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[ ZE] B8 I AR R AR SRR M & P A AR A% (vascular cognitive impairment not dementia, VCIND ) &
I RT3, F7 3% 5 90 5] VCIND 838 B4k H )8 - iki T AZ ( cerebellar fastigial nucleus electrical stimulation, FNS)ZH |
PR P I ZH AN JE B4 30 1], FEH RRZGHIATT BRI FNS 41 R FH NS, BLh patH 2 O AR B hy pt3H | Je B4 O iR e =
HATRYT . WEL 3 LB ETRY TG SEAFFIR N D REIT A 5 % (Montreal cognitive assessment, MoCA ) 143 A DG HLAZ -P300
(event-related potentials P300, ERP-P300) % 28 /i 22 #jj8 7 (transcranial dopplor ultrasonic monitor, TCD) (48 1k | 3 #E47 b4,
L5 . FNS HIRYT 5 MoCA W35 (P < 0.01),P300 ¥ R4 KL (P < 0.01) BRI = (P < 0.01),TCD SRiGy7 5 F340 i ik
JEBEE (P < 0.01) , JARIPEIHZHIEY7)S MoCA BIHTHA B4 =5 (P < 0.01),P300 ¥R 4S5 (P < 0.01) I IERS =5 (P < 0.01) ,{H TCD
B RVAYT G MR 25 RG22 (P> 0.05), RS FAIAYT S TCD Bn-F 4 MR s (P < 0.01), T
MoCA ,P300 TR IR TAZ AL (P > 0.05) .3 4LIAIAYT G MoCA ¥4 FNS 21 K R PG H 20 75 T8 5L HSE-4H (P < 0.01) , FNS
R TRPPEBHAL(P < 0.01) ;3457975 P300 IR FNS 41457 PG 3H 2 % Je SCF-41 846 (P < 0.01) , 15 2 41 J62 5 (P >
0.05) ; BT I IR BRI PG HHAH B8 FNS 4 K R B 4B &5 (P < 0.05) , TG 2 4B TEE 5 (P > 0.05) ;38975 TCD BR324 1l
TR FNS 41 MCA /& FRPIPGIHA K e S T4 (P < 0.01), T/ 2 HEJG2ES (P> 0.05),FNS 41 K B2 T4 ACA |
PCA VA 5 THA P (P < 0.05) , HH FNS 41 ACA VA S TFJEsC i P41 (P < 0.05), 11 PCA2 A [HTE2 5 (P > 0.05), &5it:
FNS B4 PEIH e S P RS XT VCIND B35 7= A iR P RICR SR P IH RE S A sk et LA T RE 5 JE B0 1 Rl o3 i i o
TRAERE s FNS XA HI B8 K i A i S 34945 0% | R o A 4
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Comparison of clinical effects of several treatments for vascular cognitive impairment not

dementia

HAN Ying'*, QI Hui?,CUI Peng', LI Lai-you'

('Department of Neurology ,the Fourth Affiliated Hospital of Hebei Medical University,Shijiazhuang 050011 ;
*Department of Neurology ,Bethune International Peace Hospital ,Shijiazhuang 050082, China)

[Abstract] Objective:To investigate the clinical effects of several treatments for vascular cognitive impairment not dementia
(VCIND). Methods: Total 90 patients with VCIND were randomly divided into the cerebellar fastigial nucleus electrical stimulation
(FNS) group, oxiracetam group and nimodipine group,with 30 cases in each group. On the base of all groups receiving conventional
treatments , the treatment of FNS was applied in the FNS group,oxiracetam in the oxiracetam group and nimodipine in nimodipine
group. The Event-Related Potentials P300 (ERP-P300), Montreal cognitive assessment (MoCA) and transcranial dopplor ultrasonic
monitor (TCD) of all patients were observed and compared before and after the treatment. Results; FNS group: After the treatment,
the scores of MoCA showed improvement (P < 0.01),the latency period of P300 was significantly shorten (P < 0.01) and the
amplitude was significantly increased (P < 0.01). TCD result showed the mean velocity of blood flow improved significantly (P <
0.01). Oxiracetam group; After the treatment,the scores of MoCA showed improvement (P < 0.01),the latency period of P300 was
significantly shorten (P < 0.01) and the amplitude was significantly increased (P < 0.01),but the TCD result had no obvious im-
provement (P > 0.05). Nimodipine group:After the treatment,TCD result showed the mean velocity of blood flow improved signifi-
cantly (P < 0.01),but the MoCA the latency period and the amplitude of P300 had no obvious improvement (P > 0.05). After the
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treatment , the score of MoCA in the FNS group and oxiracetam group were both higher than that in nimodipine group (P < 0.01),and
the score of the FNS group was higher than that of the oxiracetam group (P < 0.01). After the treatment, the latency of P300 of the
FNS group was shorten than that of the oxiracetam group and nimodipine group (P < 0.01),and there was no significant difference
between the oxiracetam group and nimodipine group (P > 0.05);the amplitude of P300 in the oxiracetam group was higher than that
in the FNS group and nimodipine group (P < 0.05),but there were no significant differences between the FNS group and nimodipine
group (P > 0.05). After the treatment, TCD result showed the mean velocity of blood flow of MCA in FNS group was higher than
those in oxiracetam group and nimodipine group (P < 0.01),but there were no significant differences between the oxiracetam group and
nimodipine group (P> 0.05);The mean velocity of blood flow of ACA,PCA ans VA in FNS group and nimodipine group were higher
than those in oxiracetam group (P < 0.05),ACA and VA of FNS group was higher than those of nimodipine group (P < 0.05),but
there was no significant difference in PCA between FNS group and nimodipine group (P > 0.05). Conclusion:The FNS, oxiracetam
and nimodipine are all beneficial in treatment of VCIND. Oxiracetam can effectively improve cognitive function;nimodipine can effec-

tively improve blood supply to the brain; FNS can effectively improve cognitive function and blood supply to the brain in patients with

VCIND.
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A4S HEIAFI B (vascular cognitive impairment,
VCI) A& 4 Fi A il 89 e 6 PR 3R (s ot Fs s b IR
o s IR ILRE S5 ) 1 (AR ASE ZE A H 1 55 )
A A (AR ST BR A R Mt 1T ) 5 12 A
RPN T BRI — IRER AR, ARRIR A
I P A HT B A5 (vascular cognitive impairment not
dementia, VCIND ) & FH T A AR D i 5 (LA
FEE RIS bR v i i I A B, Bl N R
WA HERE BT A 045 B a3 B0 VCT
WZ%, ik VCIND Zis 2N TEN, (A H
Al VCIND (9R97 7 IR JAIPEIH Je 5E
HoSF I NI TR (cerebellar fastigial nucleus
electrical stimulation, FNS) 7] F T IfiL 45 M i %
(vascular dementia, VD) JJRYY . ASFFER M0
PR 3R S A ARG A 45 28 P 2 R 7 (tran-
scranial dopplor ultrasonic monitor, TCD), MZ~ff
JE LLACBRIE I | JE B4 F-Fl NS 7EIRYT VCIND
PRI

1 X&MFTE

.1 %

2009 4F 1 H~2012 4F 5 AL E R 2E 55 1
ZE Bet e RN 112 B VCIND (B 90 f], Hor
P62 6], 4 28 B, 4E Y 65~80 %, F-HIAFEHA (72.80 +
5.63)% . WARRE . DR 65~80 % ; @F INHITIfE
Wit E VRS YR, S 4RI AN T BE PR AG B %
(Montreal cognitive assessment, MoCA) P£43<26 47,
] 5 s pOIR A5 A B 96 (MMSE) P4 1E 3 ; @A IfiL
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ARPEER SR B S B B HEBREAT
2506 B [CE (Alzheimer disease, AD) 114 #89%  #%
T VAR R S5 ik 00259 LA AR 26 B DA i B {1
PG ; @ HERR™E O B K R G IR
i ;& HEBR BN | 5 A 2 D RE SR A T N BE
FEE P E R ol DR R AN RE ¢ e 3 S A
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HVAYT AD SRR ARG RIS 258 s Q0K TE
8 J& PN BT & Mk i A fR ;. DR N AN

MHFFEREF 2R E . ALLBRE R AL T 41
P4y R34 A5 A BRI LR 1 A G A



55 32 B4 10 1)

2012 410 H AR AR EE X AR SR P AR DA R T AU

- 1407 -

AR O 22 S JEGE T L, BAT AT ek
®1 HRWNROELER

Table 1 The basic situation of the object of study
R <N S M S 45 Lzl
2415 wge ¢
(%) (%) (B /4 ,n/n)
FNS 4 30 65~79 7173 +4.71 21/9
WRIPEIHA 30 65~79  71.46 £ 4.81 19/11
JEEHEAH 30 65~80  73.26 £ 5.69 22/8
it 90  65~80 72.80 % 5.63 62/28
1.2 7%

121 REAAe

FER AT (MRS IPTER B B brse2
Y155 ) LA T FNS 4155 45 7 FNS, #4E 30 d;
7 VU EH 2 T R VG R A (o 4R i 24 4 ARG
25, AR 0.8 g,3 IK/d, 4L 30 d; Je b -4 1
R JE BLhb - R (TEEFEH-250) , BFIK 30 mg, 3 K/d,
2L 30 d, 3RIT T RARYT R WA RPN R RV, P
HIGTIBIFHTIG HEAT MoCA 1F4) . S AH e H iz -
P300 (event-related potentials P300, ERP-P300) i
TCD fitr, FrA ke MRy 7 7R e e B2 [ 5 i LAl
b, H 2 R I U e 2 B A P RN B A TR
eI, B2 R E i B 2 R R R FR Y 2
A R H A FRE RN B AR /N2 S [R) 5E R
1.2.2 FNS &7

K FHEE PR R 97 1 452 ) AR 77 19 CMS-100 784 figg
PEIRIEIT AT 70N TV F R, P A T 79 o)
JEFLR X AR E SO B 2, 5 22~32, 1
/A, BRI TE] 30~45 min,
1.2.3 P300 ¥

K P2 P18 /42 77 1) KEYPOINT-4 JJLF
W RHBAGHE TR 4 9 0.02~30.00 Hz, HLEK A
FTR FE AR, 42 [ B i R 1 2 25 10720 REUHE , i]
SEHRCE T CZ 5, SHHECET AL o A2, #:Hid
Wk FPZ s, WA B IRBHBTTE 5 kQ LATF , A i i
HUEWE s A B IR, SRV TR
79 J 2 R ACH B8R 2 kHz, B 3
20%, BLRAZAZ W B A I S BT EE T TFAR
AT AL ARSI 1 KHz, & 80%., AT RN
FT AL 60 43 D1 BRI R P fA 10
D77 2000 5 P300 YR IBI (PL) S (Amp) o
1.2.4 TCD #%

KA E DWL A FAE 1) DWL-P B4 fii &
L RIS WX, PRI BMy 32 ka4 >R
FRUERRAE B A f5 P 322 Bl ik, A 46 K v 3l ik

(MCA)  KIGRT ik (ACA) . K i 5 3 ik (PCA) HE
BNRKN B (VA) , LARESR 30 K ) B o 450 1 8
(MFV, 2807 em/s /WE R ST I FE T,
1.2.5 MMSE % MoCA 3%

KRG — A bR IR A I, YT
H AT MMSE & MoCA i, 5 Ay FR 1 #£ 10 min
P 5E R, IR LR TP RS IR H 580, P
F/AMZ 1 h 7, HA MoCA B34 30 43, %152
HEAFBRAE 12 45 K LUT B & 1 43, 4550 i
30 4%, BZA55r =26 4y M IEH ;MMSE &4 30
o3 ARG SZ R I SCIL R, SCH <17 43 /22 <20
g3 TR DL <24 43 R 5 E  MoCA 5% \MMSE 1E
HHEIT AL,
1.3 %it®rik

i SPSS13. 0 Seit kit frgeitotr, it
BORHDAXIEL = PRifE 22 (x = 5) 30 , 22U LECR
PRI 08T, I HLECR H ¢ K258 1R T RIS E
BB ¢ K5, R HECR R AR, P < 0.05
HESHGIFE L,

2 % B

2.1 AR RN T AR

2 IR, FNS 413RY7 5 MoCA FA i I i 1
= (1 = 18.582,P < 0.01),P300-PL 4% (1 = 26.876,P <
0.01) . Amp 7% (: = 10.058,P < 0.01), TCD % RiA
ST 5 X I s B B v (MCA ¢ = 3.826,P < 0.01;
ACA:t = 3.110,P < 0.01;PCA:¢ = 2.858,P < 0.01;
VA:t = 2.936,P < 0.01), &Gt KB8a o ¥z
5o WAIPGHAATT S MoCA R s (¢ =
11.886,P < 0.01),P300-PL 4i %5 (1 = 5.799,P <
0.01) Amp 455 (+ = 17.603,P < 0.01) , {HIGI 7R J=
TCD 7R~V 349 I 3 B2 T4t it 25 5% (MCAt =
1.316,P > 0.05;ACA:t = 0.969,P > 0.05;PCA:t =
1.752,P > 0.05;VA.t = 0256,P > 0.05), JE BHiF-4H
IRYTIE TCD B FX M B, B B s+
%5 (MCA:t = 3012,P < 0.01;ACA:t = 2.833,P <
0.01;PCA:t =2912,P< 0.01;VA:t = 2.816,P < 0.01),
M MoCA \P300 BRI AT JCSE 222 % (MoCA .t =
1.365,P > 0.05;P300-PL:t = 1.218,P > 0.05;P300-
Amp:¢ = 0.956,P > 0.05),

3 HEIAYT ) MoCA PFAr &g it 4R3I
FHEF(P<0.05), B FNS 40 K% A7 PG4 B T e 5
HISFZL(P < 0.01), 1 2 41 [8] FNS 21 i F 3y v gl
(P<0.01),3 4lERAITE P300 &80 AHG 50 A %
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Z5 (P <0.05), HH FNS 43697 5 3 B hr paH 4] K
Je M F-4H P300-PL B4 (P < 0.01), 1fiiJ& 2 4[]
F5E (P> 0.05) ; BRIPGIHLAIET T 5 I IR FNS 41 &%
Je S ZH = (P < 0.05), M5 2 425 (P >
0.05), 3 HIEAYTIE TCD S i34 i 3t o 2250
T B2 (P < 0.01), i FNS 4{MCA -
AP ML T R R T BRI P A K e R4 (P <
0.01), i/ 2 ZLMAJE25 (P > 0.05) ;FNS 41K Je 5t
SFZH ACA PCA VA V357 Ifi Jit o B e T B PY 3 2

(P<0.05), Hrf FNS4 ACA VA & T JeZihb -4
(P < 0.05),1 PCA 2 H[H]TE225 (P > 0.05),
22 RBRE

FNS iG97 i Hh AR R s & A 5 B
VYR KI5 25 AE G R B R HIR 3 ], AR
N A R10% ;e R4 5 PS5 2004 Ry L
PR 3 191, RV KA 10%, 1525 88 2 5
ARV AT S8 i, 2ROk, 3 AN BN &
AR NG L (x* = 3.21,P > 0.05),

R2 HABIFEIE MoCA 4> P300 K 15 M 57 i3 B Eb 82

Table 2 Comparison of MoCA,P300 and mean blood flow velocity results among three groups before and after the

treatment
. P300
2151 %K MoCA H4F(51) PL(ms) Amp(pV)
IRITHT I IRITHT Vil TRYTHT RIT)E
FNS 4 30 2243 +£1.52 2493 + 1.74% 373.06 =+ 11.68  350.46 + 13.02% 499 + 096 5.18 + 0.97*
BAPEHA 30 2250029 2373 £ 1.72%** 37463 £2.18  372.60 = 12.23%** 472 £0.19 5.75 + 1.06**
JEsis P4 30 2238+ 1.56 2239 £ 12844 37426 +226  374.18 £ 3.12** 4.83 £1.02 4.82+1.08%
Fi& 0.632 19.058 1.655 48.140 1.821 6.126
P{H > 0.05 <0.01 > 0.05 < 0.01 > 0.05 <0.05
A R HE (em/s)

205 MCA ACA PCA VA

NEpAg] I TRYTHT Nitag] TRYTTHT RITE TRYTHT RITE
FNS 2H 55.62+3.22 61.23+1.32%  46.33+3.89 53.26+2.48* 35.10+2.36 38.62+2.19%  27.35+1.99 30.96+1.58%
BRTPGHILA] 56.18+2.68 55.69+2.11%% 45.21+2.55 45.00£2.69**  34.97+2.58 35.02+2.66"* 26.9122.01 26.77£2.01""
JESEHIT4H 54.39+2.91 56.33+2.27%* 46.1622.86 48.5023.11#* 22 35224211 37.99+2.87%42 27.19+1.75 29.55+1.94#*44
FiH 0.679 72.851 0.520 67.091 2.633 16.544 0.298 39.717
P > 0.05 <0.01 > 0.05 < 0.01 > 0.05 < 0.01 > 0.05 < 0.01

SIBYFHT A, ¥P < 0.01;5 FNS 4148, *P < 0.05, **P < 0.01; 5 BPIPGHHA L4, “P < 0.05,%°P < 0.01,

3 i i

i A rh g G | AN FE R fa R R Z —  [HA
I AE P A s R 2R AT AU gz, e ver & H
ST I — AT SR F0 5 503 T0U (R TA 0 e
B VCI P 55 1 IS IR DA N 0 3 R 3
AN K i B, AR IE VI A FL R S0 A 79,
XF VCL #4248t 17 VCIND A&, LA
FVD AR, S fE IS AR R A 58 S
R VCI WA 7E A BE R A 56t 148 vl
2 3 1. VCIND VD FlJE & MR (mixed dementia,
MD) , H38 B 17 , AR I PRAE R A 28 R AR AE 1F
— 0 T X — 2 = E IR R R R,
WFFT R, AN [ A v S RIAG AN [ ot AP EA Bt
T, VCIL 2500 A I PRI SCA4 1 VCIND 1 VD
ARSE: VCI AR Hi VCIND FOHESAS 2 17T 72
AR 4T AT 2E A 2 B, 2 4E N H VCIND

H &R LT VD IS, Arf s B 0 A%
W, HA R & S B A AT RE T RE, (H
HN g ARE WL, VCIND 1y &
JAsE VD B Gy g i REE A e i A Y,
H T VCIND WA ORI W24 b A& 1 P 2 i 1
il X B E Y VCL B R — 2, (B HA R D hE
st HOERAYY AD A MCI /9254, i H R etk
ZERIN IR T R B P VCL I RCa FRE,

TR —FRBIE TRTTRCR,, SR P 5 T A
T, AHMHERAFEZATET, BN e 58
VCI IR, WF5 I, RAERRAER B
T, J kb B A A R AR ARk A AR i BRI T
EIRITIE R Ve AT R R RN 2 —
25 1 22 WG A T (e, T S A kS 4
N, 2 EETZ A Wi . i 8 B %, VCIND
g RN 2, S5 R D& AR VCT g A
et ih e N E S W N R ERYR 2 2
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FRIE MR 22 30K, el W R T BT B S .
25 (8] 3242 2E T RE A AR ERR B E LI T
DIReAE S R o VCIND # I
AR AL 7 A B R R AR T D R RS, A AT
AV BAR TR EE M A b B AR A R
BT D BE RS0 LS (R B, S A RA
et FEFFEY VCIND S5 BN S eS| b
PR AT 0 A B 2L, i 4y s A A v D BE
B N IIRE Sk B2 W R 2=, VCLIAEI DI BERY)
FIRE HFT M GG —brifE, BFFE & B, Al FH BR A 44
T3 D68 J B AS A X VCT AH SETA N5 3 #4112 W
JEHAIR . P300 S AH SC AL (ERP) ) N T AL
4%, 5 NI A v GBS sh—— I N T RE S VAR G,
Z R AR N AT R, FSTIESE  ERP
SR P A B AR (0 U A7, TR HGE R vl
B, HR [FRR BE A D RE R A s I i 22 31
AIVERIGYT WD A 15 G40 A5 i i
220 AR MoCA 725375 18 VCI 4 2515 2]
THE PSR & B ATAE VCT BF5E TR FH A
TIRe ki &3¢ , %5 4% B A Tl R e i R 8 A B4
U I SR D7) ARBIFSEEEXFVCIND B9 R K
It PRI RR 2800 B2 A, SR FH 28 51 223 ) VAR i oY
ML, MoCA 454 P300 WP A AIZNAE, DA M
AR T AR

JO B - 1T 3 3 O D 3 L R A
AT G ) Bk L Sl SECIR S, TR VD P2 AR IR P RICR
(B K 2 T shikasfb e VD SR sk, Xt
KAFZERTEUR) VD Josk, HHZyERITE 6 4~ H L
b JREEHSEXT VCIND 99735, BRT I IChESE At
i e S T2 24 30 d AP R MoCA \P300 #4176
S R RE S5 2 5 T B A B A B A
WA O, L Bl ST i £ o Y A A W
ST HXF VI BIEITALE . SC88 B B RON;
5 A KA O A 2 IS TR TG AR

LS YATITR 2 BT B e A U E2e (e VA 11 T V|
fe7), fEAEHE TR SERE N R IRAR AR IR £ B
PG, 254 IR By £ T FIELAE F8 o 2530 ¢ T
BN R ST B AEA ) 25 A0 AR RE 7, [
AN SEIRUESE , S IR R B PG A m]
ZREMELI T R BN BRI R AR
TESE T BT UGB FR 3 12 2T A A AT RE
(Y7L IS0 ARG B, R PHIHARIS 235 VCIND
B BN AITIRE (XN o, A FRE
RARNR, 5225 E A 56 A5 2 )5 nT 24

/0N TOUAZ: A A AL 90 5 06 ) 8 981 7 v o b
A, FNS 38 A0 A rL , X6 T i N i 20 2 4
AN T A AR, AT 4 P A A 2 e 2 A
FHER B NS SEER 3R, FNS W4 SIS A
ARG G PN R AR A P o 4
(R B A YA Bl S I I 20 B ) 25 R P05 U
U (N DIV 1 AN 115 e Rl LG ¥ FS ML iR
A2 I RISt R FNS A4 VD B
(TN I ) B B 1 A I A0 3 1) AR BIFGEIESEE , FNS Xif
VCIND [RIREA 85, R B H Tl BRI A I 37 6 3
I AR T ek, HIRYT R EIRYY IR AT R
RN

FiN IS e 0l AU Y S VAL |
FNS 7£ VCIND G897 Hh 72k, e NP RE T, LA
MoCA & P300 fE Al fats , & LA PE3H 5 FNS
PIREscE BE INAITIRE, R E B %, 1
FNS Xf MoCA £ P300 WK IR et e B 4 | i B
PUSHXT P300 I iR ) i B W 2% . 2t kW]
VCIND S E AT Y RE A0 35 50 B . I X At 3
Al RE A R 1Y iE B 2 2 S G R 2, MoCA K
P300 ¥ THATIIRERI , P300 TR e ik
P2 0 T BRI S I R S RN 22 S B, S
LA R S BRI s IR S e T R AR 2
TR RIS LR . FNS {2 T ik R
2 % 2 P AR AT 2 5 1 125 200 i) S8 1) B v
1 PR EAL T iz S D R K &R, T3 P300 ¥
PR IAZR % 5 10 B PG 8 35 0 EPSP B BRI 0
HR T Ml SN TR B T M, NS X A
SERMER RS A RO R T R T IIRE Xl
JEHAE MoCA P43 B GE AL T SR VG 3H Y JE A
T 1L 37 EBE R 5 T, FNS 48068 L 97 33 B B el 45 e
B SPBF I  T SR P HE U R DL ACR 3 4R
AR RN KR TCG 2 F 20, B3 4,

AFFELERFEN, AR EGIT 7k R HAE L
R R AR [T 6T VCIND £ 7= A R[] 14 5
M)« B P HH BEAT 8508 = AN DI B 5 JE ST v et
PN IR 5 FNS AR R 4, (AERERE 4% 1K
M2 T G I A 1) & A 3R YT VCIND AR
A M FH—Fh 2 2 AR MMNPE ST A7 & =
ST T BB A AT 1 E— A TP )R VCIND
2R IR S AR RE,
[B%&30Hk]
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