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[ Abstract |
demia (HTG) in Han group. Methods
52.23+13. 41 years old. According to the criteria of triglyceride (TG) =1. 70 mmol/L.(150 mg/dl),181 persons were arranged in-

Objective To determine the possible effect of CIDEB/C gene polymorphism and haplotypes on hypertriglyceri-

528 unrelated subjects were selected (198 males, 330 females) with the mean age of

to HTG (hypertriglyceridemia) group and 347 persons were in NTG(normal triglyceride) group. A total of 7 SNPs in CIDEB and
CIDEC genes were detected. The relationship between these ten SNPs and TG were analyzed under additive inheritance pattern by
logistic regression. SHEsis online were used to get the haplotypes and their effects on TG. Results rs2144492, rs2281472 and
rs2144493 were associated with TG. The frequency of ATCC,haplotype of CIDEB, was higher in NTG group. OR and its 95% con-
fidence interval was 0. 698[0. 490~0. 992 . Conclusion ATCC of CIDE B/C gene polymorphism may be related to the occurrence

of HTG.
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CIDE (cell death-inducing DNA f{ragmentation factor 45-
like effector) K145 CIDE A, CIDE B fil CIDE CL/M il CI-
DE C #¢ # J ig 05 45 5+ 1 88 B 27 (fat special protein 27,
FSP27) 1t 3= 32 43 4 T 4% €8 5 5 41 22 (brown adipose tissue,
BAT) , i #1138 85 Wi 41 22 (white adipose tissue, WAT) |
R I R 5 0 L 8l P 0 A0 R T A ST L 3 ke
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L i AR b CIDE 2k 2855 TG X R R R R
T HTG &2 5 H s 4 & 22 v . RIBIEA 24
BRI PR A [m) T 8 T EL oA B BOR T RIR R AR 236
PSRN — N EERE" B, AP0 AR CI-
DE B il CIDE C 3L 1 7 A Z A8 s KBRS TG KF
B2 R AT T 407
1 #EREHE
11 — 8ok 8 B0 0 I T R A AR AR 528 B TR C R
DURBEA R b 55 198 i, % 330 ], SF- 7 4F 4% (52, 234213, 41)
% W TG KK BF5E X R4 HTG H (TG =1, 70
mmol/L) Ml IE % TG 41 (NTG 41, TG<C1. 70 mmol/L)""
HTG 241 181 ], 5 62 {5, 4 119 ], L4 (53, 41411, 22)
% NTG 4 347 4], B 136 4], 4 211 i), 7 ¥4 % (51. 62 +
14.39) % . 20 [8] P 5 L 4R I8 LL 3, 22 S 0 GE i B L (P>
0.05) , A L.
1.2 Fik

1.2.1 BB RZ M SNPYKI B 2 % 4 4l BN i

EZ B A XIFT (1977 —) , Rl #
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*x1 CIDEBF#CIDECHERE 74 SNP i {5 8

MR SNP fi7 5, Y 14 g W>M"* RASH] R D e Ak MAF

CIDE B rs2144492 14 24308205 A>C W& TS A=0.0950
CIDE B rs2332320 14 24307013 T>C W AR S C=0. 2158
CIDE B rs2281472 14 24306640 C>T N AR C=0.2516
CIDE B rs2144493 14 24305411 C>T T C=0.0849
CIDE C rs17222536 3 9867251 G>A His213/His200/His210 A=0.0523
CIDE C rs391709 3 9873902 C>A N A AR C=0.2424
CIDE C rsd62378 3 9875970 G>A AR S G=0.2782

© WA RS BRI s M S AR A B A

%2 CIDEB# CIDE CEE 74 SNP &G M8
P SNP {31 4 5 W G ETER TEsI#3'-5"
CIDE B rs2144492 snapshot CTTATGGCTTCTCCAGTAGGT GTATGTGTGTCTTTGGTGATGA
CIDE B rs2332320 LDR CTCTGTGCCAGGTATGAGGAC GCAGGAGATAGGGAGAGTTCG
CIDE B rs2281472 LDR AAAACTGAAGAACACGGAGAGC CCATTCAGCAGTAGGGTCTCC
CIDE B rs2144493 LDR TCAGCATAACGCCTCACATCC GGGGAGTTTAGGGACAGGAGG
CIDE C rsl7222536 LLDR CTGCAGTATCTTCAGACAGGT ACCTACTTCGTGGTTTTGACT
CIDE C rs391709 snapshot CTCAGGACATTTACAACCACA GTATTCAGAAACCGAGACCAG
CIDE C rs462378 LDR AGCACCAAGTCCAGGTTAGAG TTCTAAGTTTCCTCCCCTATTTC
% 3 4 CIDE B#1 CIDE C B H SNP i & (w2 FE  EEE S
NTG 41 HTG 41

SNP

\AY WM MM HWE X'—’ HWE P wWw WM MM HWE X'—’ HWE P
rs2144492 225 111 11 0. 365 0. 546 133 45 3 0.132 0.716
rs2332320 88 169 90 0.233 0.629 39 92 50 0.075 0. 784
rs2281472 12 118 217 0.695 0.404 1 47 130 0.011 0.918
rs2144493 12 115 220 0.414 0.520 4 46 131 0. 000 0. 987
rs17222536 343 4 0 0.012 0.914 181 0 0 0. 000 1. 000
rs391709 15 112 220 0.024 0. 876 6 76 99 3.599 0.058
rs462378 16 110 221 0.236 0.627 7 74 100 2.229 0.135

i 2 mL, i T TG KF &4 i 0 T 42 it DNA Jf
il SNP,

1.2.2 SNP g4 #£ CIDE B #il CIDE C £ A F 4 51 3k £
T 4 ASH3 > SNP G e AR I Al 2 T30 &2 — (D EARIE
5 TG s AR5 565 (2) B 28 6 P o fie /) 55 A 5 R %
(minor allele frequency, MAF)>0. 05;(3) 73 [ BLRE %
SIEINAETE S . ik SNP S AR BLEE 1.

1.2.3 SRR RHA] Promega 23 Al HYJE K 41 DNA $2 Bt
3 G e U IR A3 B VE $2 B DNA, 2R F 358 i A B8 J BB ik A5
DNA Ji& ., K /JH snapshot 5% % 2 i 7 K (ligase detection re-
action, LDRO#EFT SNP 43 %1, 5|¥f5 B W3 2.

1.3 Siit2aab3 F| ] Microsoft Excel 2003 #4715 15 F fF
KB, % J§ SHEsis™ 78 28 %k {4 (http://analysis. bio-x. cn/
myAnalysis. php) 4387 CIDE B/C &K ) HfE R M H 5 TG K
FEH ok F . K SPSS21. 0 #E 47 Logistic [, 43 #r CIDE B/C
ERZEME TCKPMRR, HEFRBL 725 Rx, 4HH
FLBORF (R TG . M BRI AR A L LI HBOR o BTG

gk i «=0. 05, Lk P<<0.05 NERFHFIT%E L.

2 5 R

2.1 P4l SNP 44 $%4F CIDE B fil CIDE C £ [H 43 %1 75
NTG 418 HTG 41 53 A5 L3 3. 25 L #5318 2 i 3 °F i
(Hardy-Weinberg equilibrium, HWE), 2 % B 4 il % & X
(P>0.05),

x4 SNP B fi 2 5 TG K F 8 Logistic [BJFL5R

SNP B S.E Wals  df P OR (95% CD
rs2144492  —0.380  0.182 4.332 1 0.037 0.684 (0.478,0.978)
rs2332320  —0.109  0.129 0.712 1 0.399 0.897 (0.696,1.155)
rs2281472  —0.374  0.177 4.439 1 0.035 0.688 (0.486,0.974)
rs2144493  —0.365  0.178 4.209 1 0.040 0.694 (0.490,0.984)
rs17222536  20.564 20 096.224 0.000 1  0.999

rs391709 0.233  0.159 2,156 1 0.142 1.262 (0.925,1.723)
rsd62378 0.228  0.157 2.107 1 0.147 1.256 (0.923,1.708)

2.2 SNPs #fi 55 TG KPR LA R Logistic [ I #
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TP 38 A A8 2R % A 8 5 w0 TG 56 REAT 40 B, 45 R LR
4, rs2144492.rs2281472.rs2144493 i 5 TG KX FR &
FAGITFE L (P<C0.05), Hrr rs2144492 1§ A S0 HE |
rs2281472 Fl rs2144493 (¥ C S5 AL JE B H A (R4 L 54 |
REEALIED B R TG KA 3R, rs17222536 fif g [Hl A
S5 B R R AR A TR 22 5K T OR H 3L 950 CT &
Gl .

2.3 HAERELY TG MEHR R SHEsis 78 & 3 M4 43 Bl Al A
CIDE B.CIDE C H[A SNP fy & B A - R AL (3K 5.6 iR 3w
D'l r2 u] i1 CIDE B,CIDE C %8 ) SNPs v 15 77 1€ % 8l AR
A o 3T ARG T 45 ik PR A B TR e B R R N A AR o TR
ZEE 7, CID E/B 3 % W 845 5 )y CCTT(50. 38%)
CTTT(30. 78 %) #l ATCC(17.23%),CIDE C %& [ 4 W 5%
K GAACT7. 94 YD) F1 GCG(21.12%) , 453 875 ,CIDE B %
P ATCC Fpf% B 7E 20 [|] £7 7E 25 5% HoAE HTG 4119 L Bl 42
%, AR OR B2 95 % CI 2 0. 698(0. 490~0.992)

2063

x5 CIDE B & SNP HEH A FESH
SNP rs2144492  rs2144493  rs2281472  rs2332320
rs2144492 0.987(D")  0.986(D)  0.984(D")
rs2144493 0.918(r%) 1.000(D")  0.913(D")
rs2281472 0.895(r2)  0.975(r%) 0.915(D"
rs2332320 0.215(%)  0.196(r2)  0.202(+%)

*6 CIDE C & SNP RESI A FEHS
SNP rs17222536 rs391709 rs462378
rs17222536 1.000(D" 1.000(D"
rs391709 0.014(r*) 0.983(D")
rsd62378 0.014(r%) 0.967(r%)

#7  CIDEB.CIDEC BERAB S HMEL(%)]

A B LAY HTG # NTG £ e P OR(95% CD

CIDE B CCTT 189(52. 21) 343(49.42) 0. 198 0. 480 1.097 (0. 849~1.417)
CIDE B CTTT 118(32. 60) 207(29. 83) 0.789 0.375 1.132 (0. 861~1. 490)
CIDE B ATCC 51(14.09) 131(18. 88) 4,041 0. 044 0. 698 (0.490~0.992)
CIDE B Hofts 4(1.10) 13(1. 87)

CIDE C GAA 273(75.41) 550(79. 25) 2.653 0.103 0.776 (0.572~1.053)
CIDE C GCG 87(24.03) 136(19. 60) 2.653 0.103 1.289 (0.949~1.750)
CIDE C HoAt 2(0.55) 8(1.15)

Hit 362(100) 694(100)

3 % ® 1L TG KR A EZAEA . SRR . TR 2 A

ABsE R T CIDE B/C ER B 28, ot T 2ERW £
SRS TG KK FR. OF 5 K B, rs2144492,
rs2281472.rs2144493 fii 55 TG K B A G 2 6B, Hp
rs2144492 1) A 2547 5 rs2281472 Fl rs2144493 5 C Z:ff
HHEHETER BB A ,rs2144492 B G 2 3L rs2281472
Fl rs2144493 (4 T S5 D8] U] 2 £ 16 4 o7 ZE DX . i B ok AL
HRZAEMS HTG KR Z 7] (46 SC 38 , (A A BF 52 1 45 SR AR
K182 ¥ A 5% CIDE B/C B REAIT I 19 S % o

CIDE F %145 3 #1% [1:CIDE A.CIDE B il CIDE C(&
Fr Fsp2?), HAEWEFL 2 ¥ b, 43 50 2 B35 T A & 6 1 E
FE AR . 2 R F) A PR PR I 10 0, D AR B
&S M5 T CIDE B fil CIDE C 3£, SE4EHFSE 30, CIDE %
5 i A R 5 @ WA 26T . CIDE 5k B A3 i 51 #6178 i
TR A R R FEEEAE R, BF5ER W] CIDE B £ fig
A A7 R FE R R B ELE T, CIDE B it 25 /) BR 2 BH H RE #E
TrE g TG K P B 198 5 30 R o 29 18 s e 44
e, HE A VLDL % TG £ CIDE B 4% F 58 i
iy, CIDE B n i 5 TG FiJH [5 fg K 72 . CIDE C @ i i A
KARE L AT G WS S . TS B TG 7E AR 07 40 i b i AR
ST R e AR g 17 40 P, CIDE C 4K 48 7T Lh#E 75 5 /M i
BlE S RNE T B R P R4 R e B AR A A T
TN BRI 4> G B R TR WA R LR
BONARER 53 PE NG 107 A A% LA B 224/ i T8 149 i I 44t e
HWELP, e gb R K W, CIDE C 7 fig 54X 39 . R 1 0277 &%

Bl 5 56 3 Al K S B 5 . W20 L CIDE B/C ARFSEH £ 24
PES I TG K208 26 RITFIE . B A58 19 45 526 A
#5 CIDE B.CIDE C #H 5 TG 7Kk i 35 2 I 5 A1 LAY 38 145 A
FAE R B 6 G TR 38 AL 00 4 T 40 5 2 G B AR A .

BB 7 2885 HTG X R 158t
. {HE A RE : PGC-1.PPAR 1 PLIN % & % (1% 5 5 46 ¢
EAHERZEMEB S HTG M2, i 5 40 M 0 g 5 AQ <
Z Y)Yy CIDE B/C,H 5 PGC-1.PPAR #1 PLIN % 7 /4 1
5% Y1 5% Z2 IR W08 48 7R X BB AT R SRR T AT S 4 R .
PGC-1 ¥ 40 i J5i b 19 TG % it A VLDL 43 i /N = 3 4 i
VLDL 43 i %5 210 4E A, % D fig 238 13 5 % CIDE B
g™ Kim 2550 0F 55 & B AR 4 35 i 1 40 i v 1 5 A it
K B AF O 1 2 R 4% B PPARYy2 J&3# i3 i 5 CIDE C ifi
KIEVERIN . FSP27 5 PLIN 7E 9 5 g U7 40 M b Big i 199 K/
J5 W R A R AR T . H R, B A 2 WE T 8 PGC-17 |
PPAR™ PLIN"" 2 [ 3£ H 2 Bt 5 A5 A 5. A58
iFs2 5 PGC-1.PPAR.PLIN 3£ & % 4] {1y CIDE B/C 3 H £ &
Pl TG %,

g LI . AT 53 38 2 A I Hh [ 9T R LR A B CIDE B/C
L 25V I3 2o B R B RS R A T SE T CIDE B/C £ 4854
5 TG KVAH K., 54, CIDE B/C 5 H il g A8 46 ¢ 3L B 1Y
L HAEABESE— ST
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