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INTRODUCTION METHODOLOGY
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Amyotrophic Lateral Sclerosis (ALS) is an idiopathic 100ALS patients 119 indviduals without ND
neurodegenerative disease affecting both upper and lower motor - L} pe 9
neurons, leading to progressive muscle atrophy. Its pathogenesis ~
involves complex interactions between environmental and ‘
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genetic factors. Among the genes implicated are MTHFR, MTR,
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and SLC19A1, which participate in the folate cycle (one-carbon
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linked to neurotoxicity and ALS progression. This study aimed to
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RESULTS

on betwean genotypes in MTHFR and ALS in women, usig genetic  Table 3, Associalion befween genoiypes of the MTHFR rs1801133 variant and the
s sociodemographic and clinical profile of ALS patients

Table 1. Association betwsen genatypes in MTHER and ALS, using genetic inhesitance mosdels

Statistis Statstics MTHER, B (1)
Models Genotype  ControLnf®)  Case.n Madels  Genolype Controlm(%)  Case,n (%) .
e 0 onmsmon s LR D Wild (C/C]  Heterozygous (C/T)  Mutant(TT)  ©
cc el avs0seen) Rt et O saissek)  1o2222%) T e
. 130T 14920071 ‘ )
codominant o 6714B5TH%]  BOMO.E08%) ey 028 cogomnaw O A0S 2GSET) pevi F:v;le }2';2'?’ ; \:: g‘ oss
Frovye ., . 7.105(1.405 i 153 (58.0)
4] 42721%)  1009.901%) 0014 v 22080 B11111%) 52.59) 0028 Ethnicity
177451 258)
oic TEIS1I01%)  41140.594%) Rt At cre 54(56,26%) 19(42.222%) Rt L White 20(48.8) 28(56.0) (1005t 0.005
08a1- Dominant
Dominant omam  7idszew)  eomeas) oo noss O azaazew)  26(57.770%) 0122 Block 51148 1120 0100) 023
_— e e s e e et | CICOCT  S4@79T7)  d0(aB.Saes) Ret Sroun 15(388) 22y a0 oo
— o T cossive . .
ad sz 10meDIse) ey 0024 T zzosm) L) LT
GG B0I54A%)  B1IE0496%) Ret fot CICOTT  SESBIIM)  24(53333%) Ret No 23(56.1) 24(48.0) 0(0.0) 006
Overdominant or sndssTew  sowssoew U oy OV oo massse 0577 Yes 1814389 25(52.0) tonooor
Acohol Intake
Ak Aol B No 27(65.9) 23(46.0) 5(50.0)
[ 219 132 0.035 c 148 53 - 0.058 " - 0.16
= o =) - i - - Yes. 14(34.1) 27(54.0) 5(50.0)
Smoking
e AT 5 A AT 1 GRS GG 10U WY 0048 TSy, R0, = SRS e O = 03 o 20(70.7) 29(58.0) 7(70.0) i
ereece: T+ ymine ot - Rferunce; T = trymne Yes 12(20.3) 21(42.0) 3(30.0)
Table 4. MTHFR gane, comparison of soclodemogranhic verlabies and Lfastyle habits between the Eroups
Classification
Variables Gontrol, n (%) Case, n (%) Total I3 Sporadic 39(95.1) 6(32.0) Ll
Familial 2(49) 4(8.0) 0(0.0) :
Age (Mean = SD) 57.92 (9.99) 57.34 (12.89) 57,68 (11.24) 0.700"
Neurological  disease
Gender inthe Family
Female 96 (65.31%) 45 (44.550%) 141 (56.85%) No 24(585) 30(60.0) 6(80.0) nss
0.001+* Yos 17141.5) 20(40.0) 4(40.0) :
Male 51 (34.69%) 56 (55.45%) 107 (43.15%)
Previous pathologies
AlcoholIntake Mo 23(56.1) 26(52.0) 5(50.0) 050
No 104 (70.75%) 55 (54.460%) 159 (B4.11%) Yes. 181439 24480) 5(50.0) :
0.012++
Yoa 43 (20.25%) 46 (45.54%) 89 (35.80%0 *Pust e Ch-squaref p< 0,05 1 = absolute requency: % = rlativ fresuency. € = cytosine: T = tymine.
Smoking
DISCUSSION
No 90 (61.22%) 85 (64.36%) 155 (62.50%)
0.713%
Yes 57 (38.78%) 36 (35.64%) 93 (37.50%) N
These findings suggest that the MTHFR rs1801133
“Studentt-test; *Posrson's Chi-square tast. n = % = retative frequency;
Table 5. Anc 4 and without ALS diagnosis, MTA and SLC 1847 gens polymorphism may contribute to ALS susceptibility
ALS
through mechanisms related to Hcy-induced
Alcohol intake Yes Mo OR{95% CI) [ AIC BIC
No 54 83 1.00 0.013 301.33 308.12 neurotoxicity and its interaction with lifestyle and
Yau = B 2.00(1.15-3.51) genetic factors, such as ethnicity. In contrast,
Abtavii cieioncALS, senpolroghictasra scerose; B, schwaetheyesian inlrrationctsrinc L, confdence nerval O ot rs1805087 and rs1051266 do not appear to have a

: HIC, ks o
*Logisic regression.

direct role. Notably, SLC79A7 encodes the primary

CONCLUSION reduced folate carrier, but other transporters can

In conclusion, further research is warranted to explore the combined effects of these genes compensate if its function is impaired. Methionine

and clarify their impact on ALS pathogenesis and progression. This study represents the synthase (MTR) relies on methionine synthase

first combined analysis of these SNPs in the context of ALS, highlighting the importance of reductase (MTRR) for proper activity; disruptions here

continued investigation into the molecular mechanisms involved. These insights may may also affect folate metabolism.

contribute to the development of precision medicine strategies aimed at improving

diagnosis, prognosis, and personalized therapeutic approaches for individuals with ALS.
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