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151 PN 31 K98 (intracranial aneurysm, 1A ) iS4 JE5 |
P e PO RS s ot ) SR . HRT L TA Y
9 DXL v R S8 T A L (H S R R D 2 E 1 . 80%
9 TA &8 T IR sh WK ER BT 58 . B, H F CT,
DSA SF AR HOR B K JE L Sl DRI 112 W L) e 3 ik
S 8 L ATERA M , B3 AR KR4 T (2 B kR
RIRPLE IR A E S B, B 70T A
BB A A E RN A 3 TA YR BE 5 1E 1048 22 S
PESE I WESTE , O 0 22 S BE DY, R4 23 B TA BYIE G
RN AR S L R R A FHPILR L 2 H AT B 7
)z o HHT, 25 AR 5, S NSRRI A
B 5% B R, 0 H R BT R 2 25 1 (single
nucleotide polymorphism, SNP) ., X #6525 H
WFFEIA B R A R Je AL BILTRI S (R Bl . A S
L TATE U G PR B SE E RE EA T 2504

1 BJEZEHE (collagen,COL) EH

COL J2 4 35 1ML 55 % 40 it A/ 32 J5 1) =8 22 14 2
— PR Hop i A2 18 COL(COLL) M
I % COL(COL3) , /i Bl ik i &5 COL 1Y 80% LA I,
X A4 05 RE 1 S8 4% S A A O S B AR
FHP. HE BRI, 5 EH shlikiin & BEAH He, ik
I8 145 RE T 7R COL B B /b . Qi S hiF 7 2 Y T A
COL o2 (COLIA2) 3 [H /) rs42524 1 C 45 v 5 PR X
A PE A 5 . BT SE %t AL COL al
(COL3A1) %A iy SNP rs1800255 HIWTFE 22 B , % i
FLG>A Y 225 3 UM DG 25 L 1 T g Bt 1Y) 22 2 PR
RAAR f COL3 A ZRIEI , IITTHE N TA 19 & 9
KB . Z 5, Meng 55 P1#) X} 4 Ff COL (COL1A2,
COL3A1.COLAA1,COL4A2) & X 8 7 57 4 1 A4 F
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FEF A 2 430080 I, BRDURHEE KAFBE2#Be (Fh WL MH 1)
430080 T, BIDUBHE K2R 1 B2 B dh 8/ MRF R R )
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(FEBEHERSES] R743.9;Q 786

7%, 5 COL1A2 LA (1) SNP rs42524 2 H AR A
TA 14 50 L, T COL3A 1 JE K 119 SNP 151800255 5
T E TA A1 BB MO BT R AR R T8O —
MG AN COL Ay FakIg /b . {HJE, Brotis S0 5¢
ZE W] COL1A2 BE A ) SNP rs42524 5 TA TG RBE, X
KU, COL3AT EH By Z PR IE W A B 1A By B2
HZR 22—, JUHOE TR R SR AR b, TR 25 1) Gk
PEE Y], WX COLIA2 LR Z B S 1A Z
R AATEIR R , M fRFiE— 2P oY

2 #MEERA (elastin, ELN) EH

ELN 5 [R5 22 4 % 1 45 5 20 A A0 356 5 v 19
ELN, J2& 45 R I 45 BE 248 A 05 4 42 o %) O Bk 2 1
i o ELN &R A T8 e iR 7q11. Jeon 5% 5
90 1] TA i A ELN 35 R 4 F 5% & B, 3 2635 A 1)
ELN JE[X 1Y SNP rs2856728 5 Ifil 5 B 41 Jifd 4 I Jiit
HY ELN SRIA AR, X — A M EEHE A ELN FE K2
TA B 5 JER 3 PR R (i — 2 IR o AT — 2 % 81
SNP 152856728 {3/ 55 7 53 4 v AR (A 1) JL S Lo M 1)
PO, SXHE R 5P TA B & s 0 5 (EUR: , At T &
P ELN 22K SNP rs2071307 I %A S 2 ELN 194 1%
I8/, Paterakis ZE8HF5T & 1A 19 & A 5 ELN & [H
SNP 152856728 {3 15 A & . 5 SNP 152071307 J& K o
F ELN JE [RUE 752 1A 19 5 JBIE R A9 — B
AR R AR K ZHT 78 # 3FF ELN JE A (1)
SNP 5 1A W& R A, I HAATTZ Rl A AH OGP
A] BB AAAE— 2 By R 22 5 (E2 2 B AiA 1R 47588
WA G—Z5E .

3 E R £ E % A B (matrix metalloproteinase,
MMP)E R 5 &£ E ZF B B H R H F (tissue
inhibitor of metalloproteinases, TIMP ) & &

MMP Je&—Fp R 6 25 1 19 3 NG, REAS R
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11 TIMP DU BEAE ] MMP A K i v, 1EH AR H 4%
T R SR AN, MMP 2 AIKSF- 258, 1
TIMP 1 % 3K 7K -3 22 5 F MMP, L Sk # 4l
MMP (136 P, HET, A BFSE & B, TA ) MMP-2,
MMP-9 MMP-13 (%235 - , 1fif TIMP 1) 35T i
0SB COL AR AL BT R A 18 2, 38N TA 1) &
JUE, Alg ZEM st [ 1 409 1] TA 5 1 290 4] iF & %f
HEAY MMP & RLEA 7300 5 234, 2 B TA 7 MMP-2 119
FLH A 15243865 i/ S A7 7E C>T (1) SNP, 55 MMP-2
Rk EiE . [AAE, Rojas S5 282 5 TA A ik
AT 54T, % BBk e 1k MMP-2 2E K] () SNP X} TA
7P A S b 3 A IR TA MMP-9 1) 5L (K] Y SNP
5IA KA WAFE—E WM. Bk, s
X MMP 3 K 5 TA 5 J8k 2 [ i B R A7 A — a5
W& LA I 4R 2 B S BB X B AT 2 [l A7
TERBX — 25 A fE . 7ok (AT B A —
S TERIZ I TA H, TIMP 2 R 9 2635 K7 5 TA 4
TR EARAEAEIE A C G R, B8R 1A IS K AT fig s |
i TIMP AR AL 8 LI MMP (36 PE R
TIMP [ ZRIRIK A REVE R TN TA KA iy Fats , (02
FEE W2 1A HF TIMP A =5 AR a8 T LU 1
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BN M —Fh R EREER L e SRS E Nk
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A 5ERE HA BB AME R o Hu 25" % BN B2 R 8 1
FLPH SNP 151800956 137 5 5 Ml PN i 4 28 11 19 26 A, A
T2 I P B2 RS e M . [AIRE , Lin SRR 58 3R 1
UG NTEE P S B 25 1 3 K] SNP rs1800956 5 TA (1) 56
A, AN SNP 11800956 ¥ fill 15U N FE B & 1 1A 1
AR o XFF R AR ZSHESIAM LR,
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55 P9 B B SRR ) AT R 22 A A O, T L
SRR S Z AR . B H AT R Ik, XT3k A
7%, MARKIN L2 (1],

5 #Z£A¥KE A (haptoglobin,HP) & EH

HP 1) 2 RE R S R R MLLLE FI 255 B R
TsE I EY IR DA% - R A R S Ak B
{7 1 Y L R ) STV K L 20 3R A0 g k) ot
A RN S BT 5 BT LA, HP A5 3 Rl 7
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—o FIARIESE" N GEO 4l T 4 TA 1 LR
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HIX A 22 590 A TA JREREAD | i & —Fh 4> Bk
FIRRAE 5 X 22 S 3 1k S SO NAL I HP2-2 i 48
filc HP 2-2 AT ARy — B L gbs 1C ) F 1A 19 A&
Ao XATER] T HP JE R 1 SNP 2 TA &4 1) B Sk

6 I & % 5% = 4 1k & (angiotensin converting
enzyme,ACE) & [&

ACE FE R 7 5 Y Ak 17q23.3, fEAk I 4 5
Tk -1 AL s Bk -2, 21 v, e Xt
ACE BRI B iF5E b, A3 3 i 5 TA A3 DGR SR A
Rdf AL &7 AL A2 G FRUID Bk 4l &7 DD,
A TR () ACE 26 PR 0 S 250 1ML 37 35 77 2 R A8 245 44
FEAERRI AR AL, Liu %% 220 451 TA #1220 fi] 1E
H O RR ) ACE JE R RS T 0B, R BLIA B9 ACE 1T
ik PR ) 5 e = 1 X IR, 1 ACE DD 36 [R] R £
B WS X B A X 7R ACE T 3 R R 23 [
TA B9 5 BIE R, 1 ACE DD 3 R ] fi 2 AR 37 A
. Cun %N ACE FE N5 1A X RHFFR 45 R %
B ZEE N AR ACE T 3R R B 728 S 55 1A 2 06), 77
FE A BH I 0 SCIBC , T X F OCHK , E RPN 22 (8] He A
/N XN ACE T 36RO TA Fp 8L (A

7 —R | A (nitric oxide synthase, eNOS) &

eNOS BE R 7 76 5 YL R 7q36, RIS 774
— S AL, IR N B0 ML I i A o LG 5
Yang %5 ™ X} = Fff eNOS 3 A %Y (eNOS 27VNTR,
T786C F1 G8AT) A THIFFE K B, eNOS T786C Jk K| #d
HIAXRZ%EY), M AN . Paschoal &5
PURFFZEIA A eNOS T786C 3 K RIREMS L TA (1) & & .

S TA P RIRHLEI S 2%, 0 AR s E AE A
. HETHE R, BE R R T IA A4 R T
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SNP ) & R, S S48 1 TA TR RE Y7 (10 7 v , 43t
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