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2 Uk R S IL-18 REPA K 8l 11X -607C/A Fii
-137G/C P 15 25 &4 15 30 ) ko AERIAL (P AH SEPEF o8

)k BRSO ERE a ZEA R b R NR—BE, BRPESEXS 721000)

W OE. BAY K42 A4 (type 2 diabetes mellitus, T2DM) & # 1L-18 £ H & 35 F K -607C/A #= -137G/C 1% % %
A M5 20 3h bk # A AR AL (carotid atherosclerosis, CAS) 4948 X WAF 7. Fik M 4E 2018 5 1 A ~2019 5 12 A =2
5 R RIS 8 375 ) T2DM & % 4 #F 50 3F %5440 8 T2DM 40, 35 48 B 209% B2 Ak A i B 49 200 1) & R BV A <t a4,
T2DM 48 & % BARE SR b F A48 B 2R A FM A IRA - P BB (carotid intima-media thickness, CIMT) iE % 28 (n=122)
Fo CIMT 3§ B 48 (n=253), R JA R4 Br4k X R B (polymerase chain reaction, PCR) & # ) IL-18 & B & 35 F X -607C/A
Fo -137G/C A2 &AW A, A& A mie SRR A fe S5 KR A ah AR E, KM Logistic B )2 57 % 44 T2DM
BECIMT ¥ EMREERRA L, R 844 T2DM 2845 BMI, CIMT = & 6 J& £ 5% LA %it 5 & 3L (1=5.270,
7=16.038, ¥'=6.261, P < 0.05), 418 IAF= o fis F 5% 69 £ F £ 43t 5 & 3L (=0.800, 1.991, 3 P> 0.05), CIMT iE
284w CIMT 3 B 402 BIR . CIMT, 45 fksmJaiz 7 #1692+ B A 4e3t 5 & 3L (('=5.302, Z=15.694, 12.057, ¥ P < 0.05),
28 BMI, & o )& Fo oo g 5% 69 2 F K%+t 3 & 5L (('=0.567, 0.741, 3.133, ¥ P > 0.05), %2284+ T2DM 4 IL-18
AR B FHF R -607C/A F= -137G/C 42 5 K B A Ao 515 A B A 5 A 91 0 2+ Rse it 5 35 3L ((=1.654, 4.939, 1.742,
2.812, ¥ P> 0.05), CIMT &£ 284= CIMT 3¢ /348 IL-18 X B & 3 T X -607C/A F= -137G/C 4% & K B A Fo 55 45 3K B Y
AT 2 F I BA %It FE L (=11.410, 11.957, ¥ P < 0.05), L -137G/C 1,5 5k B A o 545 3k B A oA 47
0 £ ¥ R FE L (=3.696, 2.931, ¥ P> 0.05), 5K /8 Logistic &3 5 #7 ik 4 X B 748 J Ik s £ F= -607C/A(CC
vs CATAA) A F A % T2DM &4 CIMT ¥ R ey ik e B &, 4518 T2DM &4 ¥ IL-18 A H 2 3T K -607C/A 1% &
% A5M5 CAS B %,
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Abstract: Objective To investigate the The correlation between -607C/A and -137G/C polymorphisms in the IL-18 promoter
region and carotid atherosclerosis(CAS) in type 2 diabetes mellitus(T2DM). Methods The 375 patients with T2DM admitted
by Baoji Central Hospital from January 2018 to December 2019 were collected and recorded as the T2DM group. In addition,
200 volunteers who were healthy during the same period in the hospital were selected as the control group. The patients of the
T2DM group were then divided by the carotid intima-media thickness (CIMT normal group) (n=122) and CIMT thickened group
(n=253) based on the ultrasonic results of the neck vessels. The genotypes of -607C/A and -137G/C promoters were detected by
polymerase chain reaction (PCR). The distribution frequencies of genotypes and alleles at the two loci were compared
respectively. Logistic regression analysis was used to analyze the independent risk factors of CIMT thickening in T2DM patients.
Results The differences in BMI, CIMT and hypertension between the control group and the T2DM group were statistically
significant (=5.270, Z=16.038, ’=6.261, all P< 0.05), while the differences in smoking and dyslipidemia between the two groups
were not statistically significant (x*=0.800, 1.991, all P>0.05). The differences in smoking, CIMT and diabetes course between
the CIMT normal group and the CIMT thickened group were statistically significant (x’=5.302, Z=15.694, 12.057, all P<0.05),
while the differences in BMI, hypertension and dyslipidemia between the two groups were not statistically significant (x’=0.567,
0.741, 3.133, all P>0.05). There was no significant difference in the distribution frequencies of -607C/A and -137G/C promoters

EER: X (1988-) , B3, Mil, FIREIG, W51 : WEFE, E-mail: liufeiloveyoul988@126.com.
BEIRESE: BREdE (1987-) , 2o, Wb, FIREE, W5 M4, E-mail: baijichenjf87@163.com.



58 B R EEAE 368 2 202143 7 J Mod Lab Med, Vol. 36, No. 2, Mar. 2021

between the control group and the T2DM group (x’=1.654, 4.939, 1.742, 2.812, all P>0.05). There were statistically significant

differences in the distribution frequencies of -607C/A and -137G/C polymorphisms and allelic genotypes between the CIMT

normal group and the CIMT thickened group (x’=11.410, 11.957, all P<0.05), while there were no statistically significant

differences in the distribution frequencies of -137G/C genotypes and allelic genotypes between the two groups (x’=3.696, 2.931,

all P>0.05). The results of Logistic regression analysis showed that diabetes course and genotype -607C/A(CC vs CA+AA) were

independent risk factors for CIMT thickening in T2DM patients. Conclusion The IL-18 promoter region -607C/A

polymorphism is closely related to CAS in T2DM patients.

Keywords: type 2 diabetes mellitus(T2DM); interleukin-18(IL-18); carotid intima media thickness(CIMT); carotid

atherosclerosis(CAS)

#0 Bl ik 55 £ 1% 4L (carotid atherosclerosis, CAS)
S22 A BE R 9K (type 2 diabetes mellitus, T2DM) f
HH L R I R RE 22—, [R AR L& T2DM i
HEOREESIEM FEFEN Y, HILEE R CAS /Y
KA R EALE X M T2DM B3 1 15 g
o LA O o AT TR SO E . A A
Z -18(interleukin-18, TL-18) &AL Py # A4 40 g 2
RAT, HIEHUNBEZ) 1 1) 2 hn 2 —. B
R IL-18 N 2155 CAS #HRE, HA K
F14) 10 ) 250 0 JO R A BRE B ) £ 2V 200 S A i
HFEAG H IL-18 fE1E L2 LT R 2 51 (single
nucleotide polymorphism, SNP) 11/ #5 3 H H 5llf R
95 5 B A 5 O AE IL-18 1Y £ SNP fif i 3
R 3h T X -607C/A Fil -137G/C K1 £ HAEYF
O AR T, (HJEIETF -607C/A F1 -137G/C 37 15,
LM CAS WAHSCHERI TR 4GE i/ W, PR AT
X BT T2DM H 3 IL-18 KK E )1 IX. -607C/
A 1 -137G/C {255 CAS WM M:, BEN
T2DM 4 CAS FHH Tt 2#hric, IHE
wr.
1 ME5H®
1.1 AR % P 2018 4F 1 A ~20194F 12 A5
XL EBEIA R 375 19 T2DM B AR 4
JFiEh T2DM 4, 55 E$E [R) 3R B A4 46 fd FE 1) 200
151) 75 JBE 5 R S % BEZH ., T2DM 20 v 55 4% 207 4],
P 168 f5i; SFIY4ERE 61.98 £ 8.99 % . XFREAZHHIA |
P45 100 B SEHAERS 60.96 £7.79 B, RS
LR BEC I By S 4E, i 2 E AR S 2
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PAFRE: OAEB = 18 3% ; 2 T2DM 2
Fr4 CH E 2 BB RIR BT IR 45 (2013 45 )) M |
FIAISEARIE; ) BEIRIGIREE 5 4 (& 5 4F) DL b3
@ IR R E R

HeBRbRUE: @O 1 BRI R @ A S
HIB PR AE T REE R, BN K k52 . S0k
JZ . AAENRGEA R . MRy Skl
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1.2 BB L5RXA  NHHALKREZ AT Aplio 500 %
0, 2230 8 M A5 AU 5E CIMIT B, R A SR A fv B2
2P (B ) A B AL AE P2 1 T100PCR AR
IL-18 2R S 51 -607C/A Fll -137G/C v s HE R AL
AT 134 B T A A R Rl
HE,

13 Fik

131 — o R R4 FEALHE AR E 4550 (bady
mass index, BMI ) . WA . Sishfki - AR ( ca-
rotidintima-media thickness, CIMT ) . ¥ FR %5 55 T2 .
MU AT LG A5

1.3.2  CIMT A9 . I AR 2 LA 35 68 5 ok 4
b T i G 0 45 1~1.5 cm AR A CIMT B, ic 5%
CIMT fe KME. A5 E X CIMT f < | mm &R
IEH, CIMT = 1 mm %/~ CIMT #4 & 5 T 1K
T2DM 0 R 2 N4 . CIMT IEH 4 (n=122)
F1 CIMT B4J54H (n=253).,

133 IL-18 JEHJA BT -607C/A Fil-137G/C {7 55, FEA
RUPREI .t TP ASURE 470 bp, SR PCR
() A 348 W 57 o5 I L2000 3 R o 5 PRI R
W N 57 -GACTGCTGTCGGCACTCCT-3"
FHE51%°N 57 -AGCACTTCCAGCCACCCT-3"
PCR 4" 18 ] % 25 . 95 CHUAEME: 5 min, 94°CAS
20s, 57°CiBk 20's, 72°CHE{H 40 s PEAT 40 MR,
72°CHEfH 5 min,

14 it od K SPSS 19.0 St 2Fik b ieiT
BT, THEORIIE = brifE2E (X xs) PR,
TR n (%) Rox, A TR A 47
B(25% DU 7B ~75% PO 50 ) Feom, FEPH AL
A0 K A Hardy-Weinberg A i 4G50 . 2R R4
Bk H Logistic A 5381, P<0.05 h2E 54 Geit
2 H#R

21 BaA—uatees LE 1. XH4 M
T2DM 41 #%) BMI, CIMT Fl Il 25 3 HAT Gei 24
B (P < 0.05), WAL IARF I RS 5 10 25 57 o g
it2F i (P > 0.05), CIMT IE % 41 fil CIMT 1 J&
HAEWAHH . CIMT, BERIEHE 25 BEA%
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P (P < 0.05), M4 BMI, i A i g 5+

HW2ZER TG FE L (P > 0.05).

22 X 4IL-18 X B B 3 F K -607C/A F= -137G/

Cl s ARAfFa R R sAIMEILE LK 2,

X} W 4 Kl T2DM 4] TL-18 % A )3 3h F X -607C/A

FN -137G/C {7 55 F5k R AR RN A4 o PR 784 - 1 23R [14) 22
%1

SHG I E X (B P> 0.05), CIMT IE # 4
CIMT #5224 IL-18 FE[H 5 8l X -607C/A H1-137G/
C o7 55, 5 DR 70 NN e PRI TR 43 A AR 1 25 S 45 LA
it (¥ P < 0.05), W4 -137G/C o H 3L
RG] F5E IR A AR 1 25 S 8 e e 24 (P
> 0.05).

BH-MARKILLR

R y CIMT
WA MTIRE T2DM AL vzl : vzl P
(n=200) (n=375) %M (n=122) REL (2=053)
BMI(kg/m’) 2351331 2501 +321 5270 <0001 25.15+357 24.95 +3.03 0.567 0571
WA [n(%)] 46(23.00) 99(26.40) 0.800 0371 23(18.85) 76(30.04) 5302 0.021
CIMT(mm) 0.72(0.64.081)  1.38(0.87,1.58) 16.038 <0001 0.82(0.73,087)  1.50(1.38,1.66) 15.694 <0.001
BEIRGR (4F) 8(6,12) 6(6.7) 10(8,13) 12,057 <0.001
LS [n(%)] 106(53.00) 239(63.73) 6.261 0.012 74(60.66) 165(65.22) 0.741 0389
MAESE M%) 104(52.00) 218(58.13) 1.991 0.158 63(51.64) 155(61.26) 3.133 0.077
x2 £4H -607C/A F1 -137G/C (L EERBFEMEE D HIARLE [1(%)]
R 4 Y ) E Y|
SR X HRZ T2DM 4 . » CIMT EH 4 CIMT B4 JE4 , ,
(n=200) (n=375) (n=122) (n=253)
-607C/A CC 51(25.50) 112(29.87) 24(19.67) 88(34.78)
CA 95(47.50) 176(46.93) 1.654 0437 60(49.18) 116(45.85) 11.410 0.003
AA 54(27.00) 87(23.2) 38(31.15) 49(19.37)
C 197(49.25) 400(53.33) 108(44.26) 292(57.71)
1.742 0.187 11.957 0.001
A 203(50.75) 350(46.67) 136(55.74) 214(42.29)
-137G/C GG 138(69.00) 278(74.13) 84(68.85) 194(76.68)
6C 56(28.00) 94(25.07) 4939 0.085 36(29.51) 58(22.92) 3.696 0.158
cC 6(3.00) 3(0.80) 2(1.64) 1(0.40)
G 332(83.00) 650(86.67) 204(83.61) 446(88.14)
2812 0.094 2931 0.087
C 68(17.00) 100(13.33) 40(16.39) 60(11.86)

2.3 T2DM %% CIMT 3 B¢ e A& 54 W3
3o LAMRIH . BEIRAPGHFEAN -607C/A(CC vs CA+AA)

LR [ AR, DL CIMT Gy A8 &, SR

Logistic [71 9434 72 45 5 & 7 B8 PR 9 2 A1 -607C/
A(CC vs CA+AA) FEHALE T2DM 4 CIMT 1%
F S BRI .

x3 T2DM £ CIMT HEH R E XS
A B SE Wals OR 95%CI P
WA 0455 0353 1.659 1.576 (0.789~3.147) 0.198
BER AR 0.965 0.120 64.785 2.626 (2.076~3.321) <0001
—607C/A(CC vs CA+AA) 0.703 0.347 4113 2.020 (1.024~3.986) 0.043
KI5 FEERA apoE B PR R R /1 B ks A At Ak B e 1 £ ]

H i RAE R FAE sk RERE AL i & A L & st
PR R FE A PEE R, TL-18 15— Fh 4 M 4 i A
T, CAMIE TS S 3 koo AR A Ak 2% D) AH 56
20014 MALLAT 4§ " 95 W 7 A\ #51 h ok ok 5 i Ak
i % B IL-18 mRNA WIFFAE . 78RS AIBF5E
MALLAT %5 U 38 3 — 2 E 52 TL-18 f 35 1 5 Bk
ARETEBYIA G, ELHAGE 45 " Bf98 & 91 IL-18

BN LEEYRTHTIEN IL-18 25 Sl Ik HEf
Ak = EE AL AT E 2 D TL-18 7T i S rp 5 i L
Ak AL IR T Z M CXCL-16 %5, i fff ifi 45
T L2 B s AR R B 1, S sl koki e Al
s A YIS @IL-18 iR v- TR
(interferon- vy, IFN- vy ) 736, o 7 [ 3% i 4 J& &
M /i (matrix metalloproteinase, MMP) 2 ik, i F
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T LA BRI, AR RS rh 7 e A, B
B sd; QEEF, TL-18 8 AT B 42 306 % / B g
A MMP & H51ER
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B -607C/A CC KRB A e U KU G In 2.51 4%
RAJESH % " B9 & 3500078 FR 3 1) — SR @ it
i -137G/C GG FE P ARYJE K AR 6 D B R FE R 3R
HOSEINI % ™ ff 3¢ 45 5 7R -137G/C Je A 2 451k
SR B PR AL T B AR A G . (HI2 KT -607C/A
I -137G/C (i 223515 CAS HYARIHE AW,
P, AN CAS 5 IL-18 JE[F 2 M % 1]
. BFFTEE R /R CIMT IEH 415 CIMT X541
TE -607C/A i[RI RY TN 2537 PR AL 43 A1 31 48 28 [1] 22 S
WRAG L. ZHE 3 7R -607C/A CC
PR R 2 CIMIT 33 5 2 A KU mT 3 A0 2.020 1
{H -137G/C i i 2515 CIMT 3458 = OCHE . 1t
b, AT KB T2DM 21 5% R 20 TL-18 3 [ A
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B AR 2 ) 22 S S e g0 Lo

g5 LTk, ARRESE K B IL-18 -607C/A K £
AP CAS WUIMIG, ol 3558 CIMT S8J5EHY
RHI o AT M AFE LA BRI 558, 15
BT, ASTRE AN A IS0 AT AR X A
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= SARIY A RS RIS R — & BRI B
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