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A Case of Left Side Hemineglect in Right Pontine Infarction

Soo Hyun Park, M.D., Eun Hie Lee, M.D., Young Chul Youn, M.D.,
and Oh Sang Kwon, M.D.

Department of Neurology, Chung-Ang University, Seoul, Korea

We report a patient who developed left side hemineglect after a right pontine ischemic
lesion. An 82-year-old woman without histories of stroke and dementia was admitted because
of left side weakness and dysarthria. On neurological examination, she had no visual field
defects, but she was unable to detect stimuli presented in the left side of space. She also had
the extinction to simultaneous presentation of visual stimuli. Her brain MRI showed an infarct in
the right pons. The hemineglect symptom had improved by two weeks after the onset. We pro-
pose that her hemineglect was cause by the right pontine lesion. The underlying mechanisms
of the hemineglect associated with pontine lesion are not clear, but we hypothesize that it may
be due to diaschisis in the left cerebellum or right frontal or parietal lobe, or due to disruption of
noradrenergic pathway projecting to association cortices.

Key Words: Hemineglect, Infarction, Pons

M E AL dojubdx 3177) B 25 vl o Bl s F
2% Udsiith 829 WH 2tes olde HEFelq
FA FFol A WS ofu)7t ol A5E AAs T, TEY 59 So] IS &2 AL glglen, FAHe
A2 . 71EA Aol &gl glol, o] Aol e % YIAGS 9ttty dvh W A Al E AT
Ag FEAY S A G AS wetHl] AR of Y-S Zo AAGHS AAHOIUL, FAE, F &3
FASFL F92 ¥HEFAl (unilateral spatial neglect), A1 7IAl T8 Al FolaE BolA] gokth A7sH AL
A S A5l AiF Az (sensory extinction), W25 &R oA WEeglon, EX Eehs e oEEE 8l
7 (hemiakinesia), A1AIE¢15 (personal neglect), B4 2& om, o FxAolglrh HAAA NN T F5
%(anosognosia) o2 EF3TE HHTE RSO T4 Aol Ak Aol e FE $5& He
o] Wh¥ 74 (parietal lobe), ©]WH (frontal lobe), tol% %ol iglont 9IgkEe] Aele Holx] gkl b= Aok
(cingulate gyrus), neostriatum, A solH, ¥ G4 &gl FNE BolAE GO 45 AlokellA FAlol AARRRe] &
A 53], rREdRele] WHel 7P gk e Adde & 7tEe] 49 W 25 E7Rere] $AAS J4eA XakiTh
W Foll e wAleh SEl7F B E 7 E ShlvH2, 3] At e AL Y HE 5 w0l #50 wal 1§ 53
AF7HA Hekahite] W o3k FAFFY] Hie EF Al HYL, w2 =X Qe AdEdiMe #5el His HHE
3, 3RS A GEA QA 4AL o, ARk A (palpebral fissure)©] B YAl Wojxl& Aol A& o] T2
9] Bo] WHg 7k ¥ 93 v l(pons Aol A A HAWHIE AAFSG oM, QFHe] £7b o] iF2 HolA] gsith
S8 HEHFY] FAFFTLE Y A5 Adat, Faed AE FEN7E Aot T e 7lsel Fole B

|

o]l 8341 otz el 1 A

101

olA] itk A= L;— gy os ZEzkon, Fout
ARE A oIATE AR 28 J5 A7) Grade 1, A7
Grade IIZ Bgom 27145 = AstEle] Stk A
AN 43 257, 9] ‘17Jr A7 BF 5004 1a

ok ¥ ZF 724 ZAAME Two point  discrimination,
graphesthesia, stereognosia =5 $-Zo4 AArolqlch AR



7 o B gL AN Fiq B @ g 1 &
L E = E
o T N .‘;t LE i n|

1
3 |.|1I:Fl-!E ST TR - R T e
2 9 e KN "La,; g e
_— 1 n E b
L e =1 ; Fami]
1 o a4 o I
g = 1 = - o A
Hoop L & Ll
St e B . .

(A)

Fig. 1. The letter cancellation and the line bisection task of the
patient. (A) The patient failed to cancel the letter ‘71" on the left
half of the paper on the letter cancellation task and displaced the
mark to the right side on line bisection task. (B) After 14 days later,
the letter cancellation and the line bisection task were improved.
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Fig. 2. T2-weighted MR images of the patient. Axial scan of MR
shows high signal densities in right pons consistent with ischemia.
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