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Pathogenesis and clinical advance of paraneoplastic neurological syndromes
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(Department of Neurology ,the First Affiliated Hospital,Bengbu Medical College)

[ Abstract }Paraneoplastic neurological syndromes (PNS) are diseases defined by the presence of a neurological disorder associated
with malignancy and exclusion of other known causes of the neurological dysfunction. Because every level of nervous system is poten—
tially involved in PNS,thereby precipitating a variety of neurological deficits and a broader range of clinical signs and symptoms is
often presented. Discovery of circulating autoantibdies specific which recognize nuclear, cytoplasmic and membrane antigens presented
in all neurons has revolutionized the diagnosis and understanding of these syndromes and demonstrated a role of the immune system
for these patients.In this paper,the clinical manifestations,recommended diagnostic criteria, pathological mechanisms and polymor—
phisms that liked to both cancer and autoimmunity are discussed.
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Tab.1 Specific neural antibodies,paraneoplastic neurological syndromes and related tumors
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i g A= e L 2w ] SCLC
T R A T S/ IR AR 1 SCLC
TS A/ MR SCLC -
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Bl ¥4 22 5% (paraneoplastic sensorimotor neuropathy , PSMN) |
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uropathy , PPRN) , Bl| /88 1t i 4 #8 ¢ (paraneoplastic encephalo-
myelitis, PEM ) ., &) 8 #4 /I i 25 4 ( paraneoplastic cerebellar
degeneration, PCD) , Bll 8 14 371 % P iBi #2 ( paraneoplastic limbic
encephalitis , PLE) . BlJJ88 14 HR R4 2= - L[4 ZE (paraneoplastic op—-
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ZEZ RS -Hu PUA S E LT SCLC B&0,
W] T HARE . SRR R R b -Hu btk S
KR 2 ST U RN , S e BN B AR B R 1 B df 2 7040
HZARB A 40 kD BETLE,
3.1.2 FERMEMETTME BRI —Anti-Ri- Ab(ANNA-
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Mik% A 55 kD F1 80 kD i 2 FE L PRSI,
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Lennon "M 18 1 R 440/ NEF I 5 BF R4 G $iA, K
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H SCLC ¥ LEMS KERF N 3% 6™,
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(P<0.000 1), 3% %F PNS B—F 5B R YIHXERM
WA, 22 4EJF , Schwenkenbecher Z5PHIESE T AT TR G
R, R IH-Hu Pk FEM B E R R 8N S BT LAME
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JURIFET:  IEL AR R R R PR EEEA,

& A2 2 AR R e 41 MR S B LA O T A T —
WSy A HuD HURRET 4 8- 40 B W] g 35 iy CD8*T 4
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M (CTL) Pl e H B M 20 R BE T, 7E MM Fdp 2 41 41
g R PR, B R CD8 T WEL40HE ; I w2
iR &R R T A RRNEEN T ARER
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K FL PNS B SMNEMESL T i L9 PNS B SMNE M
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