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Abstract  Objective: To investigate the effect of magnesium L-threonate ( L-MgT ) on the white matter
injury caused by chronic cerebral hypoperfusion ( CCH) in patients and provide new ideas for the
prevention and treatment of patients with CCH. Methods: A bilateral common carotid artery stenosis

(BCAS) model was established by using C57BL/6] mice and divided into the control group, model group,
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magnesium sulfate (MgSO,) group and L-MgT group (of low, medium and high concentration gradients).

After three months, paraffin sections of brain tissues were made, and histopathology ( KB staining) and

immunohistochemistry were used to observe and analyze white matter injury and the expression of related

protein factors GFAP and Iba-1. Results: Histopathological KB staining showed that white matter tissues in

the model group was lax with disorganized fiber arrangement and vacuolation, while the brain tissue injury

in L-MgT medium and high concentration groups was alleviated and MgSO, group showed no significant

change. The number of GFAP and Iba-1 positive cells in the L-MgT medium concentration group was lower

than that in the model and MgSO, groups, and the difference was statistically significant (P <0.05).

Conclusion; The attenuation of CCH-induced white matter injury by L-MgT may probably related to the

inhibition of expressions of glial cell activation protein GFAP and the neuroinflammation-related factor Iba-1.
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1.3 IWAHE
1.3.1 SR s B a2 /NFURREES & TR
BT, /B SRS R E g, SerE— M
SR NRAS T E 1 4% 4-0 2248 B TR 2
LA SR BNK b 5 FH0.9% NaCl 15 W2 1840 16 B 35
YT 30 min, T AR [F] 9 77 7 44 50 3 2 Pl i 4%
15— MSUE B b 45 FE

30 HU/NEBENL N 6 41, B2 5 H BT HRAL A5
RIZH MgSO, 2H MRHRRE L-MgT 41 HR B L-MgT ZH il



%5 £ R E F % 35 %
WREE L-MgT 4, XIR TR A 25T 259+ 100,

K H R HZEEK 35223 S H L, MeS0, 411 L-MeT 21
W HH IR FHZE IR/ K 38 BN [R] 9 3 B, Mg SO, A5
BERIKHIBCHILFHY MeSO, K (1.2 mmol/L) & H &
W L-MT AR5 3 KK, B il 4 1) L-MeT %
433149 0.8 mmol/L 1.2 mmol/L 1.6 mmol/L, 4% 3
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