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W - BE OGO - R sh Bk 4 mhoaE AR
(encephaloduroarteriosynangiosis, EDAS) J&— Fili [i] $
iz AR 1979 4F i H AR 2L & i B %30 ek &
B HRTE 2 0 T A %% (moyamoya disease,
MMD) G977, L H & )L 8 MMD, EDAS J& ¥ 3 ¥ 3h
ik 55 T L A3 S 43 5 R R S o LB A A B i 5
5 i3 2 1 5 R, e R ST PR AN — S Bl ik affL s A,
HEREMEEERML, EDAS B ZRLH . OF
AR AR 5 @A v I T B e BELIT A5 P a4 B F AR
IR AE D s @ALAE KN 75 B A% A7 i i A
T A8 AR e JBE 7 5 R K Mok R i g RO 2 AR
SO EDAS BYIE T HLA] BUR K 0F 4 5 325 208 A7 Sk
BB RIEIRRAES %

1 EDAS Bi& L&

HHi, 56T EDAS 07 M 7E AL 2 24 7
Mg FwHES L AR I I8 T Y 56 H R R 55
Jhk 2 G 1) Bt i 2l Bk -5 PN Y KR I AE 2 TRDIE B A i
FROH Sl ik, At i 2l Jhicie G 87 A 5 B 3l ik 5 R )= I A
W3, AT 1] i N AR AR 0, A A e R b, 5 A
AR AH OC B N A0 B K AR B IR Ok 4 AR
Gonzalez 55" i 18 f5i 14 2 Ik o BF 1 1k 1 %2 0
(intracranial atherosclerotic disease, ICAD ) £ & 7&
EDAS RJG 1 ~2 M H Ifliz ER#E M, Wang %5
3 EDAS JRYT 116 4] MMD , A J5 il 326 K 4541

X EHS 1009 - 6604 (2024)07 - 0515 - 06

PN B¢ #H 4 i ( endothelial progenitor cells, EPCs) f %X
B T SRR N 4L (0.085 £0.054) % vs.
(0.048 +0.034)% ,P <0.05],iA 5 EDAS Il 45 &
HFARYE S BE RN EPCs M8 KX I iEK A
X ,EPCs 25 EDAS AR J5 i 45 & & fy i #2 , MMD £
FARP EPCs BB % EDAS A5 1M 45 5 a5 1
HAE 95— EDAS Y477 MMD HRij s e F 5 fifi
F CD34"CD133 " CD45"™ KDR * 40 i £ & EPCs #f
FEHA T HLE, B 3 9 R 4P 41 EDAS R )5 B ¥
EPCs 4l i+ 40 W] 8 5 TR (0.13 £0.09 vs. 0.07 =
0.05,P <0.05) ., XUffF55 )R P] EDAS A J5 ] 52
I8 A B 32 2 o 1M 55 2B L BK 3l , EPCs 11 4507T BB &
IR 00 S0 A 0 doe OGS TR 3R, YT 28 25 W v LA i
A H IR 451 40 B R o ) of A A G, 2 EPCs B 3
B A R rE AT Wang 2R A S PE
WEFE X BTHEAR A 7T 76 EDAS iS5 MMD #3032 7
WIE W Ve FH AT R, 45 1 R BT FE e fh 7T 5
EDAS AR5 K A4F 090 3208 3 A& (P =0.041),
N R H 20 mg FTFEARMLTT X T EDAS i 2 AR J5 il
TG IIE R e A R HAB AT 5%t s JE Bl
A2 SR S EDAS [A] % 1 iz 5 85 00 25 4 B 3A
I7 PR LT R

R 5ETF EDAS AJ5 ifnis A5 ¥ o R 5
2 A H A B 255 I PR 5T S 7 38 43 il i it 26 35 7
ZF ARG MG AR 58 B R IO A KRR, $ R
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TR Ty v O ki B BE R RE A R R LA PR Ah i H
flb & 0 AL @, T 4E Ok, & T k40 g Ab 1A BR
(extracellular space, ECS) & 8 iff 5% 4 EDAS i [
i A v v E B R B AR BT O ), ik ECS R AR B
el O T b O N R (SO S C S S W I = R T
(interstitial fluid, ISF) 5| i 1 75 40 i (8] 19 1k 4 15 B
&3 P2 A0 Y Bl A0 R IR AR S AR W
Wbkt 2 56 AR SRR WA aE BT 5T
5RO TR B ZE7E ECS WAY AR ZEH,
R 5T IS 5 1AL A T 203 ] 7K 2% T8 JBRAE /N LAY TA
RS BeAh, Cai AR RE S A 2 ik b R
(epidural arterial implantation, EAD) ##{ EDAS , ¥ H
BT RE, 45 % IALA L, EAT AT LA R ECS Y
ISF 5] [ (68.10 +4.75) min vs. (77.57 £5.38)
min, P <0.05], Mok, JE 5k 4 B gE 45 Rt B OR
EAL ] LU i X ISF 513, Bt 3 4 ok 2 i
EDAS Tl Bij i A v ¢ A= 1Y 0 7E B i 4 4 0
A

2 EDAS K BIk

EDAS J&IA Y7 MMD 55 UL A% [B] 42 1 48 8 JE R
AR BV F TCAD B R 3, DA R AN i 2 1 i
Ifil. % YE (transient ischemic attack, TIA) i 26/ L K2
AR SEBE T A R A AR
2.1 MMD

MMD 2 — R 5= 00 08 PE AT P G I A A
TIE 2 350 N Bl K A o R i i 20 Jok B R i v 2l ik kS 1
T 7 P 2E T £ BE S R I AR RS, R
B2 AR ZIYIRTT , 2805 N A T g R AT
DA I 8 i DR B T Bl A v 4 O ) i A R R
T B AR L A A 3 R, o EDAS J&
BT MMD 5 F UL R TR O B B A A
MMD 2 Wi 5367 15 /6 7 B2 WA | HE Bk b g
o g R IR 35 R R B AE B T A B RGN
PLEARMMEAE A2 e M TiE . C#) 2
YE/NJL MMD 9 45 fE 697 736" L Guo 45 HF
5% EDAS T Bj 4 JL MMD i 25w & A 19 4 30 97 %
(BT 5 ~ 17 4F) g0 A 69 BI4EHRE <4 2 B4 L,
Horp 81.2% (56/69 ) 1 B LG IR 7 20 B4 [ 2 R
Rankin f& 2 ( modified Rankin Scale, mRS) ¥4 < 3
A3 1A RERAE ZE AN S O R 10 AF TC R AR AR

BIh 92. 8% M1 97. 0% , BB UK K & g4 A 32 i
EDAS JAY7 1 24 il fR 57697 B9 MMD &)L, iR 97 3
A G, EDAS 41 mRS ¥4 B B A% T4 57 iR 97 4l
[(1.03 £ 0.31) 4> vs. (1.96 £ 0.64) 4>, P <
0.001], EDAS 41 /2% h & A= 3 i F AR T IR iR 7
#H(6.25% vs. 25% ,P <0.05) ., X SHF5E £ K
EDAS R i B 7~ v &2 %, B 3% MMD 5 L % K 15 7
J&i o Guo %" [l 43 #f 2005 ~ 2022 4F 4 % LLF
MMD £ JL EDAS AR Hif fili 5 v i) il R #0580 5 2 s
&, 45 R W R F S (OR =8.88,95% CI:0.91 ~
86.83,P =0.06) , A HI B I 4% 1l 4 1% 5 ( magnetic
resonance angiography, MRA ) 43 2% ( OR = 8.72,
95% CI:3.44 ~22.07,P <0.001) ;2 Wit 4E 4% (OR =
0.36,95% CI:0.14 ~0.91,P =0.031) Fli2 W 2| F
RS2k ] (OR =1.38,95% CI:1.14 ~ 1.67,
P =0.001) & 0§ &= Hp iy w00 9 2%, Bk, RN IR
VIR UN Ll A R DUIE 2SN s o o4 BTN oA S B o A
TR ], LA B A B i 25 o 6 =X T 0% L
ARHT MRA 3 985 i . N2 B 21 R 1 B i) 5k
3.53 A [ ZWimtE ik <3 28 JL, B4, EDAS 7
BN MMD B bt (R R30I R SR
Wang %2 W58 20 A1 EDAS 76 Hfi P MMD 8 4F
A IS O o B PR i SRS R A
8. 5 AERY R AL BE DTN, 16. 8% (16/95 ) IR & A= ki
HfL RER B A AR I (OR =1.075,95% CI:1.008 ~
1.147,P =0.028 ) J& A< F- I 9 il J5 (&, Li
26 1250 ] i1 43 BT 2007 ~ 2017 4F 111 fi] & 4 MMD
(4Elr =60 %) BEVIWIE] ( >5 4F) EDAS 4 MR T
TRIT AN Ak AR R 17.2% (10/58) i
49. 1% (26/53) , B 5 0& 57 iR 97 4148 L, EDAS 41 R
Ja KA R A R AR K A TR S i 3 ik
SRR SFIR YT J5 I 00 IR B Il A 56, EDAS IRY7 )5 A
500 hE A e,

EDAS 0] Fl T4 M4 ik Bt MMD #9697, &)1 3
b I Bk 5% SR AT BEAFAE 25 5 0 Gao %57 R IT A I
e lE A2k Bk & R Il AE ( hyperhomocysteinemia ,
HHey) B B4 MMD B8 3% H232 EDAS fI R, HHey
2H 36. 6% (15/41) H2 3 EDAS AR J5 I PR 5E R AS 75 5
XAk, W B FAF HHey 4H (7.3% ,6/82) ik N
HHey Al BB T MMD &% EDAS ARJ5 A Rl R
45 Jy W e S MR R AT R 5 B0 S A SR R i RN TS
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AR BEHE, 834 JF HHey 19 MMD A 3
EDAS F AR fij ™ #% & i [7] 8 2 bk & 82 /K F . Ren
2 IR SY 7R 2 BUBE R (type 2 diabetes mellitus,
T2DM) 0 MMD % EDAS KRG8 AR H & (P <
0.01), M\ 30 4h i A= ) 32 it % 19 & A %R (82.7%
91/110) B AEME IR 2H (72. 2% ,153/212) & (P <
0.05) , BRI T2DM & B AR 4 PR 58 5 Al 3R A5 B 4 1Y
) S5 7% R R Rk, A, — 00 i B T A A Y 4R
TF EDAS BA ol s Y7 AR T MMD LI ST 28, Bk
BIRITHA B (92% ,23/25) = T HL.41 EDAS {697
H(68% ,17/25) , Bl i m A v B o 974X, w] #E —
E AR I e B LR IS M 2 AR | AR T BE B A R
WIS

25 L g JEDAS AT LU T &AM 4E i Bt MMD 1y
IBIT A T AR I HOR AT REAF TR 22 5%, HATIE 9
2 g By ] PR F 5 AR Sk T S RRE A B AL X IR
5% (randomized controlled trial, RCT) % 3ES7 %%, Itk
G0 R 2 AR 25 S AT AR TR YT DR T AL
2.2 ICAD

ICAD J&: 4 R & % LAY 25 rpog IR 2 — 2200
il A b B2 97 45 B, A b 2 R R ORI E T AT IH AR
B0 RCT R A4S BB AR S 48 AR i 4
AR LN E ICAD BENTE 7, Mgspl
BE A 22100 EDAS 1897 259 TE A1) 1ICAD f&4
R BAFRIRIT ORIk, — kR 2 WA
J7 TCRL TCAE IR ICAD 3 1T EDAS, IFHEBR /i 41
B 35 gh ik e A5 | JHC b fi a7 PAT 2E M 958905 (MMID | ke 2
SIS 98 ) A ™ A B R G P DA RO 7
WIBE DT R

2012 4F Dusick 457 % K4l i EDAS 397 13
B ICAD , o7 Bt 5 s 18] 54 A~ A 2 ) TIA & AE, BF
A HRFYRBK EERE DL S (AP EET) ,
TN R X6 F 25 903697 2R W HLASE A 48 3 18 IR T
M  EDAS J& — Rl £, — 300 8 b0 i 58 100 X
EDAS A7 B MMD Ffii gl fok s 46 A 4 1 B 42
[4] 2 JiE ( intracranial atherosclerotic steno-occlusive
disease , ICASD) % 4 1 i J& #F 47 43 A1 , o 057 Bt 15 1sf
i) 22 4~ H | bt 7 31 7] JG H 1f 5% 25 A & SE T, MMD
H(n=46)KEERTD ICASD 4 (n=36)2 45T
RHETE % 94.3% (95% CI:80% ~98.6% ) ,TC
TIA £ 35 % N 89.4% (95% CI:74.7% ~ 96% ),

MMD £HJC TIA f£1% %} 99. 7% (95% CI:87.5% ~
99.9% ), H Jr 5 & & W M =2 08 20 ¥ 4 B o 36
Quintero-Consuegra %' X} 52 ] ICAD Flif L X 25
AT 24 A~ A B U7, PP Al EDAS XA i & R 1 52
M, EDAS A7 5 A & kK (10.7% ,3/28) ik F
WEZYIRIT 3 (37% ,7/19;,P <0.01)

Zhang %50 g A 125 ) K % b 3h bk B 2E
ICAD, H:h 60 #2352 EDAS,65 25813697 . 16
16 A~ HBIBETE 2 41 K= (R 3l ik X s
PR Bt i DA R AT o] S R B R T ) R AR E R T
R Y BE 23.7 A, EDAS 41N R R kA
F1.7% (1/57), BEHE AR T X A 10.9% (7/64,
P =0.024) 1A EDAS XF ICAD &A% H % 4,
BRI N S AN 253097 . — T ERSIAS 11 13
R 52 % EDAS 3397 ICAD A9 B A R4 25 o 47 1F
U7 — 2 S AT P NARGE T T A I XU
PRI 2R M % A 3% 7 246 FG 40 Ak B2 97 45 B (intensive
medical management, IMM) (n =52), %5 — 41 EDAS
A IMM (n =52) , 45 1 B8 GIr wI i T F AR
Bl AR 9 3 00 L R B YR T AR #R IMM 4
i, Bl B HERS B T H2 52 EDAS BRA IMM R
I7 R E AT/ B8 T R A A, B AR R3S L
(incremental cost-effectiveness ratio, ICER) 158 1 4
474 451.37 ETCKEZRHE 4 4F - 19 152.65 T, B 2
AR ZEIE B W46/ ,2 ~3 SR BEEIRIT AL T 3
2l IMM 41, Gonzalez 55 i i EDAS Bt 4 IMM 41
FEAEF(RJE 30 d A T/BET: ST 30 d
FHIE B BRI X A ) KA % (9. 6% ,5/52) 8 IMM
2 (21.2% , 11/52) ik 25 10% , ik 4 EDAS R J7
ICAD B 153 ¢ T 4 16 PR 150 v 4 32F

— R FIHFFEIE B EDAS n] (&K ICAD 38 3 i &
RN TIA B & B K, e A, £ 500 5t 2 IE B
EDAS &7 ICAD HA3 8 4 1 97 8 VL Je 28 B 3 4
AT T B R A I A 56 IE 52 EDAS B 7 /LA T
B2 WA T, LA A M A I PR e )

B2 EDAS 347 MMD Al ICAD ¥R Bl H — &
e, R, 3B 4 B 5N Bl EDAS R 2 DA
AN K AR R AN A R ZHURE P AEAR
S Ji) PR A A PR DX 3 PN A 09 4 I IAE 5 e A, fR T I
N 52T B B ) 90 32 R A 2 I I O S, 5 49
S5 A I ) A7 A BT R B e A A e e XU
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R, 7E 2L £ EDAS W R % [E 2 Fp R & o K RE
Lk ERE TS,

3 EDAS ARuifill kARG 7%

MMD #1 ICAD 3 4 fi 1M 4 5 % ok 28 A9 B0, HL
EDAS A J5 il 32 ifin 45 i 38 hn 5 58 & 04 105 % U0 A
X I AR A TE EDAS ARG TN & AR 5 Al
i, BT I i 5 R (digital subtract
angiography, DSA) j& MMD 2 b ¥ 4 b # , 38 5
BN N JEIEAY EDAS RJ5 MMD 3% 0 32 1 3 T8 A%
AIARUE TV o BRI 3K b 5 32 AR I A8 T8 285 o 4
MR I VR R, TGV 4 T B MR I 3 Bh ) 2R A T
TR LW VE 0 T AR Ok, CT I A K5 B (CT
angiography , CTA) Fl MRA £ iy 1 it i 9 8 19 &
SRR D7 ¥k B N DSA B AT EERNTEFBE . Yuan
%m-ﬁﬁﬁ CT ¥EHE B (CT perfusion, CTP) e
EDAS FARATJE FAR XI5 1 fiti 40 20 1 2045, EDAS
A JE J& #B ik i 3 & ( relative cerebral blood flow,
tCBF) B &N (1.04 £0.36) ml/(100 g - min)
vs. (1.20 £0.35) ml/(100 g + min) ,P =0.013 ],
AH X - 147 38 3 15 6] ( relative mean transit time , rtMTT)
[(1.64+0.68) svs. (1.29 £0.42) s,P <0.001]5
AH X 3K W 5 8] ( relative time to peak ,rTTP) [ (1.26 +
0.22) svs. (1.10£0.10) s,P <0.001 ] F&f%, A K
CTP 7E% WL T4l MMD A J5 i 4 5 & J7 i B A W%
J7 o ARIX BEF Sy 45 i P AR BER | TG 1 WL 4% 1l 4 BE
B % B, 7 4 B MRI ( high-resolution magnetic
resonance imaging, HRMRI) A] DL 75 I & 1ML 45 52 %5 Y
[Fi] B 23 B B0E B 43 46 26 2 e A R T 22 501 MMD
Ko g ok oks B A A AH G A 55 4R 148 95 ( atherosclerosis-
associated moyamoya vasculopathy, AS-MMV ), Lu
421 F H) HRMRI %} EDAS 35 7F MMD Fl AS-MMV
14K 07 ROR T AR A 3 AT AN, 9 A 1173 i),
1 MMD 881 f4i] , AS-MMV 292 fii] , MMD i # % A= it
I P G A ey XU B 3 v T AS-MIMV B3 (13.7%
vs. 7.2% ,HR =1.86,95% CI:1.17 ~2.96,P <
0.01),lAh, 5KE4Z EDAS (YT A M L, it 2
MMD % (HR =0.65,95% CI:0.42 ~0.97,P <
0.05) it & AS-MMV % (HR =0.49,95% CI:
0.51~0.98,P <0.05),45 EDAS AT B H A
B e R AR, 5T 45 SR % W], HRMRI 1]

FHF R A > A i ot A5 =5 4 AU 5 v /) A [
HFB I UE T EDAS REWS 10 B i A~ i i 2 %

AN RS B R B JC AR O AT 8 PR R A
e, W AT N T ARATZ W, A rp S I DL R R I P
% Z A B BE . Wang %5 SRR (8 23 1188 75 AL
1% ( color Doppler ultrasonography, CDU) #£ EDAS R
FIE 000 R AR 5 AL MMD g Il 45 P A0 ) S % R
A, 45 5 B TR IS M 52 Kk B R 4 4380 5l
Jik ( superficial temporal artery, STA ) 4 &F 7K < 3 i J3F
(end-diastolic velocity, EDV) & Tl 32 & & A K 41
(P<0.01),HARJ5 STA 9 EDV B & & T AR ai, %
B CDU Al 3@ i A STA B8 75 240, 7 MMD 3%
AR T A ST DA SR A AR L

i LR, ZFhoJr k0] F T EDAS AR i il
KRG VARG ITE O, N AR 48 0 A1 00 % B4 4
e I AE B /N A LE N Y R B B B G I Y PR AL
o WA BT A AT RO e R BE YT, DAR
AR B AEIE 2 I 2 i i R AR R B R R DL R
UUBEZE | ™ e A v i (4> B Rl R T BRE R Ab
ML) 55 I R AE ) R A AE B

4 INEE

EDAS 9 H 1y 3 24 b T3 ] B R AR A 25 rh i
HRkZF B E AR E, KR 2488 Rt
EDAS /77 12 M 1 % P %€, a0 MMD Hl ICAD 1) 7% 76
BLH, 6] B IF e 22 vt RAEAS (TS P RCT &R
EDAS 497 MMD F1 ICAD f{J7 58,
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