2 e EXo| &8 W] Glutamate=2%E GABA AE vi20]| 0|x|= sk

1 1 > 1 = 1 == 1 1
jod ad B Tl)_.\_—/-‘:aa ZI}OO]:ZE‘].a ‘7‘51/‘\_}'%1_, 7\:11_.039 @_@.Ula 1;]‘}7]5

HalEE YET 0[MT SAIZ 181 BYARIEIY A2 |57 |H}

(X2

y -aminobutyric acid(GABA)+= |} 2| 5=0f| ZAf|5}= A G =H =A] RN ST Q] Ald T3-S Y&sHA o]
o] BAE 22IN7)1, Ao 58712 R0l 2 A4S et B e, 719fe] 57 i 28 Sol B3-S
Ff. R AEA ok WO, -85 AL S} A o, 2, Wik )] So] Al gl Ao of
A glom, 22O Ao A= Alzheimer’s disease, B0, &&= 5-9] ZAHo| 7MHIA] A7 A 32(GABAergic neurons)
O] GABAZ || ¥glo] Q= A 02 B 1E] 11 ity GABA &= thefgel 4152 &0 223E| o] §) o1 o] drol A& 91 4%

2 GABA®] 28-S 7|tfal7 )= o] 212] GABAS] T AR 915 219122 FHekS ol 91727} Rlalel ek, =
Aol A= GABA O] At SHHE fisto] AE ] =& whaf i H7ro] GABA A4t REg-of 1| 2= kS A
Shol Bi7to] 28 7153 & QoA stk

] offt

o=

o
-
rr

A= L W
2 ATF oA ARSI 2T A oA A3 R B FS (AR, 1, WSS - Al kalkshd AT Aol A] 3
AR of] =5to] Aufstl o, Al =A7]E o]-8-5te] =A5EA o, 0%l A 40%71A] =B W7t o] 85t
Glutamate 2 5-E] GABA S AJAFS}31, WH3-31A] ka1 -8 glutamic acid 2} R AHE] GABA S 5415199 th. GABA AJAHES-

O|HAIE AX} 2 A W-3-27121 10mM glutamate -89 10mL o] 150mg/mL 2] W7}-& o]-8-5}0d 20 C ol A 6A|7HEHS-AI %

o 2

123 2 13

GABA A} & 5 Soll Al glo] AFako] /1 9tow] the-0 2 2172, ek <ol gith. E4E GABA A4 &
A B0 0-10%0] 4 71 BoLo ], £ BO| S7182 S71510] 10-20% 29171 71 $9kT T ool Al ksl e,
Glutamic acid 32 Uahao] 71 £9k0m] 272, AP0 2 GABAS Wt} 29k et gith. =48 Hglutamic
acid FFE 0-10%H 71 981, 10-20%0014 71 Wokom 1 ool = 2715t etk £ H739] opu] it 2.4
23} glutamic acid o] 71 4950 1, The-0 2 tyrosin o] 5tk ol ef¥ A FHUE uktgon], £ RS
2 0-10%: 9]0l 4 B4 E] j50] ofu|iedto] th w9 H e 29k Maltk EARSE GAD AL A2k
A 72, VRHEE0| 9L, 0-10% 2 91014 b 9k T ool Al 23] stk

[AFAH
B o 22083 oAk AR (FAIHE: PI012107012018) 2] <] o] o]a]] 4=3 = ik

*Z=X XL Tel, 063—238-5332, E—mail. esilvia@korea. kr

-205-





