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(LEFE-—ARERSBRAAH, L& 200080)

3 EREZOYHEBERLSBAM. HRBH
BAEME ML ILERYAALAAETLE L.
REETOERL5RBEARBOTEHART O,
RETOELDRABE 11224 % 158 AR XMYT
BIALEER MR T E2.E3 & E4 ¥12 48,
UEABHIRHBEABLKAE S ESHUANIAREGE®
E2EERAFARDRFALL, HELML SR
AAXTGREOE TR F AN I HERURE R
TREQ LG PARBERALGE L, KN LH—
5aE,
£ 3 3] RREXEGE; MUBAR/KA S AN
BRECERTSHERABIEES. EENA
BEUN (chylomicron) . Bl & B I8 & F1 (very low den-
sity lipoprotein, VLDL) 1% 8 [ I8 & & (high density
lipoprotein, HDL)W MR R R FHIBBEANBE
. EmBEY P RBEER  AENBEERES
(low density lipoprotein, LDL) 3 kM A RS R 2
i RS B U8 Y 40 IR xT AR 2R A1 0 SRR R R L I o I A
HREY. BEESEFERSARRD.HESHE
KR EHYIHL, R BRI E A MAE M HGR#E
BUAMERERZ—. BREAENZSHLSHS
MR ERNBRGEECILL R Alzheimer's HIH X,
EmHMNEHSZP RN, L% I (soelectric
focusing, IEF) XM ERRED EAEQARKYE
EWESH BB TEDFNRB EEXRFHAEE
BARKEERRBBELAENEZEHE. ZAXHRITIEA
BRIBEQ EZEMRM R B K E £ B4 (restriction
fragment length polymorphism, RFLP) B K ¥ K& .

1 #{EEQ EXH
BIEECE#EMCTALRLEE 19 p13~q13 K,
S58BEOCIRCIEAMARARELNMNRIBES
A%, ZEEK 3597 bp, BIF 4 AHBTHIAN
BF BT TFAUTF I REHER . B-RAST TN

SEBIBECENKRE 4 EERNEDRT.H=K
EFINAEBRRAEARE 6l LA ERAEDTF.
mRNAHREHERUTFE —ANEFLE 4 bp &,
TATAATT FHIERREBE L LI 33 bp 4. BEF
BMAWBEBF AL TFE_REFAR.—PMLTF S
BOEF-—MITF IR BEEEQAERBREAR 2994
HER.TEHF 4B TFHSD.

2 BBECESEH

2.1 BEECEZXOENSEN
REEOEMZEREZEARAFLERRH

Utermann I BB VLDL #47 IEF ikt R R,

IFEESWAEELESMESEARPTALGR 6 HR

R, 44 F E2/2.E3/3.E4/4 1% & F E4/2.E3/2. -

E4/3. BIREA E RERFTIHHEY E2.E3 fl E4
MENNETF 112 (v 158 U AEMAAF®R, E3 £ 112
12 R i 3 Bk S B (Cysteine, Cys), 158 (i R ¥4
B % | AL (Arginine, Arg); E2 ¥ Cys, &k E3 24—
AIEHEE4 MK Arg, LE3 Z— P IEdRF . ZHF
WP AR,E IEF R ESRSh S ERHRMAXH.
Zannis $UR Y E2.E3 M E4 A R B FR—
EERMGEN ISR E2.£3.E4 Frffl., B,
B IEF ik MU BMIBEAQ ENEN, Bl 0EN
HEMEEM, XHFENYTEABRSERBERS L
48 E2.E3 M E4 RIEERATE AL, B —EERLR
WE HEERERARSIBAH T, RBFIBAMHE
LB R ETF 112 {250 158 i A S8y F (e, IEF s ikik
RAEAALERBAIRFELRET 112 IR
158 LAY 3EFR N R Mk, 04t IEF KEE M3 G
AL R WD,
2.2 BERBEXANSSHK
AFEWFEFNEBRIBHES E EFNUNEEN
ERET HiE. RECANBRBEESEEEAEENF
AR FUERKRAEEE T R (allele-specific
oligonucleotide, ASO)F ¢, 5ili it & B8 & X ¥
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(polymerase chain reaction, PCR) 4 8§ @ {5 il £ iy &
HfEDNA #Z BREMEF L RFHAENEERR, L6
KARCERRMES, ZHERTFLES HE 4
lﬁJE&?R%ER%‘ﬁaﬁ‘%fﬁlﬁiﬁﬁ,xﬁu&%ﬁ%
REFE. %—‘??E%@*?Lﬁﬂkﬁﬂgﬁﬁ{}l £%
Ay R RFLP ¥,

3 HEZEOERERMERIEREESSN
3.1 RIEECERVNMEABRKESSHMMIP R
Rt BKEZSHESTREARMEZERNA
VIRE VI3 B 4K DNA £ §93F R e ST B L8 K/
AEIMHE. ¥DNARAESRTE WERENEHS
YIS BMUIGEER T ARKENRE
FE. HPREE RISNFMLE 4R DNA—+PCR §
WEMEE A UIE T R H B R k1R
hZEEEBR.
3.2 RIEEB ERBIEFBREES SIS TR
Hai#HT o EEE A E 2EE RFLP N YIEE
A Hha 1, EYIEIABREMTH GGCGC. HBEHE H
EEHRBETEERTE, RERBRFHHEE T Hha
I B3 Y147 A, B T 7] LAB T RELP #3851, i1
HOERESPEERBKEZERMAFB N 174bp, 88
THBE 1120 158 U HEMYEBF. T E4,
112 {7 1 158 (£ 394 Arg, HE B F CGC £ 7 #IE R
T GCGC BIffi MY A E X 19.72.48 £ 35
bp B K BE:E2 89 112 i F0 158 ¥ 0 Cys, HHE B T
TGC ERTBHAREERE K GCGC, R e % Hha 1 Y17H[,
MOERACE X 91 M 83 bp W EZ ;MM T E3, %5 112
i Cys 1% BF TGC ERFWAREE R GCGC IR F &
R E R 91.48 #I 35 bp M Bt . RRIKEM B E
Tk G 5 B R BERY AR AE F Bl BB, B AT R .
3.3 HIEEBESSHFBREBATRBMERIR
FESEMSMERDER
3.3.1 EALEMEK P B B SRR
FHRELHWESR, M IEF Sk T amnEs.8
STFHRRHEE2E3ME4FENERE Y,
HAENTE LR TR 455 112 fif1 158 (L EH &
eI B R £ T RA, Kontula HEIXF 40 ZHHLA &
[ B 45 IEF B2 9k #1 RFLP 2047, R H 39 AR f 8
BI%E R —3; Walden §°3F 22 LB HF I HIREEAQM
#F Chyperlipoproteinemia, HLP) 8 3 [3] 81 {E 1EF 3%k
HIRFLP 2+ 47, K 21 AR —BLCXMIHH RS &
BHEAE—FELRWEANLAMNE - FE5RA 5.
Tsukamoto 9%t B & 104 YL £ VE IEF o1 ik f

RFLP it REZR T2 — B . HP 8E ZEERL
e 5 Bl

3.3.2 ZEREBRME T -2 RAK, HEE
T HSEREEYRERFEAT R EB YIS
BE, BRI BBV R BUE T RS E B AL E, 1
IEF 3 1 RFLP S i RELA—B. M - FH A —
BHEARRAMHTERRHEA LR, Kontula®# LK
FEAFERLRMEKELZEl X8 T E2: HER 127~
REAER, LE2 L— M Edf, HHRF|E Hha 1 8§
Y S A 4L, 8 TIEF B3 B /R & E1, @ RFLP 4347
MB &K E2, Moriyamak &3¢ 5 4 I & HLP 8%
ERIEECOE 258 EAAS -FELREHEK EL,
ZE1XETEHER 1468088, L E3LTHAE
MATEHKRE WY&, W IEF X /RN ELT
RFLP B B77& % E3. Walden®' R4 H —F
S H{K E3: Arg136—Cys, tt E3 L — A E#BH,IEF &
Wit BUF E2 A (HiR e 3 JROR I MAL60 Hha | B
YIfi s Ek. RFLPAHHTRR—AK 109 bp IRH F
Bt H b R R Y E3.. rgl42—+Cys" IR a] K B§ 1]
UEREREREMEFTELRTFE-F LAWK,
i {# IEF 3k RFLP & R A—HK.

5 IEF @3k % f ASO i M I, RFLP Y ¥E#. B
BEOLES, AZTEEAMRAEREE: ATRHE
AR REME GFEHIT, CHBRRL MY
ATRIEEHE Z5HHATR.

4 HIEEQESZSTHESIERK
4.1 HIEECOENSSHESMHE
KEEOEATHUREREBREESHL.E€F
WUEZEREEEX. BRBREQEMNSSESLIEK
FHX MEBESKETLY 7% ~-9%BEREED
EZAtre), TRRWE2 5RALSEHEHEBMK
F E3M, #1547 LDL 24k LA, iHE R FRR I, 2
BRI E4 ER NS ZRESEHERT E3, ¥
mFEEREEFRAYE. AETE,.5 E3ML,E2 X
I3 S AR LDL AR R A R/ A E4 1Y
EHIEFMHKR. BIFEHE £ HE B XEIE
FA7EE % MAS AR R % I8 E & M4 I E™,
HAZMEZEFUI FERER HEHNSURE
HOYW R, 5 E3S MK, E2.E4 EFAHB=ME
oo HAREHRANBIEECE SSESHM
=@5A HDL BBE R Z M M), 18 HLP
HIOUAE2HE T . HABRPE2HEGTFRE
SUEM-BRE/2 IR HLPHLEMERS &
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7§,

BIREAE 23RN ERECRIEEATE—
TRW., E2 3 I H g HE G A1) U,
EVCI RASE A @K P IR KER . E4 A
FEEM. i RIBES E 54585 8 18 1 EH /g
WHEX TEANMEES FHEKBMXYE LDL HE
BLFH R . X B K B 04 [ R 1 B 8 %)

4.2 HIEZCESTHSIHHBHEL

ABRYHEBEAENSUERAREMI AL R
E3>E4>E2(FEMB AR E3>E2>E4), HERR
ABPRHATFESEFRER"Y, BNRAHRS
E3REHERTHEAH MPEMBEARS E3
BEVRETHEAR. EONEELAHBERNFE
ABTEAREAERETHMOAR L2HERTHE
AR MEREUCHRERBHEERARP E4E2H
BRIAEHFHR. BHHENEI yELRNEEE
T, E2 yHFEPEFGRERMSEE 18 HLP),

HEUBLHERAIMRW - EHTEREA—
B, A KA B 5T 2 W R 3 Bk o8 R i S 49wl O R
WA E4 BEHRHMB EZHECIEERAH
TR E4 BEFARSE2 HRRE. (ECESITE
ARBEERIKEXHENEORHYTERES E4
BEEMXD WS E2 fifiX. WERETORKA
MHRER E4 Y EREOCRYERERS, BERLO
MEENGKRIERM E2/2,.E3/2,.E4/2.E4/3.E4/4 T &
BN BEWMREVEL REORAETHWERERR
HF, —BAARIEES E SR E L IR
FHOAAELCHMERERE.BEEFHRRERELR
MmARMEWRE E4 5B LR BEMX L EBRNEF
AU EAI M AEEMIE . EREARRERR
REBE Z5#H5EORRBOKEROEERRZ ML
XU, B EHERREV E4 REEBERTERD
FREEREHRENEGREF. VRS At #HILEY
D FERFHEER™.

SZ HTFRIEEQENSZIHSHERXETH
FULHMEA S 2R EW,RFLP LI HE® . M E.
rERER S RN ¥ H R 2.
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