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27, BEPLE S ATE—IRANA 72 BIZBAE 1S BF BFSE A
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T FEARCIE R 25 o B —Fhid H TAT AT 281 1S (254




. 384 .

R 1A HE5.
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LU 200 6 1S fBE (SEERAD A1 200 51 f A G B2
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BRI G345 %00 BRZH AR LU 10 35 25 575 rs26312 1Y AA B [H
#1155 Ghrelin JEP 2 7k 7K P i 35 400G, 250 41 Ghrelin J
BRI BAR T BR415Y L Ah 1% A1 A & B Ghre-
lin B 05 558 i D REA DCHKS " s A I 29T R L BRI ES A
FEHE/R IS 8 KU RIR RS> . BAAOK 33, Ghrelin 3%
SNP rs26802 5 D-ZJRMAH . 11 TG J 7 2% 1 D-
TRIAOK - PR AL Ghrelin 3E K SNP rs27647 15 3¢ 1fi i
JE}[A] (Prothrombin time, PTYAHE, 1 TT JEKX A B F PT
B 5 545 ; Ghrelin 52 SNP rs26312 5 #5435 101 15 1 05 i)
(Activated partial thromboplastin time, APTT)#H5&, 1M GG
FEH R B H APTT W E g5,

A F 2, Ghrelin B[R KL AZTT R 2SS 1S B R
EAEDE . X — R AR A AR a8 3870 ] P e IR A Y 1S
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rs12037987, rs10776752, rs3790606, rs351364 F1 rs3790608
L5 AN PEILE A, Hod rs12037987 Hl rs10776752 5
IS Gy IEPESG I A 565 78 65 2 LT B 3245 Hh 1s12037987,
rs10776752 Fl rs3790606 {E PR rh LB 15 1S 55 KU
AR RBURHIE,
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Wi 30 o AR Y B 2
2.9 [FIA B 2R (Homocysteine, Hey) K HAR R AH %
FER M B TR 2 A

[ 20 2 B2 (Hey) J2—Fh IR AR 2 M B 1 AR S
ETIRZ A ST 5 J2 o i LB 205 114 20 T s By PR 3R T R R
FEUEN] Hey K AR R 135 £ 22 285 14 40 S0 P 56 4 P R
iR JE B (5, 10-Methylenetetrahydrofolate reductase, MTH-
FR) | BeAfi it B-A ffE (Cystathionine B-synthase, CBS),DNA
FA BL 45 R4 il (Deoxyribo nucleic acid methylation, DNMT) Fil
HHEE e N-F 36 % 2 fiff ( Nicotinamide N-Methyltransferase,
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NNMD ] fig & 5 1S & AP, Hifph MTHFR J2& 75
Hey QI A0 B2 G idiz B ) 2 (R 1) — L 2 28 S5 T P
MR ¢, BRFFEEW .M IS 5 MTHFR 677(CT + TT)
F 1298 (AC + CC) H R HY 22 ] 4717 i 5 DI » HL 3 P it B [
KR TR A R R PMFAR EAE T

BRI AR EXF T Hey MU # W iR 4 4 3 B12
SEYINIETR YT » LIRS 45 R R N T — i R ok 4k
AR BI2 AR 5 Y [F] 2 2 e R 005 A8 RS e ke
MTHFR ZE[H (#2549 7] BEA AL Hey 7KF
2,10 MR FIEE KRR 2 A0

IMIEEM S I A(Serum amyloid A protein, SAA) &
2SI IRAS M U AR AR il KO RS | A 45 5
i TR . SAA BYRRSE Rk ] i T
I8 114 (High-density lipoprotein, HDL) ¥ IH [& f$%% iz fl3t
FALTIREMT B Ik sk FE 1k . 17 2058 R WY, SAA 14
252 57 418 1] BB B T s BRI AR AL 0T RN A J8 » 3 BT 5
SAA JK-55 3 ok ok B B3 A0 RURS 38 A7 560, S Ah, ke
FWF 5T 38 702 M S0 IR h SAA BR T 5 HDL 254 45,
51K %5 B I8 % B (Low-density lipoprotein, LDL) 454,
Xie % \RIE T SAA1 FI SAA2 FEPH & i 1 e & 4
53 kN iEp )2 R (Carotid intima media thickness, CI-
MT)BIEHE . Tie % ANl SAA SNP rs12218 ] g2 IS
BRI FE R 2 1M rs12218 AT AR 3 PERT SAA 554H5C7 .

3 HXRiE

A ST H TR oA 2o 119 56 D] | 5 DR G0 L Rk 1K) Js A 5
H R R 2505 1S Ik R UG AR St T a8 4%
(F D ATFEARACHAE O N 2 48 M 6 E Bk (POND A 3¢
FER Z M 2R i AR B IR B (RPTPy) MG HE R £
A S B RE 2 (ALDH2) AH G 56 K 2 457 . Notch #H 3¢
FEH A L B YR E (Ghrelin) A 63 £ 284 . Wt {545
M PR G PR 2 A R () B8 2 e B R (Hey) Bz FLAR 35 g AH

Sbr bR E SR A E LS IS RS RS A %
PRI SR 2 30 . o S 356 P13 Ao AN [i) ) 55 ATV FE ML A ke 34
TR IS @R A KU , 4R 22 5 R AT 1Y IS IR PR

AN TR RS v L 995 55 6 D A AT N SRy 4 1l )
KR 2R, SE I AF AR R A G 1 Hn] e 1y . 2/ 7E BTN B
Ui S P TiY Sl oy NI Y L 97 B0 = S B D B N 2
TH3E (R AR R 22 B B2 G A% B B DR AR DG A T 5 T
ME BN T HRZE o 3 P T Bria o7 AN, JUH A% o
PR REYE . BEHTT A —SE 4 R Go i s 78 2 R YT i i
5% LIS T — it . anLZE 45 il % 18 1k ( Amyotrophic lat-
eral sclerosis, ALS) T 2 k4% 28k (Wilson’s disease, WD)
f] /R o 1 2R 9 ( Alzheimer’s disease, AD). M 4 7% W%
(Parkinson’s disease, PD) £ | g 2 g 2, R4S H AT
B4R T —L5 1S KB K WG Ao iy 3, BATE R %
1S &A= 15 AR v 9 3 2 [ ) A R S 4 RS — 45 I U
PRI RAET TR Z W B A AEAH B A Br sl U [FIZni? LA
FORE AN TRl R T 75 5 1S T AH OG5 BRI ) 0 42 L #0275
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