE30d 11.85+1.59" 171.43+11.97" 79.74+7.84" 63.52+11.51% 69.49+4.40"
AITIE 90 d 12.61+1.24" 174.44+12.33" 81.02+6.73" 68.58+10.88" 72.59+4.30"
i IBYTHI 8.97+1.97 163.01+13.73 66.8912.34 53.98+13.78 58.41+6.02
RITIE30d 13.06+2.04"2 176.58+8.84"% 84.13+7.93"% 68.47+8.89"? 74.304+4.69"
EIFE 90 d 14.03+1.58"% 181.02:+8.43"% 87.7+£5.75" 78.98+6.81"% 79.5+£3.69"%
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AR A1) S T A O B 48 e o X 9% o T 2 4R L 5 e ) 7
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