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INTRODUCTION ‘ Comparison of motor disease variables among different ApoE carriers. Motor |mpal_rment a_t the time of
ApoE diagnosis did not differ among
Apolipoprotein E (APOE) genotype is known to reduce the age of onset for Alzheimer’s E2 (2/2,2/3) E3 (3/3) E4 (3/4,414) pvae | different ApoE genotypes.
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862 patients recruited from the Baylor College of Medicine MDA/ALS Outpatient Clinic *Patients with genotype Apo E2/4 were excluded from this analysis. ol
Diagnosis of probable/definite ALS (E| Escorial Criteria) No 5|gn|f|c‘antd|fference between groups on Kruskal-Wallis test ) ] /_xALss
X ) ) . . Comparison of performance on neuropsychological tests among different ApoE carriers.
Measured motor disease variables included age at onset, rate of disease progression — e
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according to Appel ALS scale and disease duration. . B |
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Adult Reading Test (AMNART); modified (Satz-Mogel) version of the Wechsler Adult Mean(SD) Mean(SD)
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! . Y Mean(sD) VELEURE o 0.07 (1.12) | -0.02(1.13) | -047 (1.13) 053
from the Wechsler Memory Scale—Revised (WMS-R); Symbol Digit Modalities Test Full1Q (aw) YR D) | e, v Mean(SD) 07 (1. .02 (L. 17 (1. I
(SDMT), Rey Auditory Verbal Learning Test (RAVLT), Rey Ostrich Complex Figure Test IMja“(Sl'” i I \clsual ;{Sproduction " o1sos) | -017@16) | -027(1a7) 021
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(Rey O Complex), lexical fluency (COWA-FAS), semantic fluency (Animals) and Trail Mean(SD) R JUB(E) | e o3 S :SE(TI : i
Making Test, parts A & B. ;Z’;‘E{SE‘;“S'“” 20.01(1.13) | 0.02(102) | -0.13(1.09) 056 Mean(SIg)a 0.00/(0:99) S0-LGI(EIONRIIEEIEERY iz
ApoE genotype was determined using standard testin_g_of venous blood. Participants s R T | o o 'I?’AAe\;h;I;iDrr;mediate 042(139) | 027(118) | -0.66 (120) -~
who had genotypes ApoE2/2 and ApoE2/3 were classified as ApoE2 carriers; those yw— i :
! o ) g rilhmetic 022(091) | 010(116) | 0.0 (0.90) 093 RAVLT-delay 024 (1.26) | 019(1.02) | -0.49 (1.00) 0.06
with genotypes ApoE3/4 and ApoE4/4 were classified as ApoE4 carriers. In addition, Mean(SD) Mean(SD)
those with ApoES/3 were classified as ApoE3 carriers. ApoE2/4 were excluded due to o 010(105) | 001(105) | 017(099) | 031 m\gtég)wgﬂition 082(048) | 0.68(063) | 0.14(127) il
their small number (n=10). mz;’r:(xsp‘g)as"”'”g -022(102) | 007(L14) | 0.33(148) 081 ReVEo
| Mean(SD) -1.01 (1.47) | -1.80 (2.76) | -2.09 (2.16) 0.32
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ﬂz;h([s’gs)'g” 014(0.82) | 000(0.97) | -0.36(0.99) 001 Meyan(sg) -0.12 (1.00) | -0.64(1.20) | -0.49 (1.17) 0.78
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ADOE Genotvoes in ALS and control W e’;rf(sgjem Y 070 (1.11) | -013(1.02) | -0.43 (0.98) 001 Mean(SD) -0.76 (0.86) | -0.89 (1.04) | -0.78 (1.13) 0.64
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£ 40 S Multiple pair-wise comparison of significant measures
S 30 roop co'or-wol -043(1.09) | -0.37 (1.23) | -0.74 (1.13) 007
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W Control: Eichner 2002 (n=6156) W Control: Hallmann 1991 (n=1059) CONCLUSIONS
ApoE genotype distribution does not differ between ALS and control groups suggesting that genotype

does not alter the risk of having ALS.

ApoE genotype does not associate with the age of onset, rate of motor disease progression or disease
duration in ALS.

ApoE4 genotype is associated with lower performance on some neuropsychological measures of
intelligence.

The distribution and frequencies of ApoE genotypes in ALS patients were the same as in controls
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