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Abstract

Cerebral microbleeds is one of the important manifestations of cerebrovascular disease, which is
mainly characterized by subclinical damage caused by microhemorrhage in the brain cereal mi-
crobleeds tend to occur in the elderly, current studies believe that cerebral microblees is closely
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related to the increased risk of stroke, cognitive dysfunction, gait disorders and so on. Advanced
age, hypertension and cerebral amyloid vascular disease are recognized causes of cerebral micro-
blees, at the same time, some risk factors are associated with the incidence of cerebral micro-
bleeds, the mechanism of these risk factors and the pathogenesis of cerebral microbleeds is not
fully understood. This article reviews the research progress on the risk factors related to cerebral
microbleeds, aiming to provide some basis for the prevention and treatment of cerebral micro-
bleeds.
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1. 51§

i H 1fiL(Cerebral Microbleeds, CMBs) & —Fft & L (4 SV Ifs A I8 2973 » - G /0 ML 87 P 8 284 il 4 ) S5
BB SZ A0 M MR 5 72 AR S i s JR AR g1 S, HAEAZRESERBA IR T2 A S R i
JEINBL S A5 b 2 150 (15 T N[5 2 ) G BLAR N 2~5 mm, S KTTIE 10 mm)fIRA5 58451 1]. CMBs
B AT W I R IR BRI, ZE {8 BE AR CMBs R U RN 4.5% [2], TEZ6rh B35 b 1) B0 R A
AR R 2= R MR BITE 16.1%~71% [3] [4] [5], FEIME MR B th CMBs 18552218 14.3% (6],
T AE B JR K HFBR P 22 T CMBs (1) HUi R 08 37.3% [7]. B4R CMBs 1A B2 IR AR, H2 80
HNINRERRG | 1E G SUE . ZEREMIRLEAAE DA R L VARG L0 — RV RRE[8]. M4, CMBs
R RA A K IAG O¢, AIENA PR TR F[9]. HAFARH, CMBs MIAAEEER. &
M BEPRI S TG 7 o Ve A ML « i 1 B A8 55 Sl R 3R A 5 [10] [11] [12]. ANFEAZE ) CMBs
W AR R R, i 2 S L5 e LA A O, R BRRE T k15 v of e Bl Ak o A R A 1 Ak
MAERAA K[13], XESERIZRE CMBs AJmAH KNS AR 2B . DUt CMBs & fi fa R & (1)
R R IAT SR .

2. AAIFFNERER
2.1. Fig

WY CMBs SR E B GRR R —, BERTAARD], CMBs [ 805 5 b 25 4F 6 I8 K 11 1287
B, FRAZ 45~50 B ANBER 6.5% L TFE 80 % LA EARFH 35.7% [13]. AN — TN Wy S50 B 78 0]
TS TR 2 W 20 (3 AN ) RIEZR (18 A H /NI R V) AT U g (5 R I, S48/
BAAEL, 2R/ N CMBs i . K/ KT N (p < 0.01), R HIZEZAE/N BN K E 2 5 2 5
RAE 1107 A2 SUEI) CMBs. [RIRFRF 70338 R B, PG 20 W Ak B2 1) 2 48 /) BRLFRD 2 TR 55 4 v A 1
P RWITEZ I T WA ZE JOAE BURTE[14]. HAT, SEEHRH CMBs BN LEHLE] A
HAE, AT HE 5 I R I 5 o G5 P4 1S TR JE ) B S 3G AT 2% [14]

2.2. 43
PERIXT CMBs HIFZM B HT #4474+, Tomohiro Z5[16] KI5 AL I EE AL & CMBs R & T %
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PE, TEXTZ P ER R R IAT IS, WREAIE T CMBs MIPERI 2 S 8T 4e /N, Wil CMBs 75 2 5
WA, X R T B LA E 2 R0 SRS R R . WARERY, M4 CMBs 1)
SER R (17]. HAT, CMBs 809 R AFAEVE R 2 53 B AL A TE R, ft— D HE o,

2.3. BEEE

5 CMBs KA K 8E K = AHE SHUKME CMBs AH IG5 PR 22 25 11 F1 SR M 193 AH 0% ) JE DR R
. SHk M CMBs MR BRI FE R 2 52 19 S 3@k ERIE B E (APolip-oprotein E, ApokE)
R, HIwiD— 2 5 MR AEE R E A B, B eAE . R, BEEEN pIEkh i
[l (amyloid p-protein, AS)iH R EZANE[18]. EANSKH, F7A4E 3 T ApoE SFALIER, 75l el . e2 M
€4 [19]. Silvia [20]55X L T 564 %521 ApoE B:K 70 5 CMBs WK R Ja KN, ApoE-e4 5 s i I
SFEHMK, M ApoE-e2 A1 CMBs %4 KBk, 71 ft 5 APOE-e4 ¥ A ML TR A L2 BE 8 [ A5 56 . ApoE-¢2
Xf CMBs HIEM A7, AT FE S ApoE-e2 55 CMBs LIEAHIG, TTREZ N ApoE-e2 2x 3 BUME
SPYEER FIREIRBE, INEE M N GG, R CMBs [21]. Bb4h, IERA KRBT FEHIESE, ApoE-e4 5
CMBs [AEFERBERMAIA G, FNIC KM B E IR Z S CMBs A7 K[22]. FIGEMESE 15 CMBs
H 9% PR 25k 8] 5% A 0,438 0 G €00 AR S At A% A1 i 2 o £ B2 S5 T R ZE AN 15U ) NOTCH-3 (neurogenic
locus notch homolog protein 3 )4 K RAZ[23], FIR LR /K S HEER T H1 1K) APP (amyloid precursor protein) 1.
ZRIEFIRA24]. FETHIKPIARG R, Hit—PRRZXECHERIEFE 2 EMERETI K CMBs 1)
FHIALH o

3. AFAMBRESR
3.1. SlE

IR A2 CMBs B EE a2, A 2 s REFEK CMBs B E. BFRRM, R ARG 21
Hill i o B CMBs [ XU i T 1L 1 5 1 BB (250, AR[10]45%F bE 460 491 1 & B3 [ & /KA1 CMBs
EEEERRRE R, 575 CMBs (B, CMBs 8 & U 4s 75k 525 5 2% T 5, [F CMBs
(18 77 B R B2 I A e I 55 0 %) 1 AN 7 3 o 15 B A v L A B R AT, LA CMIBs R
e BWFFEFIRE, & 2 B0 R S 2 K DX s DA SRR AR AL CMBs XU, %% 328 RS 4K S A%
AR 5 /N L T 25 5 3 i U s e, 51 S L BB psdn , 50, B2 S50 CMBs [26]. K,
IR AT CMBs RARIMLE . H AT m MR & CMBs FINLE] M A2 G5, B 17 I 57 B 6 2R R 5
WBES, ATRES AN G, E RS TR — R AL 254 203, Blanis BESG 5 AT
PO A e AN S i, U U F BT 2R AL, I ] R A R S RS 1 ARG, IR B 3 O
88 A8 BE 25 B 32 ML He e BN A B e 7 AR LS. 20 3 A0 iR e i, B 2% 512 CMIBss 1R AE[25] .

3.2. ERIE

PERI 2 — N EER G R . — DT AR B 22 5 R 78 (The Mayo Clinic Study of Ag-
ing, MCSA)K I, HiJRS5 CMBs It A ¢, 18 CAE(E CMBs [F2EAE F, RGN 42 k42 CMBs 1
W27 B PN —IURTRE TR S B, B O LR 7K1 5 3RS0 ERE T /) CMBs #1255, 5 CMBs Tk
[28], HFSZ CMBs L8754 A8 R A7 B 11 57 . Shima [5]250F b AN R R frt Bk f 14 25 v 52 3% CMBs (9%
BMMRHERE R, WERFSZ KM CMBs B VIR . BEAEBE AR I29], W8 PRI AT RS BObt R m
R 2T R I PN R ) e R A AN ML BE AR A O . LA P B D R RS T e 2 G0 ofi v B BRI A 1, A
T 3 S 3 o 4 itk S 9] 10 A B AR ) R A S i o, T2 CMIBs [30]0 BIFFE R BL[31], W PRI 24401 FEL 4
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5 CMBs A, A i 5 EAT 5B RO BIF AU K 8] P A5 P 245 47 42 6l ) 3 s 6 2 1 AR 92 | O
R i3 B AT /D) CMBs.

3.3. MAiERE

I A 58 BN 5 CMBs 2 UIAHC,  FoHb I3 &0 8H [ B2 (total cholesterol, TC)~ =1 %% & iR & 11 JH [ 7
(high-density lipoprotein cholesterol, HDL-C). H i =K (triglyceride, TG)¥J5 CMBs <. H A H]— Liff
FORIL, BUKH TC 1 HDL-C /K-F57K#8 CMBs [ & 7 %4 5[32]. Tomohiro [16]Z/E+EX Z4E NEE
AT RTIEVERT LR, BUR/KT ) TC 2R ERE T CMBs MEZE R FE R, &KW TC £5 CMBs
RAAR PRI PER F o H B2 4B B AR S5 e R, B MR UK BRAS,  ALA iz dE v 2
BEIM[33]. HEIRIE, TC AKFEARS B PN /NSIIKCEE VSR N R 450, 3 i BE e, T
FAUENIKIRE , AT 3EL CMBs [ [34]. WA F N, BmE/KF 1) HDL-C 5EfTE L CMBs X,
RN E AL, TG /K5 CMBs KU £ AHK[35]. H AT MAE 4 HDL-C 52 CMBs HIH ML,
HDL-C 7KF (R 84 it i L6 “XCE AR5 7, — 751, HDL-C HAAPUEM Lt & Rk, AecicE N
Feohsg, (RN IR 36]; H—J7H, Bm/K I HDL-C 1§82 S5 00 L K [/ 40 8 21 2311 J 1)
eiggb, &SR EREHERR, X ATReA B e AR I DU, T S 8O R LR (37]. 7 EE
— B9t HDL-C X CMBs j=4E 22 5 Ve i AR OCHL,  [EI il CMBs S i I E 7K, Al Re A Bh T
Tl 8 K ) CMBs.

3.4. ERIEY B SER I E

[F] 284 2 it ZU B2 (homocysteine, Hey) & — i S LR, 25 MM BRIGH . Bom i A Az Bk
S30f ML BE ) N B A e 22 o 7 AR BRI S B, BN R D e R, IR IE I & ML (2 a2k 2 ik s A B AL,
TR, DRI e () 25 2 B IR I 5 A A CMIBss 1) — el sr A 6 PR 2R (3810 6] PR 1R — T3 [ i e A 72 B0
[39], Hecy 7/KF5 CMBs IfF/E 2 IEA I, JCH S5Mi CMBs T AH5¢. Nam [40)5 FI0F FCHIESL, Hey
KSR CMBs S TN R 25 . AT BRI AR DAL i Hey 7K P38 I il 4 P9 o ) S 3800RH 4
S TR I N SRR I I e [ 41 [42], A i 5 5 S 3 PR 3 o, 3 B8 2R A 2 v 8 1 1ML PR BB, T2 B CMIBs .
AN, FHE Hey /KPR AT RES 0 AB TR G, [A)BF JE bk IR A28 AB IS BRIZD, S50 AB M I E T
R, IR B R R, BB R CMBs [43]. BEAEWTFE LB [44], #h 7o B A4k 2 B12 AERR(K
3 Hey 7K~F, MR BABUEAMMER, AT M8 N IEE . BHirth s B R4EA 22 54 B TF# K CMBs
RAIARE, A FFATHE T Tt 7T i — 2D R .

3.5. giaTT

— LB SR UL IR T AT RE S CMBs IUEEREA 5. SERTAR I — DI LR, BT VLAR 56k
PEAC U CMBs [ ACE R BE AR, KA B =] DL AR 0 &35 5 5 B CMBs [45]. Jia [46]557E Gk
Arh B F AT BT RN, ESUILNMIRITET, A 5 ANECEZ CMBs B SWEINESE R H 2 Ui/
975 CMBs (140 B 2380, RUIGTI/NRIG TN 1 SRl P 2574 558 CMBs 19 XU . Cheng [47]
SERIWETC AR I, BEAEAE I PTIIAR 2500 5t s B A O S A BRI PR A5 T (65 CMBss A7 AE AL A
Ky JEHEMH) CMBs 5%, Ul 2gA B2 51 CMBs 5ANG R, fit— B it. Jikeiair
SN CMBs KA, ETT AR KIIGTRIR ST AT & CMBs A AEA B T FARZ5 A5G CMBs (114
K, MHh, £ CMBs JUHRZ KMk CMBs B 1, FAUET S CMBs BEREAR S H XU 5 PiAe a7 i ai Ak
IR &, HATULEZY).
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4. HibEREE
4.1. BEMHENE R

Jioi 35 0 B 1L 95 (cerebral amyloid angiopathy, CAA)/) ZIANAI HIfaf R &, BEAEF AT COuEsE, fwnt
CMBs 5 i ye Bt M A K[ 13]. — M 24 AFER MCSA 70 KL, BIE5E 7 CAF/E) CMBs,
TEA AR B T R AR S G OB A (R i CMBss (KR, JCHGZFLIT ) CMBs [27]- Jonathan [ 11155 HIHF 7T
TR, TERFEE AT St CMBs FHOG, JCHAETH: . BER-FI X 5, B 5RFEE: N CMBs 1K,
X5 CMBs AN [RS8 975 BE A 00T 70 45 SR — 308 CAA B 5 B K S SR 7 Jof af A, v e oA P e o 2
B R IR B S A k. A 2 BRI ZE R TR S M E B 0%, 76 CAA 1, YRR /N3 ik E
K ML ) B4R IE I, Ve R R B2 5 DURRAE BRI I BE b T 27 SOl i T KBl ik, i
R, BD S EIERFES A IDIRA48]. K, CMBs #£ CAA Al i M 18995 vh B A B B 1 2 A 2 5
T VR o L AL 350 2 %o I o P ac iR , S MRS TR, 2T CMBs.

4.2. RBERKRE

I 9 53 9% 7% (white matter lesions, WMLs)»& 2 M K 5] &2 (1 #h 22 4% 2R 4Ll SE R I 5038, fE2 4 N HE
R IL[49]. WMLs fil CMBs Y J& T /M7, BEAERF R R, B HE P WMLs & CMBs [ {2 3 il
SETRI R, HiX— MG LR 3 ][ 12]. Zhou Z5HIWF L3 T HIEIMZEE . CMBs & & k1 %
RV R AL ML A [, T WMLs J2 P F 4E I BE R 0L, 3K WMo A [ I A7 AE I, AT A 2 B 0F I fii
JRFEMIBIR, S1# CMBs [50]. HET CMBs 5 WMLs HIEHIBLE] M AE 2, AR B iEs: — &2
T AAESL R R R TR AL o
5. NEERE

ZiLprik, ke, mLE. BERRR . m AR R R MU BUARIRYT < R R 0L E R A B
Y15 CMBs [ Am & VIR IS, T HAdSG R K2 B A A7 510, ARt — B FIESE . & AR ORI
KRE, CMBs B tHZ Haim, B CMBs BRI ZR, B HAHC B R MLE, XF CMBs B 7R Al

TEIT A IR . RRIWT TN R Im AL S E R R R A AT T IR S, R A SR IT Rms, LA
Jk/> CMBs &4 .
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