XS Bl B A

2025 4F 10 A ZF42 4% 551040

X E S :1003-2754(2025)10-0947-08

doi: 10. 19845/j. enki. zfysjjbzz. 2025. 0174

ﬁﬁ!&&k.\eys&ﬁ
v AR DRB MR RN L A B AT
N
RN EE, $TE, I AWK
WOE. DR I LR R — 2 U I T A A0 P M , WA T IR REAE A

O 9 14 e A P P L U R R B R B L COLAAT . COL4A2 KH M3 /I 045905 LA K JH Al 27 0, 2 780 L g oo it
i PSSR £ 22 2R G R 45 Ak 5 AR R G 1 R 2 . TS 8 PR R SR TR 2 A R, R S S R 1
35 BT A1 R0 DR 6 B, A 45 SR E T | L PR 3638 S i RN B A A8 . S 13 2 R IR A Wb R W 1) o oy B 0032 e
PRAE T B IRYT O AN R T AT S TR SRR AR RN S TR AT S RO . SR AT SR R
TR AEARIATT I EA T — 2B 9T . ANLRR T 5 I T T A 3 B IR Je A% iR /N 10280995 7 & i LR I PR 5
B ST 1k KR T T A T B AL, A SRR O RNl R S AR I S

KEW: /N PRI 2Rk
FESES R743 XERARIRED A

Research advances in monogenic hereditary cerebral small vessel disease LIANG Xinyi, ZENG Ningxin, WANG Tao.
(Department of Neurology, Yichang Central People’ s Hospital, The First Clinical Medical College of China Three Gorges
University , Yichang 443000, China)

Abstract:

cerebrovascular lesions, including cerebral autosomal dominant arteriopathy with subcortical infarcts and leukoencephalopathy ,

Monogenic hereditary cerebral small vessel disease (CSVD) is a group of genetic disorders characterized by

cerebral autosomal recessive arteriopathy with subcortical infarcts and leukoencephalopathy, COL4AI and COL4A2-related
CSVD, and other rare types such as retinal vasculopathy with cerebral leukoencephalopathy and systemic manifestations and
leukoencephalopathy with calcifications and cysts. These diseases are often caused by specific gene mutations and exhibit highly
heterogeneous pathological mechanisms and clinical manifestations, including inflammatory response, abnormal gene expres-
sion, and microangiopathy. The advances in imaging findings and biomarkers have provided new methods for early diagnosis,
while treatment strategies include stem cell therapy, immunotherapy, gene editing, and molecular targeted therapy. However,
further studies are needed to develop individualized treatment regimens for different subtypes. This article reviews the important

advances in the pathogenesis, clinical features, diagnostic methods, and treatment modalities of monogenic hereditary CSVD in
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recent years, in order to provide guidance for future research and clinical practice.
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1 HERTEEMARBENE fEEE S
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1.1 &AL

111 NS %A P Panahi %
BIBIFFE 2 B, PN J5 I 7 47 CADASIL ()9 B i s
KRB, ZE BT 405 N K
NOTCH3 Z KRR T & iBAES T R R G BIG,
SHEME R G T 0 1L RIE SN

1.1.2 BAMS S ERE 225X
CADASIL (B & AT B A AT 5 K B0 T 41 8 il 18
B (Kv) 5 o 3% — AR 2 LB 0l A5 LA
A5 BE 7, 8 A 2 2% Gl o P 45405 G R L R T
CADASIL f & 705 3 Sl i = 5t 25 H B ™ E i 28
T RE R A A B PR

1.1.3 NOTCH3 RA&EMA AN RC S
FW],NOTCH3 5 A A Al 37 B Y 278 X Ife PR 2 AL A
AEFEM . Gravesteijn %57 & B, EGFr1-6 [X 375 5+
BT 1Y NOTCH3 5 48 11 fif U] b 15 T° EGFr7-34 45 55
AR X AT g A A PR R B R R 2 ) A DG M R T TE
HLH .

1.2 KRR

VT AR S B BIF 5T & FR , CADASIL F Il PR 22 B B A
E M AR 2 5 o 0, Brice S5 B 59X & B
CADASIL £ 75 1A R A5 CA77E 55 B |, Gollion
SECEER T B I 1 RS AR/ S CADASIL B 1 & 3=
B, #E— 0% CADASIL I R R B ZAEPE AT 11k
S, EGFRZE S0 8 g e B Er e 1 5 i 2
o i DR, LU O M i o i O A s T A
FE B 3T A — T 5% v 2 B, AR T HoAth EGFR 4544
B AR 5 EGFR10-17 Y728 5 5 A7 AR A A o XUBS:
3 2% B 2 735 (37 B WA Sk CADASIL A v i1 R s 1) 99
T PR 510

1.3 SAR2EARIE S Wi

CADASIL /) MRI 7] WL 11 5% 15 17 55 (white mat-
ter hyperintensity, WMH) | 22 & (1) Jl Bt P fixi B 46 |
H I B A AR A i A5 T T TR0 Bt , G P bl o0 R
[] () WMH B A5 BRI AR 2 A o SR
M e T O BIF ST 2R B, 3 20 485 17 NOTCH3 58 7% () R Ik
B 7% R 3 50 27, 475 AT B8 FR 30 1E (14 i MRT I
B R TE A A5 R X AR B R AR A T RE TG TR oE 4
0 - E 3] = A il A4 Y CADASIL % 4] . Taniguchi
SN PR RE BURAAR AR AR T AT CADASIL (B &
INFIIIRER SZFEEE . T F1iE (hot cross bun sign) ¥
AR5 —Fh AT DL 78 CADASIL (215 24 4R 1E 3%
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Flb 2538 3 DL T/ M 7 S 3. TT-MRIBEAR 5347
P&~ CADASIL 83 19 11 52 5 15 55 5 /N 1l 45 D) R B
8% V1A O, XA B T R W Fa T

1.4 EYbREY

i 7% 8 1. (cerebral microbleed , CMB) 1 JBF Ik {4
H Y WMH Y5700 57 A0 OC T I R ™ 5 A8 B2, AT A
5 2 JR (1 T 4 AR — TR R A B F 5
TR, L3 28 22 35 F %285 (neurofilament light chain,
NFL) IR 28 Jise 5 2F 4k i 14 25 1 (glial fibrillary acidic
protein, GFAP) 7E Flilll CADASIL 3 2= v XU 77 1
B HEANE , X S Y bR 25 W 1 A8 16 mT DL i)
T A A ot A

1.5 JRyriteE

1L.5.1 FaSERET  BEAEMIEUER T
B A T 40 M X T (stem cell factor, SCF) 15 k7 44 ity
AL Y5 1] 3% X 7 (granulocyte colony-stimulating factor,
G-CSF) G AT A3 850k 20 /Iy BRUR TR v/ o 485 1 442
B o PING %878 L3 flf [k — 25 R BL T SCF+G-
CSF J7 1 78 CADASIL 3§ i 45 i 1 #if 28 2 7 v 1Y
fEHS

1.5.2 R¥EIFEE Oliveira 9 B @ £ 3
B REIT 0 T /N BUIR B 414 H NOTCH3 2 Y
TURRL, 3K R FF R B T e I8 30 IR 97 7 I AR AL 1
7 1]

1.5.3 JERYFEE HTANEFBRER A N7
0 4 CADASILR YT B RTTR ST 4. Graves-
teijn 2510V % B [ SR &AL B9 NOTCH3 51 5. F Bk K 1T )i
R A R RIS M E AR, IR T
BT BRI LSS A S g P i R e e i
AR UNEE T CADASIL R & A S Z T4
(hiPSCs) I A& S 45 B Hh 1y S 58 48, 36 B I IR 4
R ] B BN R Sk CADASIL A P 4k 34 97 1 06
THM

2 HERTERARBRRENE L EEEESR
&%

2.1 RIEHLE

A SR T 2022 4 15 U A1) 2l P B R )
HR WAL B AT TIF9E , & B HTRAT R 78 2351 & 1l
BT LA A A I | G L2 ) 5% e A A A
F-B (transforming growth facyor-B, TGF-B) %) I 77 il
R IR I A AR, X — ML A R & CARASIL $5
i KR AZ 0

2.2 IWKERI G2

Y F CARASIL 15 WAk, B AT B 58 22 DL 4l



PSR AE 2025 4F 10 A 424 H 10

A5 NI, — I 2023 4F 1 B HRE 4 1 BEEAER R
FEL 2 P FE TRAE 9 CARASIL (908K, T Ry iZs
L2 W R AR LR R CARASIL H 5 I 75 5K 22
ALK A1(HTRAD FEH A5 2885 i, w3
A8 50 R AN IR B ) AN BRI PRRE IR . {H 2023
AEHRIE Y 1 B2 5 98 A8 AR R T CARASIL (1) Jir
A HRVRRAE , Ifs RAEIR ™ HF R il i 4t
B 55— BREIR 4 15 2 th R Bk CARASIL i AL jE
AR IR BRI A 22, 3k E— 25 iR T R AT
X} CARASIL (AR

2.3 IRITIRNE

2R W JC R EIRYT T %, B R B DL R A AL
IR TR R AP A R P DL R A SRR T O
P H VP IH (Candesartan ) /& —Fh ML B 5k 3= 11 2645
PUA, 75 CARASIL /)N FRUBE Y rb 58 A% A7 500 JE 2% 1M1 457
A (A JR DR I A ) R S RSk 25 IR T R AL T
FRISILRN

3 COL4A1 .COL4A2 18 7% 14 fsi/N I 25 9

3.1 KR

Yamasaki 552 & 8, AR/ BRAHES T 4F /MR
B4 AL A8 2 I P AR 22 1% B G 4 78 A7 T AT S A i
MAENFEAR . TR T, COL4AI .COL4A2 5
AR5 TGF-B A5 538 [ I3 Uk I 52 (4 Fa i M4 7Y
(transient receptor potential melastatin 4, TRPM4 ) i
TE D) RE AT , DT 51 A LR 09 1o 8RN 45 35 15 5 3
L, ¥ 58 T TRPM4 5 30 18 76 47 18 AH DG 1M 45 T R b
R E R . Y4, Mao 252 BIFGE 26, 41 4k 14
B4 11 1 (fibronectin 1) 7] BE A 1Z550% 1Y 8 B354 1B
T PR X s T RSB 4 T ) A AR
A& R E PR AT EH

3.2 IfIRFEH

COL4A1 .COL4A2 52 7% v 78 Ji5 LI 5 BU™ W (1)
i S J5 PN i R 22 kb R B E T 51 % TS 22
PN I kB K DL R AR 2 R R E 5
OB T 98 B0H R, 7E B 2 B 48 405 1 i L SR
A L B, 2 28% A7 HEAH 1) COL4AT . COL4A2
GEARIS

3.3 IRITIRNE

3.3.1 JMIREI COL4AL .COL4A2 7% SF 9N
Shy 2 e LG H i dp w35 A% DR 3, ZE R AT G LG
H L9 P 27 R A B T R AT R R A B A Ttai
SN B2 I COL4AT . COL4A2 BUR PE7E F H 3 1
77 H I RARAE SR AT [ 053 B S TA Oy, 2 i )Lk 7 4
TR EE I, ELAEA AR LA 1 32 BR /N S8 B, AT
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HEAT COL4AT .COL4A2 JE DRI N A HEAT 43 W 4 B

3.3.2 HEAIAYT 20234F, R TiAEFIEZAE
416 (iPSC) IF %2 1Y) COL4AT , COL4A2 /) IfiL 55 55 15
T BB 6% R0 9 78 52 Ji 8 1 0T A /0 1L A8 114 LS )
FEsn T 34 )R & i (matrix metalloproteinases ,
MMPs ) 7E1Z0p 28 i B 2R AT ETIE] 1
JE5 TGF-B A7 5 5% S A B T COL4AT 572 /N B
BEAY eh ) AR PR T 55 A B AN R AREIR | IF T i o 4 45
Ui B —E AR VR, AT TR R BT X TGF-B 1Y
B IaIRIT

4 MMEMEREBRMFENSRERE

4.1 FbiL

H AN TREX T 5€ 78 nl i 3 B4 BE 58 4 A
P, R 51 4 M4SN K AR B A R T RN 2 4 Ak, e
IR /N L4659 28 A0 Do J5 1 A7 742 o A S 6 R o
I 48995 4 1 I3 i s N 22 22 G243 3 (vetinal vasculopa-
thy with cerebral leukoencephalopathy and systemic
manifestations , RVCL-S ) % & [K i A/ BRI €3 1
35 1Y M AR A8 A1 LHAE TR — 2P Bk TR
AR G| B LA BEAL . Ford *V AR i 283
MRI $% AR #9281 57 48 42 B 5345 (oxygen extrac-
tion fraction, OEF ) B M 51 , 3X $2 735 1wk i A8 ok 1L 7] fi
J& RVCL-S 1 48 ZR G AT VRS (1 S i

4.2 ImREHG LW

RVCL-SAE S — M AT P9 | 1A [F] i TRl Y
R e AR A AR B 2 5, Ml PR AR I ™ T AR A5 A
FATA o FRdfe — A v [l A A RS RV CL-S SR ) B
e BE R T il RS P . AN R S0 R
TE SR ATRE i PRAEAR SO 5 2EJie AP 7E W28 22 5+
P71 5 A% 5 5R PR DR 3R AR 5 0 3R B v Y B AR
e S350, I Z 5 i 2 AT A B 55— B

4.3 EWIEREY)

Hoogeveen 55 ifF 5% & Bl RVCL-S H & 78 = ik IR
ILAE 2544 T B4 Fiki 1 557 52 7 4 ( cerebrovascular reactiv-
ity, CVR) L3 T B, CVR A B O F WA bR ik )
TR T K o W AR NEL Al GFAP B 28 1y fisi /Iy
589 1 A= W) s 75 ), TE 2024 4F — 35 T 1Y BIF 58
H, B AT RS K F 28 4K AT BE 5 RVCL-S %< F &
FRIE,

4.4 IBITHRME

FT RVCL-S 1 oA AR T ik , Wang %6
WF5EHE ), Crizanlizumab 75 — R 47 1k GE 05 4
)35 Y7 RVCL-S 3 B IS RAE , R I TR I



+ 950 -

5 EHER

5.1 KL

Yuan 5558 AR YR B0 B0 1 4 FOR ]
GLA 57X} o - FUMH T i A (a-galactosidase A, a-Gal
A) BRI, R I3k B G AR 2 AT 2 8 25 ARl
e, e 2 S EA N A R R R A W RE 2
o AN, GLAZE A1 S8 ik 22 b I BEIACRH G
R 1 2(LAMP2) (9 3835, 9N B K, AT 45
7~ T GLA 58 7% 5 203345 B (Fabry disease, FD 5 &
PERY 7T HLE . AT BIFSE A FD R USRS il 4 3
Jil 208 4346 p 11 2 11 (S100A10) 233 i+ 175 1 it
M TCI PTG R R BRI S A 22 R G IR . X I
FE AR 7R FD A 2 B T I ML 4R AL TR
L 41, Choconta 258 38 3 X FD 1 5 HR A 22
WA, K E AN 2 5 T FD A B A
It ELBE A A0 Y 1S, Pl 28 i S Iy 7 9 i 2 Je
AOFE AT W 4

5.2 HEYREY

FD #1238 AR T o-Gal A T % 1 A6z I #0
GLA & A , Lyso-Gb3 /K P & FH =i fi 35 1Y
fitiAr AT I KB TT . SR, deoR Y ] P 5 R
B AXAR S % P ARG R Liyso-Gb3 7K -4 Al i 5 24
TP RE N2 . B, GLA BE 53 Ar i H Rk
FD ) FEZA2 WL B IHIRIR BOK R AR (diffu-
sion tensor imaging, DTI) 7 FH 2k % 2 46 I o 1 J53 N
AR, Ulivi %% LA B 5 FD BRI
PRI S TR BE AR OC . (KU, DTL AT B8 A A W 002
PEREE T

5.3 {fJT RS

FD §936 77 77 1k £ R AR B AUk A RYT
e BE PRI D I DA SRR I A0 i X Y
Mg

5.3.1 MpEAUTE AR UT I (enzyme re-
placement therapy, ERT) 7£ % Jp5 5 159 1 FH B 250 SR B
FE ANLBE S35 B A PR A TR B A, 36 X il
M55 A — 8 AR RN . Pegunigalsidase o
VER— R B R & — WAk o-Gal-A BT, KN
AR R g — PR

5.3.2 TSR ZH0TENT TR
KA EI IR YT REAEA R A O IE RS RS RE
Lyso-Gb3 BETE#E FHVE 25880 A b sy (B E T REAS
3T ORI A A T R . PBX AL G Bk
WNIRIRIT FD A R BRI L 259 , #L =X T A&
KA EIIGR YT 9 FD AR R AA e — B TR
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5.3.3 EERRTEE BEDUPEAE N —RE LR
MRS, B AT 322 IR T 3 R 1y & A ]
FOUFN AR 95 1 20 1A 1) AN R E PR B AR Qe 2% . Khan
SRR R T8 BE EUATE FD BEPRNA YT Y
W7 IR T R R A R

5.3.4  HXIFik  Lucearstat fll Venglustat £
I FH ZR M R, 56 T HA AT v A 2e ik ) 24~ i
B ETEHE T R AT H KRR R FD IR YT IR
B 1 2454 , " 3 Aok AR AT I 767 PN B 0 L e e B T 1Y
SMAD2 {555 FlliL /M 52 i £ [ 1 (thrombospondin-1,
TSP 1) 7KV R K I 45 A= Jli PR 7 A 23k, D8 1L A8 P
B DIREREAT , JEAE/N AL L 2 RGT T ALY
WEAR-3R & B a B — A A A - AR S B AR AR g ok
FURL (PEG-CZNPs ) B Ik 52 RE A% 3 4 A Witm ft, I3l
1 FEA Bh 9 B E L 4L Gb3 KA IR 5 FD A DG 1)
B, X — R B TF 6T RS 18 24 32
BT AR

6 FAEILMERHEEPELIER SRR
IR

6.1 KImtlLiil

Lin 55138 3o g 7 2R A i L B 2 LR 10 AE
A RE & AE (mitochondrial myopathy, encephalopa-
thy, lactic acidosis, and stroke-like episodes, MELAS)
28 JORR TR 2 B, m. 3243 A>G 278 Y 57 o 1 o 2R A
R A=W RE i g Jy 27 A R . BEA 5
PEFEE MG I, SOREAR T REZEEL N , S Bae fE A
BRI T e AT FE X MELAS 583 (9 L4121
HEAT TG s 2 R LU 2 i R R L, 2 5 22
TR AR o> TR R A W B X — RS
HAE MELAS 9 B b R 4 F B4R T o 03 555 i B
FEAE i, MELAS HH5E 1) m. 5541C>T 2828 AIK T ki
PR tRNA (Trp) YRR E P , RT3 K SRR T RE 1Y) 1
F PG

6.2 ImKEH G512k

WA B BB L2 MELAS %05 57 4 1 3L, Leaffer
SESUFFE R ], MELAS 27 iR 8 L 12 B 2 72 HoA
YRR B B ERTIK, AT RPN m. 3243A>G #547
#IEAE [ AL MELAS R AU fb . 75 MELAS (3%
AR RE & AE (stroke-like episodes, SLE ) 8] , MRA 1
CTA KA T LLTFU A 1l 84 sk sz, i T
BRYT TR ESE B A AN I R AR AT
PR g L EON AT REAT B TR T A RE

6.3 RERHE L AEYIbRE

MELAS 548 % HA LU N AR AR BIUE < SLE K AR
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S 1) Sk B CTRJ DL DR Mg Y 38T T A P 2 T3 R R 3T K
Jo AR B AL, 0BRSS i~ B B3k
PEATHE IR AT ES M . MRI SR O B M B TR AT,
T.f5 %, oy RRALH St 2l DWIZ iRz
B, BBz R SEAEINAE" ikt B ket ]
WiE 22 RN R B I A A e T B
S MRT I35 704 8 7% kg e DRI ARG % DAY T v s
FLER U . Guerrero-Molina 2558 3% & BL , MELAS 5£
IO A A R KT T T A S B K
%, 3X AT RS SR AR D RERRLAAH ¢ , S BRAR P
FROESR ML TR %

6.4 TR

6.4.1 ZORLRYTE: WESERIT, H) S0 5T A
(mesenchymal stem cell, MSC) 4\ 5 i) £ b7 4 &% £5 1]
B EUEELRRINRE . X RSN LR A AN 72 416
7 MELAS i 28 Zh RE sl 52 42 fit 1 — Fh A A 5t A9
T

6.4.2 WNRYY  RSEMAN R ) Z T
2% f% MELAS [ B2 ipAe A, H AT Bl aE 5
NO SE # . ATP 7= A Fl A AL B8 A 6 0 X T
m. 5541C>T 78 B, Ab 8 A R AR IR 58 n] LAYK &2
LR A I I B, SRy 122 R R AL T TR R T
TE

6.4.3 FEHIAYIF Shoop 5 P& T —Fh T
T AL B9 mitoARCUS ZR0 (A% W2 W , 1 TR 1 31 R
MELAS #H & 1 m. 3243A>g 28 A5 £ ki f& DNA . BF5%
WoR R UGE T AR RE I T A

FERAERIATE
7 HEUSETHARRKR
7.1 KIRHLE

P14 Ak 5 975 1Y F 52 ki (1eukoencephalopathy
with calcifications and cysts, LCC) T 1996 4 15 K 4
W& HE ] 2016 4F A BN th SNORD 118 5 [ g XU
GBS GIE . Crow & YT FE R B, SNORD11S
HE DK 4% (1 UB /NVZA - RNA (snoRNA ) 7EAZ B 2
HEAEH], R 2 BRI RE A, AT 51 %
UM

7.2 HBEERB KL

KIREDTHETE R, B LCC R E e, J 5 il 1
[ 9 A8 A AR BERWTIN AR Y, X SRR
SHBIRE B WO E REDEAL R A T E AR

7.3 IRITRMG

D R G 1L T R 17 I B N o N U 7
JPRL? ., Scaffei FF BFFE R BT, DUACER BRHTX Fh 4T
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A8 A 24 W A S A PN B ek 2 o 22 D) RE 1 AL
N LCC RIRYT S AL 10T il LS

8 540 70 TE A o A0 o0 PR L I

8.1 AJR LI

Oudrhiri 55 BIF 58 #5781 11 55 £k 012 firb 17 g
AL B 3% Il 45 9 (cerebroretinal microangiopathy
with calcifications and cysts, CRMCC) £ & H i b7 A~
T i M Sz DNA B ST B [ (0 A7 7E . BFSERB, CTCI
KL IR 5 78 S 2ok K B2 4 A S DNA & 52 6E ) ik
55, B T CRMCC fR 3 H B A0 dh 2228 P e Ho A 22
F G5 78 1 s LR At

8.2 IMRFZISISH

CRMCC FYHIFFE BRI B4 5 . 2021 4F
AR 15 o 91 4T 45 i L B T BE A B i e B B
Dy fiE B ¥ , 3% CRMCC 2 Bt 1 8 9 1l IR 3= 34
fiE o FE20224F 19 53 11 1, 1 44 7 A0 A A
AL B T SR 0 400 10 S50 27, ik 1 L4 ) 1R
PO 5% (0 28 1 B RS,k — AT e T A B Ik IR
R,

8.3 {AYTIRME

Sears 55 R FE T LS )L CRMCC Y I R4S
BE oy 1R T T B, G X Y R
AIHE I 553597 o RS 1 O AR 2 W, (B4 i A8 A A
259 40 U1 AR R B BT (bevacizumab ) , 78 3 26 H 25 vp i
71N HH B A 2 IR R 80 02 i 17 1 JRE 728

9 IEARMETE MR I E R

9.1 ZHRbLI

1A% VR VE KRR B I 4 9% (hereditary cerebral
amyloid angiopathy, HCAA ) %) HiL 71 35t % 248 8 J2 i =%
A1 CAA (Dutch-type CAA) , HAZ O B B-T€ M AR
AR A BERYDIR o EARP DRSSO i 148 45
Hay i3l i AR GABA BEZR fish 51 A Jiki 3w 2 0 i JEE
TR, AT AR i 453457 o A, Taylor 46 BIFE
L, CAA BN T P BE R A1 2 fb AL e Jo 40 e 1)
BN 3l 2 3 e AR A o K 32 A 2 (trig-
gering receptor expressed on myeloid cells 2, TREM2)
BT VR R AAE N B

9.2 ImRFIT LM

W L wbR e S B T AR R AEIZ W CAA B AL
FBo THEHY 2. 04271 T2 W ny BRI L BE A2
SEHER X Sr CAA FBH FIE CAA 51,

9.3 it

MRIAIFSE A B, A5 1 st 5 i 22 B HCA A
ot 0 AL R B UIAR G . MRIUBR W) (A g s
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AL L) T S0 0 s 1 R, N AR A
jJ ERER . JTIY, 7T FLATR MR BUSE R T —Fh
ARG bR B — R U 1 W 15 5 (hyper-

1ntens1tles)ﬁﬂb? HCAA 1 512 W 550 Wi
FHN AR, J\HﬁtﬂEﬂ%ﬂ/l\ﬂﬁ%’%ﬁ’fﬁiﬁ?ﬁ%”(sn-
perficial siderosis ) /&= fuf % Y HCA A £ 35 55 2 1) BiR
E, 7R X ﬁbEi"jiTﬁaxE &M R A T AR AR
DA

9.4 HEYREY)

WEAE C 0 CAA B3 K H 0 AB38. AB40. A
42 Fll AB43 #Y 7K - 1 25 T B T T T 3 Al 53 o 1 ik
JRUS T AE A 24 HCAA R ALK, AB42 /K
BT B 5 e o e S A O M | R AT LUAE Oy
HCAA BRI A P bR ™ o eah , £ 8 i — 0
WFFEH , HCAA J8 5 I3 Bl A5 9 P B NEL HT GFAP
IKPAE P o AU A B S 12 (2 35 T v, X BB AR AN
ASCRT LA 9 32 %, 38 W] A8 TG IR H55 0 7 v 38 0
PRZRIRA T AR Y R A

9.5 IRYTIRME

9.5.1 MEEIRIT  WFFLRW] HAE-4 Bk (b
NEHRE T e PUIA) AAUAT LA /D VE R FEDTRR, iA fig
PR i i 1Y 58 B PR AT RE , eI T W AE IR YT
[F5 =S

9.5.2 ZYWRAIT  Saito RS KB, ALHER
Z (Taxifolin) RE W& IR /b ABEEE@UL L, T e i o,
B RO TR i 45 , 14— 20 it R A B2
I UFHAE CAA BB T AYIT L

10 B 2
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