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Parkinsonian syndrome combined with amyotrophic lateral sclerosis: one case report
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Figure 2 "F-FDG PET showed glucose hypometabolism of right lenticular nucleus (arrows indicate).
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Figure 3 EMG findings of left common peroneal nerve. First examination (July 2013) showed the amplitude was
12.90 mV (Panel 3a). Four months later (November 2013), second examination showed obviously reduced amplitude
(9.80 mV), suggesting aggravated anterior horn cell damage. These two examinations revealed extensive nerve -

derived damage, indicating progressive ALS (Panel 3b).
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Figure 1 Head DTI examination findings.
Bilateral centrum semiovale on the proximal
ventricular top level showed that FA value was
0.37 on the left and 0.36 on the right (Panel 1la).
Bilateral centrum semiovale on the corpus

callosum level showed that FA value was 0.34 on
the left and 0.31 on the right (Panel 1b).

3b

UG, HA BRI S 59 L3k J1 1 9, {H % 3 B
AR RCTET7 . BB I s A8 A L PR Bk Bl R, 4
A PR LA 45 R, W 5 O UL 28 40 0 6 B AL AE
B R e 50 mg(1 /12 h, 55 18 TIRIGTT -

5] it

Z M B s SR g LK B AR A R
JiE IR, M Otsuka %5 2 AYBF 5T, “F-FDG PET /% 5
JEG 1Y DX AN R A (B 8 76 A% R 1 3R LR R A A5
AL 47 25 I AR AU T I I D P i R o 4
RREEAE L W B8 . PR LR [ 25 SR TR S T iz
B2 TR , 45 A R S TT E e BRAE BH M S T
iz B W o0 PR IR AE  AF A 2000 4E & 1T B EL
Escorial /L2 45 0 2% 1 AL AE 12 W ks ME 25 Nelles 25

A58 7R, JULZE 4 M0 2 A6 A0 RE S8 35 DT 4 W] L
rh g (]2 O (B b RN BE TS R FA ELREAR . Sk
0 MRI 2 B R 345 WUZE 4 00 2% B fb E 12 1B . AR
A B LZE 4 UL A Bk 3 A5 JUL 22 4 0 2 B AL E 3R
BLIFAS ST E S5 5 52 15057 M 28 H A P2 A A ]
B 1 12 Iy B 48 AR 25 5 R 5 T JLZE 4 00 2Rl L
(JRFK Brait-Fahn 3 ) o I 4FE R, B #2219 A 5%
N A EE & IR ARG, AT AR B I ) B A AL
7 LR R T A A I PR e BN SR 55 4]
SLAR A P 28 v A AR A A I R S TR I R A
o BRI R, LA i 2 M2

& £ X W

[1] Jia H, Xu YM. Evidence - based evaluation of therapeutic



840 - rpE B 2 R A AR 201545 10 A 55 15855 10 W

Chin J Contemp Neurol Neurosurg, October 2015, Vol. 15, No. 10

measures for amyotrophic lateral sclerosis. Zhongguo Xian Dai [5] Gilbert RM, Fahn S, Mitsumoto H, Rowland LP. Parkinsonism

Shen Jing Ji Bing Za Zhi, 2012, 12:275-281.[ B{4e, 4™ H. L and motor neuron diseases: twenty-seven patients with diverse

2 45 0 R BB A 6 7 18 G 1 I DA TIE 8 A, e ] B AR 8 overlap syndromes. Mov Disord, 2010, 25:1868-1875.

AR, 2012, 12:275-281.] [6] Lim YM, Park HK, Kim JS, Lee CS, Chung SJ, Kim J, Kim
[2] Otsuka M, Ichiya Y, Kuwabara Y, Hosokawa S, Sasaki M, KK. Clinical and neuroimaging characteristics in

Yoshida T, Fukumura T, Kato M, Masuda K. Glucose neurodegenerative overlap syndrome. Neurol Sci, 2014, 34:875-

metabolism in the cortical and subcortical brain structures in 881.

multiple system atrophy and Parkinson’s disease: a positron [7] Yang Q. Fan DS. Progress in clinical diagnosis of amyotrophic

emission tomographic study. J Neurol Sci, 1996, 144(1/2):77-83. lateral sclerosis. Zhongguo Xian Dai Shen Jing Ji Bing Za Zhi,
[3] Brooks BR, Miller RG, Swash M, Munsat TL; World Federation 2012, 12:245-251.[ 38, FEASTE. WU 45 00 2R A AL s PR 12 18

of Neurology Research Group on Motor Neuron Diseases. El HEJE. B P A4k, 2012, 12:245-251.]

Escorial revisited: revised criteria for the diagnosis of [8] Wang HF, Fan DS, Zhang J, Zhang HG, Wang XF, Lu M, Kang

amyotrophic lateral sclerosis. Amyotroph Lateral Scler Other DX. Analysis of misdiagnosis of amyotrophic lateral sclerosis pre-

Motor Neuron Disord, 2000, 1:293-299. admission. Zhongguo Xian Dai Shen Jing Ji Bing Za Zhi, 2005, 5:
[4] Nelles M, Block W, Triber F, Wiillner U, Schild HH, Urbach 240-243.[ FHIF, BT, SRR, kBN, FHEE, B0, BB,

H. Combined 3T diffusion tensor tractography and 'H - MR

spectroscopy in motor neuron disease. AJNR Am J Neuroradiol,

WZEgrM R WACAE I BERTIRIZ AT, TP EBR 2P 44, 2005,
5:240-243. ]

2008, 29:1708-1714. (s H 499 :2015-07-27)

2016° ACNS Annual Meeting & Courses

Time: February 10-14, 2016

Venue: Hilton Orlando Lake Buena Vista, Orlando, Florida, USA

Email: info@acns.org

Website: www.acns.org

The American Clinical Neurophysiology Society (ACNS) Annual Meeting & Courses are designed to provide a solid review of
the fundamentals and the latest scientific advances in both "central" and "peripheral" clinical neurophysiology. Presentations at
the ACNS Annual Meeting & Courses are given by leading experts in the field and have value for health care professionals who
utilize clinical neurophysiology. Sessions include symposia, workshops, courses and Special Interest Groups, featuring didactic
lectures, expert panels, debates and interactive formats. Poster presentations at the Annual Meeting & Courses highlight the latest
work conducted at clinical neurophysiology centers around the country.

The meeting also features a number of opportunities for networking, including a Professional Development Mentorship Program

in which residents and fellow applicants are paired with senior ACNS members and provided dedicated time in the program to

interact with each other.

10th World Stroke Congress

Time: October 26-29, 2016

Venue: Hyderabad, India

Website: wsc.kenes.com

The 10th World Stroke Congress (WSC) promises to attract acclaimed experts in stroke from around the world. The congress
will show a cutting-edge educational and scientific experience, focusing on the latest developments in stroke prevention, acute
management and restorative care after stroke. There will be a particular emphasis on the issues related to stroke care in the South

Asian region. Join the 10th WSC for debates, discussions and collaborations in the exciting city of Hyderabad, India.



