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ography (DSA), the detection rate of intracranial artery stenosis is improved.

diversity of clinical manifestation.

intracranial atherosclerosis ;

For example, asymptomatic, dizziness and stroke and so on.

plaque inflammation;  moyamoya

With the popularization of CT angiography, magnetic resonance angiography and digital subtraction angi-

Intracranial artery stenosis causes a

As a multi-etiological

disease, its pathogenesis is complex, and the recurrence rate of ischemic stroke is high. Intracranial artery stenosis have

different distribution in age, sex and race. This may suggest that genetic factors play an important role. At present, some

progress has been made in genetic factors of intracranial artery stenosis.
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BRI R AL AR A 25 R 3 ko R R A1 o &
Gitkpns , 5 2R R B YIAH S, Morrison 451 A 2%
U 22 285 1 £ B2 305 7 P 3 Ik ok A A A oG
RV Gy BEER  H) R 55 O A DG 51 R
BAHTRZ 251 (SNP) AT 22 28 FR A i1 ) 2
1 A K% 9 (serpin family A member 9, SERPINA9)
— 5 BT IRAEAE A5G, = A SNP 55 A
FEFEA G, WiFh SNP 5 B ARABISEA G, X WUAESE
ARG 495 BIIRAESE 3 TP AT 407 AR L AR TE
TG, () HE R e O g S 55, B AR AT ¥ B Pt N ) Jik
SRR RE AL BRSO, (H 4 7R 3545 B JEPEAE R I AR OC
O IR AR RE AL TR Y 22 55 A B TR LA
Ty BT, T AT B8 B 1) T iR 3l ik s A i Ak
AT 2R B 215 8 1 E-S4 (apolipoprotein E-S4,
ApoE-S4) S5 K& PR J2: i A1 3 Jok B 7 114 7 e 6 P
2, 50N 2h kopke A8 JE I A G B TS
X AR OC 53 B D 5 3l ok ok A A i A8 8
AIDGTE . SRAE T Bl K A 2R L 7R 3l Dk ok i A 1k i
e ke B H ZAE ], 5 RAE AR SC i 73 7 K AR
FIPEAE ICAS KAz i 7 v B 3 K T R AU
I, A S BB A R
1.1 SHRKZERNEXHERZEKME
EVE JAE SV AE As HE B H EAEH], BT
As WSR3 M R A e ek B A A i e 1 52 24k g B AR
PERYFEIA A 31~ 200 I 7K - b 3] 22 A IR T
TE S FERE AL A | 3 ) 36 2% 200 B VBT 1) AR H g2
RGBT Sl bk ok R RE AL 1 K AR K RN I RAE
Joffre 21T A fIBIF 5 22 WA | 6 25 40 B fish 2% =2 4 ( trig-
gering receptor expressed on myeloid cells, TREM-1)
(R 1) fEE VR AR RO Ay 5 AR, R
ZARW— A EE FIFE S, TREM-1 76 A\ 2K 30 ik id
PBEH v 2 ik, JU AR v AE R DK A AT 32
TREM-1 38 i 3 i B 3% A6 5 Wi iR % £ 1 ( fatty-
acidtranslocase , FAT/CD36) £l Toll ££3Z4& 4 ( toll-like
receptor, TLR4 ) {2 i BLA% 5 5 44 i o8 15 48 i S 1o 1
VR A0 B, BELIST TREM-1 {55 1l 5 J&— 4> 20 ik
SRR AR YT BB RS . TLRA VRN RAEN T+
5 As HEYIER , Xu F AWFFERWIFE D E AL )y
DUBENFE o, TLR4 (9 =~ B A% 1 1R 2 85 1E 7
(SNP) 12 A LRI A5 (151927911 152149356 ) (£
1) 5 K3l koo A B A 1 ik A v oA O EOR SR
TLR4 J£ [N Z &P 5 1CAS 1y I 45 IR 1 6 4 AR OC
ifii RadioProtective 105 (RP105) (% 1) fEh—15
TLR4 S5H4[RJIR AN TLRA {7 5 38 i 9 5 259 15 1 7

Wezel 45 '© A\BF5E &M RP10S B 583 F I CCR2
AU B 20 i 1 e 22 - 40 2l koS A 1 T ke g
JEIF I DA AL B v A i e . E R (CDO2E)
(1) FERXR TN AN, 34
PN B 20 PR B B RR itk K — R B A A S B As
K B ICAS X R AW, Sitara 2517 ATE
Andhra Pradesh FJAREHFHF5E % L CDO2E (9 S128R
2N ICAS HE, AC S AL L AA JEPI YT 5,
BB ITLPEA T, A BT R, R R A8 N 7l 5K
Ji% 4 (tumor necrosis factor superfamily 4, TNFSF4, 3
£ OX-40L) 5 98 IR FEIH F 32 R 8 Z % 4 ( Tumor
necrosis factor receptor superfamily 4, TNFRSF4 , 1 /E
0X-40) 5 As B AR B By AL AR 5C , Huang 45
NWFFEEE R B 7n DU A o TNFSF4/ TNFRSF4 (1
SNP 5 gl ik bERE AL PR I A b T R GE 27 25 5%
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AR AR rp e DR 22 2 1 A ol i A i v R
Bl
1.2.1 LA #mLER S 5K EHE
JIR R LA R T AR B AR e 2 sl ik ks R A A S
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[7) A S 4K 2 4 I F 1 (allograft inflammatory
factor 1,AIF1) (& 1), s —Fp 5 L 30 & B AEs 45
S ST, AT I 20 0 A R I - L4
M TR ARG . A RTSER T, ATFT s 35k
fR i E Mg ER A ox-LDL H s i iR A0 e ik, 5
SBKHERERE AL TE B DI AR O ATP 454 &
& G1 (ATP binding cassette transporters G1, ABCG1)
(£ 1)Z 5 E v i I8 BE A gk A5 ¥% 12, JF T Ge A
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PN W 200 i v a7 1 9k 2 3 TR 400 R i, 2R 2
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BRR 28/ ABCGL A S i IEL T B L 1 e,
ATP &5 & & ks 1k Al (ATP binding cassette trans-
porters A1, ABCA1) (£ 1) 3 58 HDL 4 AL,
HDL YEMH B A [ 287 18 K 52 /& (scavenger receptor
class B type | ,SR-B I ) 15 I [E B g N HDL 43+
00 11 8 B PR 2, 9 D E N L5R T 2R mi-
croRNA Xt ABCA1 Fl SR-B I 2 5 i) I [o] it i) %
iz B



CN 43-1262/R " [E S fikflifb 24 ik 2018 4F55 26 #:55 10 1059

[ B 5 TT AR 45 A F% sk I ¥ (sterol regulatory
element binding transcription factor 1, SREBF1) ( %
1) A TR B2 R 2 1 32 A K T s ) 13 R
R ST P8 b i — P i PR 2355 [ Tt 1
JEfF, HFKIE S HDL HEAR G AR, oY
TN L [3] P i 5 5 5% B8 it (lecithin cholesterol acyl-
transferase , LCAT) £:[H 1$2292318 7 #5747 GG £ [H
BRI G A S50 A4 88 T HDL 7K 53, I
I JE [ 5 B %% F% 25 M ( cholesterolestertransferprotein
CETP) 2 rs708272 i s #5747 A S50 5 I L #EH G
AL P A LTS HDL2a HDL3a AP35
#H IR H E (apolipoprotein E, ApoE) ( 3 1) & —Ff
ZHREANFA S SR ZSHEEN, Bk
2R 535 ApoFs At i JIEL[# B A1 AL, 410 ) 16 6 2K 248 i
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Wik 200 e JRE B T B A4 A D 850 1 gl ik o A A o
ApoF FE DR B 4 5 55 1 78 s IALE T A2 Ji s oky o Bt
He, BRWHFREE A 25 4 (fatty acid binding protein 4,
FABP4) (£ 1) $A My 42 O L4 95306 1Y — A~ 2 3
s, AR R T B R A M P J5 0 1 35, FABP4 i
R — I RE 2 &1 (1s77878271) W] F I FABP4
(135, Saksi % A1 BT R W] FABP4 1577878271
S LT S JIEL T 1 7 S RO I A8 5 ) XL
FABP4 75 50 ik o3 i fifl A BE B v A R 2 3K mT R J2: 1
T Y P S5 O A O TR R A R D/ U T A R A
AR T B 0 0k ol 22 25 e R AV A 4% 0 2 i s 17
H 0T fist N S0 koo R RE AL BESRAT BRI, A5 F
2B, 28 8 FH A5 (apolipoproteinAS , ApoAS5 )
MR TR B e B 9 ( withered  lysozyme
converting enzyme 9, PCSK9) & K AL % B R & 3%
& (low density lipoprotein receptor, LDLR) 3 A ( 3
1) 2875 33 H i =8 IfAE B e AR B ke, 4
T ARIE T o [ 15 S0 P e LT O RE A8 % LDLR
JEEE LA RESS 1187-10 (LA G 248
Jg AT
1.22 BREEZAR S M FIX % (adiponectin,
APN, XAE ADIPOQ) (3R 1) 1E N —FhAEfg I 4H 2 v
R AR AL A ¥, S A 25 5 ik o H B 10 f 6 (A
AN 3 W SAEAR R, 5 I R AP 2 BUBE IR
i S AR 25 B R DA G . BIF 5 3 B i D ) ik ks
ERE A A v R G Al A ST B 5 i 1B 3R IR - K
FREEEY, Hom A gl ok ok A B Ak ™ o AR IR IR R K
FEEAR, RN IR R AR K- S 2ory AUl AL b
B ICAS A By e AU PR 2R 22— Wi 22 v i

FERWINRHE R I rs16861194 {751 GG 3 K R Al
rs17300539 ALY GG HEP B 5 AR 1 R K P80 A
5, T H. rs266729 1) SNP 55 IR 2 e B2 AR A 2 D) A
ST Cui BT A R AE DUR AR IR B R
LK SNP 5 ICAS AU HE N2 VIAH G, Clq B 3R
FERF AR H 9( Clq tumor necrosis factor related
protein 9,CTRP9) (£ 1) Z2—M i K M 58I K
e TR 5 6% 1 07 240 B PR, O LA B TE MR AR
FH AW A 3 N B D RE A D T k4% AR
F. Li %8 NP 5086 % 8L CTRPY 3 5o U8/ I 1 41 i
U I8 R BE T F o« (tumor necrosis factor alpha,
TNF-o) YN L 8 1 (monocyte chemotactic
protein 1, MCP-1) 2 & JiE A T 3455 ApoE it B& /) B,
KEHHEEE T

123 LaaEmie kA sEr SEMk
FHICHY 2 IS TR [l R (2 3 TCAS &4 & | Jayantee
LR AL R | 1M A K Tk EHE LB (angiotensin
converting enzyme , ACE) f DD J&[H % D 2547 & [A
FIN A 1(adducinl ,ADD1) 1 W £ 4y BL K 514
PR 1M & A 1% ( magnetic resonance angiography,
MRA ) I8 5 5 7 SOk i P 25 v A O 78 15 A i
Shalifik MRA IS 57+ 5 ACE 5 ADDI JE [N %
AT S, SRIM Sahara %1% NHYWFFE I ACE2
(R 1) k= 22518 B 5K K [ (angiotensin, Ang
) A FAOIMAE RAE A c-Jun & FE0 38 (c-Jun N-
terminal kinase, JNK ) 15 51 &% 3006 A1 5¢ 19 1ML % 2
g, AN ok ok A B A 1) 4 J K sl ko A= oA TRETE L
XEEEEIR ACE2 X L&A R EH .

124 L3 FRARAEAXGER S SR

M H 3 PO & R A IR ( methylenetetrahydrofolate
reductase, MTHFR) ( & 1) £ 5 [R] B f pe g iR AR 15 A2
DNA FEEAL A3 B Mao 25124 BF 57 R ] MTHFR 2k
COTTT i i 22 A5V 5 IRl B 2 e & W2 /K F- T+ A
&, H MTHFR £:H C667T i i C/T T/ T H[HHY J¢
T 2557 B PRGN R Bl ok o A A A XU

2 WERSEELESIE

K% 9% ( moyamoya disease, MMD ) 42 331 [N 8l ik
T WS e DR T 5 Jk , A e 2 kG fe 8 7 R B A
P ZE , B IS S bk | 5 Bl K A 0N il A AR A AR
T IS JE S5 8 I A8 O O R I B — P J L A . A
F LA AIE ( moyamoya syndromes , MMS ) J& 48 & I H:
Mol 25 72 8 SR Bl 28 2R G I A AT 0 55 1 4
B —ZH P o I 1 — 20 48 Hh 7R RRAE P A0 551K i
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Y U £ T, R Bl 2L 0 A AR DGR RS (i sk
BB HCHA ST 2 R QLR A AE 2 2F AR s 1 AL
&) A MMS, #8 78 istE MEin 5 Z B DI G
HRZ5975 1) 22 s DL 52 2%, BRI AT 96 2 T 2 2R
MMD E A7 B 5 i b 2 S5 RN G AR M, — 2t
KA FTARAE G5 R W e ok ks A% (R 5¢
LRMWRZ, XEHIREEERERIE MMD 5 MMS
1 & A R A AR, 2 A% P MMD
o MMS,

4 HE PR T 5T Kk B 3p24-26, 6425, 8¢23 .
10¢23.31,12p12 | 17q25 S5 H0AJE AL 5 S G PE
IO, E— 2o ke A7 F 1725 XY

B85 1 213 (ring finger protein 213, RNF213)
(F 1) BETARE MMD % 2= B b 56 19 By 8% ik
R FE B A BB 58 b % B, RNF213 3% 8 1

K1 XHEFNFRRERXNSBEEREEYINGE

p.R4810K (¢.14576G>A ) 2745 Al UL F 95% 1) K i
MMD, 80% {180 % ¥ MMD K 1.8%1F % A2 . 4 #f
HRPAE T ¢.14576G>A A5 5 MMD iK1k | Bt
I 78 B2 K R i 20 ik P 2 A G, H U9 22 Wl g &
PO MMD H 2 RNF213 A4 XU 25 007 56 R 3% H A
P K ZH miRNA 43T R MMD B35 1M
5 RNF213 Al BRCC3 #H 5% B miRNA 7K *F
BT,

AN, — 22 52 2 B T p. R4810K Z A1 Y
RNF213 57453 /5., Al rs148731719 . rs397514563 , 1%
WTR 9 A8 1) T W] 9 MMD Iifs PR 26 30, BIF 9% 25 W)
RNF213 [ p.R4810K Z&748 55l ifit P 40 28 #H ¢, ik
p.R4810K 2878 Ju HJE A4399T i/ i 5 H i Pk ek 48
X,

Table 1. Predisposing genes association with intracranial artery stenosis and their biologic function in the review

5 FE R A R AYTte Gy IRSE R 2 B EYi6e

TREMLL }fg%ima AT SRR RRAT | | Bl s RIS S B
3;;;:9(;169)27911\ 515 AS BT ApoAS g%gg;@ﬁmﬁ%u%ﬂﬁ%&m
RP105 % 5 PG R PCSK9 .LDLR ;gﬁgfgf@ﬁ Fe S R 1 i
CD62E A S EVAIE-S P AN A T oS I 5 i APN KA1 %

AIF1 PR B 200 B AL R0 I A4S LA g% || CTRP9 Z: 5N R DIReRTY i 4 RE S
ABCGI 0 ) 2 3 O A S I 24 ACE2 g%ﬂﬁ%ﬂ%éﬁﬁmg INK {55
ABCAI SSRGS EIREARZ AL MTHFR ( C677T) 55 ve [ T4 Joe 22 I A G
SREBF1 %5 HDL 4 AL RNF213 S CERT RPN

ApoE Z: 5 5 W 20 A A0 HENE [ B U 2% 30 U A0 il ADA2 514 g A

eIk

3 HPRMEZRSFMER

A SR 2 LA LA BE ST O e il A4 S S M 5 0
FT LIRS Z2 R0 18 25 2 | T AR Ay g PR oK SR 1 B
Mg B, Ik M R X R 48 B Bk & ( primary
central nervous system arteritis, PACNS) I 22 JZ i P4
shlk ) E 40 i 30 ik 4 ( giant cell arteritis, GCA) |
Takayasu’s Arteritis( TA ) 58 2 o1 g ik 48 2 & 4]
P B P i R I A A (TIA) (2R HEAR . Jaechun
Hwang %0 [B]BRAF5E 190 141] Takayasu k4 ¥,
A 21 A ARl PEAS T (P AR I 39.9 %) Hop
11 5128 MRA UESEAFTE /N Bl I

F T SC Tt P 3l ik 2% S 250 A8 bk 7 ) AL A 47
ANEHE, TS R 2 R 583 R R 7R 545 Jk
R W TTRES S &, — TN 2 REEINE R &
D HACHE 1 BE PR 9 F 5 e BRI T il 2 (-
denosine deaminase 2, ADA2) BH (F£ 1) RE5 &
GEPEIMAE R KRR R AT ARSEEY ) T E Al
JEBIRKAE (GCA) ¥ GAWS A5 & WAk T2 41 fifd it
JF I (human lymphocyte antigen class HLA | class 1I )
Je W SR X 3, 2145 )5 ( plasminogen , PLG ) F1ff
Rk 4-F2 AL P FE o2 (prolyl 4-hydroxylase subunit
alpha 2,P4HA2) 2 H GNP Kim 26550 A8t
REBMMZEFRHNF (NT) KHZE(NTR) B 5
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GCA I H P, A K K+ (NGF) Fi i P54
B SR (BDNF) 13 45 4 F1 P7TSNTR % & 2
PR B SZ A5y A 2 50 Sl Rk I, A8 57 v AL 40 i 3 5
RS  FEGR I PEFF 2 BRI B R ph 2
BREFREIS T, NWERRGEEAKEHH
INERAE T B T i SR & 2R I OAEE  7E GCA &
BN R SN B R AL mRNA Rk E 3T
B, ZEARSL GCA S bikC-F- 18 LA B i ik — 2D i 5
R/ IR A K T S A R 18 PN R
mRNA AL DL B BB 55 BURE Sk a6 46 19
MBI KA, AN Bl K A K S e R4 e 3 7 0k
LI i — 2P

4 H

i /N LR ( cerebral small vessel disease ) J&—
il K /NB K (40 ~ 200 wm) sl bk /N EE kO
20 15 P D DR AS D 1) B RS | BB S AR SR HR K
Ji& B R 10 i/ I AE e B IR R iz A AL
A AL RN A B B 5T BEAE A 5T Y G
A 3 A% 1R G 30 ks ( CADASIL) 2o 4 i
PEFLIR BRI A TP A (MELAS) 25 R BF 5T 19
i, BT DSA MRA SAGKS A xE LA K 3R 1M A8 pe A8
FERICAE ) HOTE sk BURTIPRIA

5 I £

i PR B B 7 A S — o 2200 PR B , 5 I
Fs B PR (IR S AR 28 B A 25 A 56,
FIFALE BTN AE 45 B A8 B R 3R 19 182 4% 5 JR&
PR BURRR AR TR, A B0 B A R it Ak A o
(g —AH G R PR, ELAIRAE it P 3l kBl A% 2 o
S AR PN Bl OB 7 B KU 2= B AH L A 3
Jraf it T A o TR A R S AR Ty i Y
WFFEY R T % K HL A9 INIR, D4 s A0 00 1
{5 7B S 25 T FAE O 5T S it — s i SR, A5 )
TN SRR PG SRR IRYT .
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