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A ApoE FEF G F 19 S Yk KB b ARV 20
PEEARE H—+F, &R H E AR S 4 bR 34N
S Horh A B T 4% DNA A7 2 48, B it
12 {22 e & iR (cysteine, Cys) 1 158 v §5 2 ¢ ( Arginine,
Arg) X SET 3 AN B BT AT AR B
HIAAR A (e2,5% ~10% 3,65 % ~T70% ¢4, 15% ~20%)
FH A LLpe A = a7 i A5 8 (ApoE2/2, ApoE3/3,
ApoE4/4) J = Fh J¢ & F st 15 & A (ApoE3/2, ApoE4/2,
ApoE4/3) , =l B[R R By 2546 Bl 112 037 F1 158 {3 2 5
RN [R] CApoE R (1 S 2248 1) - ApoE2 7E 112 3 1 158
fr R4t Cys, ApoE3 78 112 fii 4ifi%h Cys i 158 fii i Arg,
ApoE4 18 2 A ¥k Arg®! . A5 38 AR A P 1 oAl i
AN DA Sk A, RITERREE 112 7R 158 £ B34k
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194 {57 | fI 3522 ( Threonine, Thr) 4b A 1 AN 3Lk {7 50
DR 2 A B BEHE X 43 1 0 25 F 3 . L v 35 R i 45 # B
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ApoE4 B fp LDL A 7K 57 K 3 fbk 585 R A 4k i XL
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ed/ed 5 €3/e3 LS I[N 4 ST 3M7 . HRTHF
FUUEW], B AR — S B U SE N R AL (e2/62 5 e2/e4,3/e3 5
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HWAES Z B, T BOR Al P AR E E A (eypA) K
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Murh B ApoE3 HIVERT He ApoE4 B85, B LUK IR F B P ik
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