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Abstract

Cerebral small vessel disease (CSVD) is a clinical-radiological syndrome characterized by patholog-
ical changes in the small arteries, venules, capillaries, and microcirculation within the brain. It com-
monly manifests as lacunar infarction, white matter hyperintensities, cerebral microbleeds, and
brain atrophy. In recent years, with the advancement of magnetic resonance imaging (MRI) tech-
niques, the detection rate of CSVD in the elderly population has increased significantly. In addition
to cognitive impairment, emotional disorders, particularly depression and anxiety, have gradually
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been recognized as important clinical manifestations of CSVD. A growing body of evidence suggests
a close association between CSVD and emotional disorders. The underlying mechanisms may in-
volve white matter tract damage, disruption of the frontal-striatal-limbic circuitry, chronic inflam-
matory responses, and neurotransmitter imbalance. This article reviews the epidemiological char-
acteristics, neuroimaging evidence, potential pathophysiological mechanisms, and clinical interven-
tion strategies related to CSVD and emotional disorders, aiming to provide a reference for early clini-
cal identification and comprehensive management.
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1. 518

oG /1N 1fiL % 975 (cerebral small vessel disease, CSVD)& 28 2 Wi /N Bh ik /Niglik B4 I S @ an
SERPRINZ P AT VA L, O B S EE AR NS KIR TUE AR . AR 4E AR OE . I BESE JE
JAE R R[] B N 2 B AR PR B v T W% s S 02 M AR W 1k 3 FBs %6 1 Ft, CSVD
(B AR AE RN, CRBON T A S R AR HE AL DA BB, B3R
%1% (magnetic resonance imaging, MRI);& H 82K CSVD f#Z.0 T H . H AR IR A i & 15 5 (white
matter hyperintensities, WMH). JESB IR REAE . ik afc HE AL 7O ) IIL /68 A ) o A P 25 48 55 . IX B R AR
FrE# 49N 1 STRIVE (Standards for Reporting Vascular Changes on Neuroimaging)# i () CSVD 5414 45
e, T A MG RIS NG KEFFRY, CSVD MW ML A Ak #S (vascular cognitive im-
pairment, VCI) 1) = ZLR AL, HRBGIERNEES SRR —, MEHFENETERE LS
AR . AEGM SN, CSVD MG RERI FE L P TIAFIThRE N %, AR MRAEEE2]. A
T AE R FORIE TR B IR S, 1 KA RS [ R J& CSVD B L LS 5 i ZA R IR 2 0 . $0AR. HEE.
VU T N BRI S I LB IRAE CSVD A R AE S 3 Tl 2 ANBE,  HUW 8 26 T 00 B A S B i
L. SRR A OGN B H ARG, B mT RN AN R R, TR e IR . R
7£ 1997 4£, George S. Alexopoulos #2H “ I3 PE 40K (vascular depression)” {5, & H v I 955 28 It H 2
R4 AT B IR - R 5t T TS 2R s, B R VAT RRE I R AR o B SR A A E AR 2 AR
BRI S T 1, 4Rt — 30 20 JVAR S5 3 2L A B A 1M D BE R R [3] o LS, 2 TR 525 2E T AR SE,
R K H A [E] X 3k WMH futes 507 ™ B AR A 2 A OG, #F—0 3CRF T A AR L [3]. M E
EIZMCRE, HE UM T AT i 05 R G KRR TS 2 MR 4Hi%EH: . CSVD Frsung
PSR RN 57 21 4 o454 T H 550X e i X 2 [B] 1S BRI, s H R g P AT RI D EE, iR
AN IR Z . MeERIRIE T G RTE SR [4]. Ik, CSVD AU S5t R 545, o & T e 1 Mg X 4%
AL E A

L ERTIR, W/ M 51 2 S < R E 2 DR B AR BRI &R o IR ANAR I P 3 Z (R AH LR,
AU By T 5638 %00 2 AEAARRE R R 22 AR, o B0 A A0/ A0 T T pEER AR 9 . DRIE,  RGuhi
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B CSVD 51 4% MRS 704 J LA 28 B 1 s R AR 2% L
2. IE3XC
2.1. B/ INERERIE SR FIRFE

DG /0N 0785 95 A% O L 2028 R 2B T I A B4R /N T 200 pm RZNBIRK . BBl K. B KNk,
RN 2, ARSI IE & WIAEAE (lipohyalinosis) . £F4ERKFEIRSE . B KAE Ak 1 25028 L%
I R R SRR JE A o K e Il et A SR L (N S B DR 3, T 5 0L T 0 JUL A o A A A R S
T8 B e 78 R MRV EAS A2 [5]

EZENRET, BEmEsh, BRI SARIUE . WM AERE KB RS 2 5/ i 45 )
HIPE N R IRe I R . L B R (BBB)E & I b N /g CSVD KA R REIEENLH 2 —, K
B8 IR N SI2 5 AT 5 % PR R A P A B 18 1k A S g, ik — 2D N B A R A5 4% 6]«

M PERRE RS & CSVD I H BRI Al . IR0 A R X AT A AR “ 2R IX 7, b
PR, KR B R AT G R RE R R SR DA KD SR TR AN Th RE RS, B AT RRIE M 1T
PH . XMEBIAAGE MG B SRR, IEMIRMGX 2 8] ) X 2% 55 D) 5E[6] .

Ik, #4y CSVD 5N vE A I %% (cerebral amyloid angiopathy, CAA)AZE, HE; SN p-IE FEER
EITRR T /N2l ok B, S S0 2 8 R A S L XU T 75 o CAA 5 LT i i N B BT 7 R e R R
J& CSVD HHEE A 2 —[6].

g5 LATR, CSVD & Z M f b I 32 K HE R R T8 BURS MR G PR S, AR 5 it 5
ThRE AL I-AZ s B 2

22. BBERN

WEILIRSUE (MRI) 2 H B2 BRTAG CSVD 248 % TR . WA STRIVE & MR 4 & bx
#fE, CSVD A MRI RILFEMFELLF L. (1) B 1S 5 (white matter hyperintensities, WMH):
WMH 7E T2 ALK FLAIR 741 E 2 &S558, 25040 Tk = 8 B LR A X . Hg sl 325
P P SR 1 5000 PR AN R TR AR 0. WIMIH $7 4 T Jd 3 Fazekas V13 3547 21 8 s VFAL . AFFE IR, %0
W R RGN 18] DX WMH A7 e BI04 RE R ™ B AR 2 B IEAE G, 2 “ MU PEHIAR 7 e B R K
P52 —[71-(2) M Bt i BE (lacunar infarcts) : i B MR IE 2 B % 52 B ik P4 28 T8, B4Rl % /N 15 mm,
LTI i BT SRR A M . AR R BRPEAE R O] REAE IR AR, H 2 R ke mT SR AR RS A A
L4 e T [8]. (3) Mxifak H IfiL (cerebral microbleeds): AN H ifi 7 i BB N A A% (SWIBE, T2 751 3%
/N RORARAS 552, B3 /0N LR B P 18 i s e by R 0 AR o S0 AR 3 A o TR0 DA 0 R 15 28 B i XU
BB —ESHME. (4) ¥ KR & R B (enlarged perivascular spaces, EPVS): EPVS £ WL FJE & &
PHRE L XK, RIS RS 5 — BN B B O . FEEE I 2 0T R S L ) R A
TERRIIAE 20, 5 980 S LW BF B IR 55 [9] - (B) M2 4 (brain atrophy): i 28 47 i1 2 W g K o3 4% v 12 fivi
BY K, PR BUS . ITAEREE AN, CSVD MG 2 45 1T e A DA 05 1 4 e A ki 1)
A

1E FIRFAZR L T, WMH 515 28 B i 22 8] R G BRAIE 78 S AR N D RERG LR S R 805K & A% (D)
ORI, E e T ] S - A% R DIReERRTS, M2 tE 255 ae 1. Bk, #2148
SRR AR G5 K T TR, S PR T D 8% TR AR

RUAKTT &, CSVD AR RHE R A 2 FE A SR, Fos kb 7R 5511 RS IR 2 T A7 A — 8 AR DG 1
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RGTGIX LIRS, AR CSVD 5154 FhT 2 M N FEE R .«
2.3. (ERLERERAE AN /N I B R P BRI TR 4 E

1 25 P A 2 I /)N I8 (CSVD) B 2 L HL LG I R B SR AR e IR 2 — o BEAEWF L RoR, &)
30%~50%/1) CSVD & & A7 {EA IR BE (AR AR, FLAER ™ B RE B 5 AR 22 kg 22— e M oM. 7
FEXEFEANBER, AR S5 5 (WMH) G 2 A FATRE R AR XS, B SR B, B i /) I 54 S
A REAE S HIAR (Y B AR p RS Al . WAFIR A R, TH4 RIS {EZF CSVD BB NE N, JLHZ
7 60 % LA AHEH, B PEFIAR (late-life depression) 55 b (53 461 56 (0 AH S ME B O B35 . S8 if ed i, &
£ CSVD 3 H AR IR 0 LA i s T 55 1, AR 0] 22 3 i ik = — B 2518 [10] . £EJBFRASE CSVD A
T 0 R A 2 TR B S vy T S AR N B . AR S AR L, I mT 0 R 32 I R B RS 56 A A
SRR . ERERE RS, CSVD MIEE R AR RS, IRRRILLAZ) 8= | 175 BR B
FEAIZ IR GE N F, T A B AR5 45 B A SRR AR A R [11] . TESSB AR AR o, 2 A HARAE &
H I WMH 977 522 v T e B 2E,  JE R A B 0 e DX IR AR B B O . X — IR SR
T MUEPERDAD” RERY, RPN L A R AT AR — R T I R R T DR . 5 LR R
ARG AH LG, CSVD AHOCHIEREE # fEBE AT Dhfe T B 45 SN o BE U8 e e 1240, $om Fom 3
FEhH AT e S e Tl DX 86 R R S, T AR FRL Al 22 S5 2R EL[12]

UbAh, 1h 2B RG 5 IN RIBEAS 2 (B AFAE R G &R o AR AT s A s Thae TR, il a2 1B 75 a]
HAF N, I E R S H O AEVE R MBS . R, 7E CSVD B, RS0 A AT
THEREREA B2

2.4. B ‘B S 1R EEERR A9 T REHL I

CSVD HE# G2 MK RAA LR R, ZbRr s, HHLH LW, ThRem s a0 & 5
THEDFRREZA R WA 1.

MR ”

BiF N csvD
PEER BRiRLEH MRS EMETE
L SRR HETR =
\4
NRIRARRE

WETT
Hil5

BEHE RERE—>

TR R TR
THREREES

Figure 1. Potential physiological mechanisms of depression induced by CSVD

& 1. CSVD FEANEY 7T RE S R AL

DOI: 10.12677/acm.2026.1641311 816 I IR 2= =23t e


https://doi.org/10.12677/acm.2026.1641311

WS, ZEKE

2.4.1. TREIFHEIF

T2 W TR T BB B2 s el WS TR AR R TR A L IR B R A M 4%, T
HRHI - LGRS - R BRAENE 15 M 5 AT I RE P A5 B/ I [13] CSVD 3 ERiE 4k 1 i 454
7, JUHSE IR B2 J5 T £ 24 TR A ot B e A il A, T S X A B AR R [14] . SR BRGKE R A
(DTOWFFE AL, HIAUH 5102 R G0 2 A A S5 K 4 52 B M B S4TSR FE B A OG . IXM “ Wi 45
AL AR TN CSVD B H IS S Z NPT DY REFRASSFAEIR . BRAh, RO e 2 B A
SR B BRI WMH S i 0 2 e A PR R R b B 2 —

24.2. RIESHRIHERER

TERVEARSE RAE S NN RE CSVD AR R SRBENLI 2 — o ILAE A 2 T RE FaehS vl 3 S5k B i
LRGN, SAES B A S 3R-6 (IL-6). MUBSRSEIA 1-a (TNF-a) S5 HE AL BT, 51 A28 SO0 S N
[15] o FHIZE JEAE T SAME foh 2230 A XA S SR Ak 28, AT (e SIS AL AR R O R A o OBE I PTG (0
2 - RIRERRABHEEE, Wb - a i, #t— D inE GRS .

2.4.3. BB RKLE

CSVD #HICME M MURAS T o B i R 20 R 40, B4 5-R0L(G-HT). ZHE ERENNE) X
% L (DA)IE % o A0 B B8 I T DX 3t 1S A2 PT A 11 55 16 e o 20 388 ol PR BRI 5 PR AR DR T e 7o #R
R ] FECE TS R PUBEVR SRR PR . BRGNS L6 4> CSVD BBEH
R, ABIT AR AN U R M AR R 2, SRS HOR ML A PR TR i B, R R S R M R
15i[16].

2.4.4. WETTEEMREIR

ik 5 1k e 22 7 7% K] 1 (brain-derived neurotrophic factor, BDNF)ZEA£E TTAE TR« S Ml FF J S pei 2 ] ¥k
YeFprh A EEAEH . CSVD AHICE MR MR 28 AR AS T FEAIC BDNF SRIA 7K, 500 fh 28 ) 4% B 98 i
[17]c ¥ Ih 25 a0 A S 58 97 iy B2 BURE, FARARGE /NS AR B UIAH G o #h 22 ] BB M 52 400 v e 3 3501 26
WHTRE ST B S ARG ST R ES[17]

SR, CSVD ARG 2SI A —HUHI TS, MR MR IIE . SR #2815 0T 25 L
Sz n] BV sz 454 22 N 2 L RIVE R EE SR . X 2 HLHIZE 2L Re U E T I R Tl R ISR & 8 B3
W&, EAEIEHILE GRS R ER . SRR IR SR B IR T

25. GRS IETT K&

B/ L (CSV DRI AT 0 77 6 R L S 2 S AR A, 30 L B
Bl + T BUUIAENS . 1 T SO ERHLG A 2 B R A T 7 SR LA AT AL
R A BT . LI 1

2.5.1. fERRERIEH

o ) ML A 6 DR 32 A 2% CSVD 3 F N C5C3E T3 (1 b 1 Mt v o e B 22 1 ) T A P TR 2K
K B i 42 s AN A T o B R A T BT A S o TR, IR ARARE A 5 o0 ) B ) 0L R A
T R 3 B3 K (18] W PR 7T B i 5 AP UIRAS W0 S A e P R B 097, I A v 5 30 T T 24
Yiia T dEFr A RaE o« 50 G IIURE S5 B B RERE AL B8 UIAR O, 38 4 4d FAth 7T 352504 B T R I8 A I o
RE[19]. SEAL, FOME. PR & BRI 6 KOS 2 S5 AR g U7 ST TR it v i 4 B 1A R, X
PR A0 1 S AR 3 P R AT BN S R AN, R I E R AS T RE (R B R MR SRR, (BN TR
B 22 R E S SAAUE S
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Table 1. Evidence levels and recommendation strengths for pharmacological treatment of CSVD-related depression

F 1 AT RIS RS HEFRE

L AT Fi i LGy v MR = 3
1. sy
G bk -
S FETE 500 iz AR 1) PR 2 % i
] A 2 (A7)
B (A R 32 I bl ik % la 2
FEEEECH ) i TG 7T (-hHE )
FE E IR AR 5t B e b 2%
P REH W s
s B AR IIES
o EZ e p Ib 2
HEL T i 4 75 EET W2 e
BLA I 2B TR R ) ﬂﬁgﬁﬁ v g MR
TR T e 5 (RRARER)
2. T
N AT YT S
LERIATT i AR o VB
N . lla 2k
2 PR 7 {ill DLPEC #5451 rTMS 2% (¢§£%)
. IEES
s b4 -
AR TIRTT K iR ECT | 2% (P )
K
BRI WG R EMGE. Tk 1% (gg%)
3. fakEEE
2 st oAb B (H bRl I 2%
L P <130/80 mmHg) |2 (BRHERE)
e PR ML i ES
R L XU B PR SRR I-11 2% (BEHE)

2.5.2. IHIERIETT

TELIYNGIT T, PRIt 5-F2 (0 ik PR S I AT 1) 71 (selective serotonin reuptake inhibitors, SSRIs)1/3y
CSVD M IAPERI —ZIRyT 259 & A aREE bk, SCRIVERE 2. 2 PE7T4%. SSRIs FHXf %4,
O BB, &R T 2458 SSRIs (—LHMEHE, | B8, A JHIFYE): Meta /34T i7R, SSRIs
BT 26 5 AR (PSD) 25N (SMD) 9—0.53 (95% ClI: —0.75 to —0.31), MAEMEBEMN T ZEFIRR =
1.46,95% CI: 1.25t0 1.70) . 3 =] PUPEKEF 2 55 2 AR 1 3508 7 (SMD)IA—0.66, FLX IfiL & 5200 5 /), & CSVD
AR B . H R RN A 0 (15%~20%) « Sk (10%~15%) K 14 T g % 5 (30%~40%) ,
NI P [20]. AR 1, 5 5 K M M RIAR R RS A HL, CSVD AH S HIAR X TR 2590 1 SN AR KA,
AR T AT REAE K . X AT BB N S5 M B 1 S B A N B DI RE A T OB A Kk . XTI RUREER, HIE LR
e 2 s B e sE ). W8 LIRRaEAWAE[21]. TEIERNRE, ZF CSVD BEH I Z M
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TR, 29k 35 78 7025 8 G LA T A RSB R:  TRJRR, D7) 00 6 A R D e AR A
8 S 2RI A AT

2.5.3. IEHHFR

ELMIRITAE CSVD AHICHE 48 [k b BoAT S 240 H . INAAT 9 i6YT (CBT) A4 Bl &3 IR0 A2 IE 3
AN EAE R, RN AE ST, X TR BEAAR ERE, CBT Rl A SR 7 sk & 29 ia )7 .« AJIAT
NITIR(CBT, | 28HE%E, A ZAEYE): %1%t PSD ff] Meta 7047 o, CBT L)% & (SMD) 4—0.83 (95% Cl:
-1.05t0-0.60), JEH 4 CBT BkAHUilARZGHS, 200 & % & (SMD = —0.95) [22]. &shyrik(l KHEdE, A%
UEHE): B 0E B (5 150 43 o 45 5 FE) A R 505 17 45 GUN. & SMD = -0.62), 14 A B3 1L
PR IhRE . BRAR AR KF, WOp BRAE B2 1 -1 CSVD [23]. & R T Il E 5 i i X E T H
FoU B A, AT IR AN A 22 B B R G 26 1 U e . WA RE TS, 4ERE S 5P
LA FAT RN S B4t 28 P il (T M S) & 1 48 R 4513 R ST 4 SRt 328 B T ML ME AR 1Y 97
R T, AHAHCUEYE M 77— P &R .

254. FFEPEBER

CSVD KNG D Bt 1 KA 2 R GERURE # O BEOUER AT, B — 2R T A 0 DA 4 T 78 5 B 7 oK
AL NE RSRL BEE R R 0BG A VME Y 2 RS B, A B TR s ARG T AR
[23]. 2RI BN ARG (1) B SFBEU M CSVD #HE; (2) 1H% EE it (i HAMD. GDS %5);
(3) MEZIAEE; (4) REINGSLETWLES: 6) FERE SEFEHEES. XMLEGE TR
Al R ARV T, SN A AN T RE IR AR

3. IRTBERKAE

R K CSVD SIG ARG AR L IZHE 2, B EEZ A L. B, KRS EW s
Mseit, MECAHIE R KGR HLREGR CSVD LR, B2 “HAAEFRRREE, HiMREey
B RRTITREKRFEA . KM ABETIT I, DS SMELE AR S T EEIRE AR R AR . K,
B ATEARZ LMESE MRIGEREITATNE, MEZ 2RSSR GE ST . DRERIR(MRI), SREGKE R
(DT R 28 T B AR BIEE 5 A R EIRN B S INOE 12 57 W A1 26 S i O AR FILIG o Bedh, SRR
EW) ARG E TR T LB B R AE CSVD A 51 45 Bt v (7 FH i R W o ROR AT 45 5 ZE AR ST 7L
oy 22 YE PR ASEY ,  DLSE I LI XS 7 R AR HE T T AEVRYT 7, S0 “ I PEAAS " B MARALIRTY
SR AL TR B AR 22 R B X 2506 9T IR MR SR AFAEZE 57, 15 BE 22 REATLG R T
PABGIE .

4, gig

/N IS0 5 175 2 Bk 2 [ A7 AR V)T BRIk R . CSVD Sl A A - IA G RGN B . 7
F NN JEE S B 22 33 5 A S ) SR S2 4055 22 B, (et SN £ RS 4 DR R A
TE 2 G A DU BB THREZ BIRESE, VT RENE N RN R BERE . (Kb, #F CSVD BEEH I , M
FAUE AR RSB 5 T REUER N ZRI= 6] 2990677 SAE4 T B SE & 1028 & 8 B .
RRME TG RE— L I FR B L], P AR T 5 56, Wi B8 s, 1R mA s

SE
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