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Abstract

The anatomical structure of the pons is complex, and the basilar artery (BA) and pontine perfo-
rating arteries are the main blood supply arteries. The pathogenesis of isolated pontine infarction
(PI) can be caused by pontine perforator lesions, and the mechanism is still under study. White
matter hyperintensity (WMH) is one of the important imaging markers of cerebral small vessel
disease, and perforator vessels are more closely related to small vessels, WMH may be closely re-
lated to the lesion of perforator artery in patients with infarction in perforator area. At present,
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the relationship between PI and WMH is still under study. Now, we will review the relationship
between PI and WMH.
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1. i

W FRATIR E BORNE IR, N DIBEEFHEF, R i &2 8 58 —A6r, H 69.6%~70.8% (1) 5
P 0 100 A 0 A AR BB 1] BT AEAEL) 3 IR AE ) 21.8%, A& i A8 Fh 8 R ™ EE R I R 2828, BB N
14.2%~45.2% [2]. PI 25 WM THEZESEAL, S itk o KR 1) 7% [3]. BA RIS 28 SCBNITK 2 ki
Wi BB K, AT P2 B 5SS Ik ol 5 A Ak RN L4508 3 B0 [4] - PT I ATRATLA H R AT
FEWEFC A o T WMH 2 fisi /) L9 1) B ESAR AR C 2 — (5], #aE5E[6], £ 60 2 LA B NFEHT, 72%~96%
AFLAREIE] WMH. 75 5 I XU DR 2% ARE R 4 o 10075 5 1) 6 3 v S R A 32 [ 7] 1T HL 55
M 5/ A B EFENER, WMH 1] 585 2 SOt XAAE B 3 1 LalomZ X R/ % V). HAra it
FEIE A RO AFEFEEE R WMH 7385 PLRISCR, #E— B0 PTIHLE]. Bk P15 WMH (1)
KA RIIZRR

2. RHHEESE
2.1. PR RERILE A B M 4

IR AR S5 A SR, RO HE I S e, o BRI AR A S R A 4, 9 B R RE R
A o R A S (T S ANBMEAZE) . PRI R 25 (8] FiiAfr afm (46 3= Bk [ 4k 5
JIKFI BA, BA J it 7 S ANk i+ 1 E AR B k. BA FFEZE03CH : NMWHT R sk ZNis Eshlik.
K6 5 SRR 28 Bk, DAY 5 SCBlIKECR i 20 o T RT 2 Sl Kk A2 R e Bl ik B v Fo 7 2L 24 1f,
WIVEZ N CHRFR, 4y W= 55 1EF Shfik(paramedian pontine artery, PPA). Kieshfk. i ieshfk.
A 28 S BKERIR T BA 21, O T EE & XUMEE9], PPA fEHEAZIKBA)EE K, HTHE
FEE R K. WmENR. K, HPPA UEMER R, HEE TR, b
BN 715 AR A 5 T8 R KR FERE AL, AT 52 S50R 56 X I A B 10]. BA SRAFBEEL I H 31 5 S B ik H
b, 5 ECE A B I I P e 3 BN [F) R B SR R E A PI[11].

AR O 0 0L AL A0 I A0 A1, it 20y 4 MK © BTAINIX: B PPA fiEIfL; @ AIAMUIX. i
ekt & SMUIX: BKBESKELi; @ FMX.,

2.2. M HEREFHETRE R

PL¥ZREEALE A N b iy R 3E[12]: 1) E#S: JRRADS R AR TR 2) it A
AITBHIEVUNE . MR, =X daNE I 3) NEE: S ERARARL, e S W2 e
N .

][l

DOI: 10.12677/acm.2022.124397 2770 I IR = =23t e


https://doi.org/10.12677/acm.2022.124397
http://creativecommons.org/licenses/by/4.0/

FRIRI, FEAPE

48 P ROLZE, 230 N[13]: 1) 55 IE AU Hfid E (paramedian pontine infarction, PPT): DArR £k Jy3L)iE
FAT B A AR A BT Sk a8 B I M RN 26 T 5 2) M7 P 58 10 Js R 14 A T (Iacunar pontine infarction, LPT): [AJE H.
ey B P BRI P AT A5 B s o kAR B BT 5 3) AN B 784 1y 5% 1F o 28 o - A5 BT (Attypical paramedian infarction):
DL AR, 28180 PPL ATRAR, (HER i BE AR AR IR B IR M 2R 1 s 4) oAt ANERIAZE AN Bk =Fh.

R4 Kumral 5[ 14)8F70, ¥ PI 40 AL =M. © KINKHIZER A (large artery occlusion
disease, LAOD): g% 54 A1 5 FEAEHBAL 0T L I HEBI K EL BA $27E>50%, 47 18 43 HEE 3L 4% A% (high
resolution Magneticresonance imaging, HR-MRI)7ERE ZUAH B A A 3 R S Bk A2 7T LBl Bkl RE AL Btk . @
F JE B Kk 43 7 3 ik B FE AL 995 22 (branch atheromatous disease, BABD): PI J 4l & %€ & A iE 0 1, 7+ H.
WA EAER QYR YERE 7B LAOD . HR-MRI 7R BA 4 X FAFTE W FERE AL BE L . B) /NBl ki 48 (small vessel
disease, SVD): PLJpi k(U ELAR<1.5 cm, I HLI R & 48 2 iR AR SR I, A B AE QIR AR 78 LAOD.
HR-MRI {5 S AL 5 B S B B AR RE AL BB . Jh BABD #e# L, FLk 0y SVD, LAOD #/b L., fisher
Al caplan i F 42 H BABD MIMES[15], & RIRMHLHI T BE2 BA £ THEHEEEF XKD, MR
SCENKAS B 1 50 Bk ok R R AL BEER 51 2 1 /8 P 2E [ 16] .

2.3. EHEF

H 8% FH BB 28 MRLAS A, SCHRIRS MRI B4 H Ak 92%~100% [17]. RL, 2ilE AR M e i
MRAEBERS, MRI BN EEIUE, MRI A& 7E I3 5812 Wi b B s R A 18], Hrp o AL% 4%
(diffusion-weighted imaging, DWI)} & P55 48 fe G 12 Wi B[ 19].

3. RBERSES
3.1. RBREESENT

WMH 2 i % 55 B SE 57 B I PE 2028, 7655 MRI [ T2« FLAIR %1 E R BN AR S & s
SR, WA B . WMH $A RN M B A e br bz —, EZFENPRE N, £E5F
O IR A R 2% ARE BRI 7657 95 PR B 3 o o DRy 5 R Y2 [ 201 ' PR RE I 2R I o5 R 1) 8 17 L S 44
21, E—RARETR, 64 % A4 RENK WMH B R M 11%~21%3] 82 LI 94% [20]. ki 5%
SR FEAIIS) s — R, N5 AR AR RIS BR BB 5 I S [22]. A WFRE K], WMH 5 K4E
TE K 5 23 7K I8 X821
3.2. EERESESHLZENS

Bl WMH fIHLEIAATE 2, BariA N E BURHLEIATRE[23]: @ Siifiid: B REE - S 3
TP E A FL(WM)ROLZE Ry s SR i, 015 TIRRIX . @ #9E bR v (0 i B oh e B g AN 28 i i
FEG|EC ) M R B IR, S ERAIB IR AR I . JORE A B AT BE A& B 1M 5 41 40 3L J5i 48 52 RN VR FE A —
By, SN 5 A AR TR 5 40 PR R o /DN TR S0 A P 5 — e R S 3 e i i 2l ) 4
3.3. REREESHNRERR

ARRFT 5 BoRn[24], XA AR B S SERME XDV R4 . s a. MRER. M
FIREZE . I A BR YK AR X ] W/NEh Bk B B RE AR PE . ShBKEEAL . AR BRI FE AR PR . £F 4 Rk
INBEAS, PR AN g i/ A0 1 B R R e — .

34. RBREESHEREE
BHHFRFE[25], FERd. k. MRl BIBE A Eed A7 IEH A AT A2 WMH 3F 8 i a] 4% G 6
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Rz BAL ZUEMBAREE Bed SRR AT fEE WMH (BRI R, HEAMKER. milk.
R A O SORESON L ZEAEER B2 BRI R Y e e S R IAE 2 WMHL 3k R )R] 3% fE
=K.

3.5. 5B RSESHEXNKR

TS, WMH S5IVHDIREHOR[26]. WA R AR B IN[27]. AT K ERFI[28] #IAR[29]5 A
[7) s R AR AF AL DD IR 2R

3.6. REREESHSE

T 5006 = R D¢ &R, WMH #2999 = J8 i 1 53 5115 5 (Periventricular white-matter hyperintensi-
ties, PWMH) [ % ¥ (4 i #5115 5 (deep white matter hyperintensity, DWMH) [30]. 4> 2451 : HHF 7 H[31],
AR K % 0 1 WMH 9 PWMH, 7509 DWMH. 8 Bl % 8 25/ F 10 mm (¥] WMH 5 PWMH, 75
9 DWMH [32]. SEESUAN % /N T 3 mm B9 284 VA28 9 i = 5% ixi 1) /5115 5 (juxtaventricular white matter
hyperintensities, JVWMH); i &Ik = 3~13 mm KR4 8 PWMH, 7025 DWMH [33]. SREERD: B
L W[30], PVWMH 5 DWMH 7 B EAFAEZE 1%, PVWMH fER55E TR NI REEI A, JfE
AN T A0 MG A N S A R AR AR, IR ARSI AL . DWMH RILH H 2 R Lk i
A RIZH 23 5 2R 3G T DA K B 3 R e S B 3G A o IX AR AN EIFEALIY WMH 72 &R AL AT BEAS[F][34]
AR AR LA P ) PWMH A Re 5 I8 MM I3 I 56, A PWMH 55 RJ 82 B2 1 i 2h
J1IEDNREAN A (RHEF) Y 1, 11 DWMH AT 5 55 2 1 )= KT/ L s [30]. R AR =% 8 E BT IX H
=t = o 1 (I = T 0 1 9 7 O = = o B = e < o W 1 R = (E B E
B RWIE AW DER B, ZIX 85 KA Rk ali 4 S VEAICHEE,  [Rlk PVWMH 7] REA 5
Z T IR 2 77 SRl o RS BT DX A O IR Ay, T B R BT kR 5 4 S HE R I B A I
Bl EeXt SVD BUK([33]. IRRKI: PVWMH S5iAAIGES) T FEAUCAE & hlikEIG A ¢, 1 DWMH
HiEERE. G, BREREAS)KE EA SS[30].

R JG8 — 00 WMH 4 AP02K[33]: JVWMH: i = R 3 mm . PWMH: 3~13
mm Z[8. DWMH: % [ 5F1E R 5 A2 8] 3 575 5% (juxtacortical white matter hyperintensities,
JCWMH): 1 1 B B 5 52 Ak 4 mm P .

4.P1 5 WMH 9% &

WMH 2 fixi /) 975 (1 B E b ic 2 —, 1 H 52 g 50 e H 5 RSN R, #E0 WMH
Al e 27 SR I X BEAE 8 I 27 SCE KR AR R R &Y. AW U AR FERBAL . A FFREER WMH 4
05 PLIR R, BE—LERDS T PLIHLA .

Xia 25 N\ [35]8 5 BE& @ 0 P E(HR-MRI) 5 SVD BMAESy, RITIRFRIAE RIS AENLE], A /N e
PI T REAE LPI [ EZHLH], BABD TIREZ PPI U EZENLH . AR [4], @it 5T /E LR
XTREZHAHEL, PPIL LPI ) PWMH. DWMH [ m, KU PPI. LPI #AIAEH SVD Frl. (HiZAf
FeIARE 5 A PPT 5 LPI () PWMH. DWMH 40 . — I 5[ 36 144 2t J5 16 A8 58 58 & 43 0 K sl ik
SEREREAL B 7 2 (LAA 4H) (HEFE R B fikosk 745 i85 50%) Al BABD 41, 4% 5 % Bl BABD 445 % ™ 5[] WMH,
HULPVWMH S8, £W SVD 25 17 BABD BB A%, 1172 Scheltens 1 5 & 2 1FAh
WMH W= EREE, HoAR#E—H5 SVD i S G 1A RIAE LL S WMH 2B . — U AL [37]199 A
SVEIIL PR R AT 58, FI Y Fazekas #LOEVT 70 B3R VP WMH = HAEHE, 455K, BABD 45 LAA
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) WMH fid8., I KU R A PRAFAEAR L SVD 410 DWMH tb BABD 415 ™ &, 1fj PVWMH
WA Z5S, 1 BABD 15 LAA #itt, PVWMH. DWMH [/ EREE BT ZE R . Bofi— TR [38]40N
()2 SR AT 2 SO I X R 1) S o (B4R S A (LS AL L X A ZEAT PPA AL if X AHE), K H A
LAA HRGZE KGR A PAD H). EJait7iRH, PPA fLilX ) PYWMH. DWMH 7 ¥ 41 8] 3+ 16 %
o HEEFYy: PVWMH EZ H i sh ikt i, Jo b LSA vEZEGE Mk —, 105 7E E AN
WAL NG SR AL, b PPA 2 SN M R AN L 55 X 38, Rk LSA A% PVWMH 52
M B R I 2

HHTCT WMH 8 F R 2 5 TR 3R, HasEd ARG AS[FFREE B WMH #4815 Pl
MR R, BB PLALGIOE A D, HERWAG —, HERREZEMAMATEA—F. WMH ¥
fhTEAN = R M E WA R ZE TS ARk H i I (4 FH 4 3 2k oA WMH (R, 7
M5B PT KR, HE—B4REE PLRINLE], NIRRT IR ISR 255
5. B6&

P AJ IR 2 SO IR B0, WMHL A2 /N L7 3 ) B B AR iC ) —, T HL 5 SO 5/ g
AHEEHENIRR, WA PL 5AFERA WMH ZEFOCHR, ATRext PLALHI RS JRyr BAE
B RE Lo
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