WIS 2019 G55 41 5% 15 8

MCP-1 &R -2518A/G firm %
25 2 BURE IR 1 N AR 5 4
HIKERHTR

Bl Bk XA HEF REE L0F

[HE] BHY FITEEEEELES -1(MCP-1)8E -2518A/G RIS EAMS 2 BERFAMBRTNER, HE X
AREHERN - REMET A BKESSMMMTREAREN 192 6] 2 BUERFEE([H PRERFIMNEREAE 93 fl( B IEETE MM
FER AR 45 FIAAE A M N AR 25 0 48 48 1), ¥E PR IE X0 W A 25 4R 99 51170 109 15l @ B A #6 25 ( X BB 4R ) B9 MCP-1 &
-2518AIG LR E75M., BR ERFUAMERTAHSRE M ERBFRSTERBSEIAMBRETAH, ZRFRITEREN(P<
0.05),A ZMEFMERS TRRBIEAMERER, ZRFRITFERX(P<0.05), EEMAWERETHEE SIEGE MW IRR
T A B HFNERBIRMEME RR LR ZE FIYT G ERE X (P >0.05),logistic B3 B 7=, MCP-1 & & -2518A/G L= %
SHERERBARESERFRINBERENLAET X AAERERERFRFEKEERBINERELAENERER, £it
MCP-1 &R -2518A/G LR 55 2 BIBRFEEVNMERTELET X, HPAAERBTJEE 2 BBRRESRENMERE
HEREER,A SAERTRIEMZABEAMERTENEERE,

[ X7 ] BEARBLER -1 ERSSME BEERHFANBRE

Association of MCP-1 gene 2518A/G polymorphism with diabetic retinopathy in type 2 diabetes mellitus patients CHENG Y7,
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[ Abstract ] Objective To Investigate the polymorphism of monocyte chemoattractant protein—-1 (MCP-1) gene 2518A/G
with the susceptibility to diabetic retinopathy (DR) in type-2 diabetes mellitus (T2DM) patients. Methods One hundred and ninety
two T2DM patients were enrolled in the study, including 99 cases without DR (Non-DR group), 45 cases with proliferative DR (PDR
group) and 48 cases with non—proliferative DR (NPDR group); 109 healthy individuals served as control group. The genotypes of
MCP-1 2518A/G were determined by polymerase chain reaction-restriction fragment length polymorphism (PCR-RFLP). The
blood glucose, glycosylated hemoglobin Alc (HbAc), C—peptide, lipid profiles were also measured. Results The AA genotype
frequencies and A allele frequenciesin.DR group (PDR+NPDR) were significantly higher than those in Non-DR group (P<0.05).
There were no significant differencestin genotype frequencies or allele frequencies between PDR and NPDR group. Logistic re—
gression analysis showed that-AA genotype and DM course were the independent risk factors for a development of diabetic
retinopathy. Conclusion.”. The AA genotype and A allele of MCP-1 2518A/G is associated with diabetic retinopathy in type 2 dia—
betic patients.
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DR 41(93 5] ) FI-E DR 2H (99 ] ); DR £H X 45K 2 4~
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W (2hPG ) HEAL UL 2T 26 11 (HbA,¢) .C JIK . TC.TG .HDL-
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122 MCP-1 K -2518A/G {5 ZERM R
PCR-RFLP $ ARG L K Z2 25 R S E QIAGEN 22
H Y DNA $2EURF) & (50T, 51104) #2ELA) DM 2H 58 3%
555t FRAL 246 1AL A 4 DNA VR, R4k
R 14 5/ ~CCGAGATGTTCCCAGCACAG-
3, NS IFA) 5 -CTGCTTTGCTTGTGCCTCTT-3', 9
B RN R 930bp, I S5 :94°C AR 10min,
94°C7EME 30s,64°CIE K 30s, 72°CHEAH 30s, [IRTEER 40
U5 T2°CHE 10min, PCR #1474 LA Pvu [T 94
fitf (New England Biolabs,US,25 000units,R0151) #£ 17
RIS N, VI P42 1.5%EX BEHEERE FLTK , TR £ e e
)5 T ERIMRUGA T ES . BT MCP-1 £ [H-2518A/
G A Pyu TEEYIN 85, FTLL AA FEPIAREGY) R B R
930bp, AG FE K 5 > 930,708 Fl 222bp, GG KK 1 g
708 F1 222bp ., VEHULE BV H5 A A B R B ) PCR
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1.3 WMEEHr (1) % DR 44 .3E DR 20 Fiikf 20—
Mg B B A AR FE bR (2) Fb% DM 4 B & 5 X B4 <7

K& MCP—1 JE K -2518A/G 437 a5 3 PR U 1 25457 5k PR 3t
FA AL ; (3) 404 DR AR I .

1.4 Siitepabs R SPSS 24.0 it it 4 &40
%) 5 AT U R 887 5 PR AT 32 O3 A i 00, >R ) Hardy—Wein—
berg i TR 5645 20 3 P 7R 2 7508 B g A4 A T
OB 25278 , 2224 LR BRI 28 22530, T L
R LSD—t K556, P AL LU 53R FH PR A SEAEAS ¢ K56 5
THECTERE USRI B 267 , 4R FOACR FH X K56
DR HHIEAE R K 28 43071 R H logistie [R5, P<<0.05 A22
SAgIFEE .
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2.1 DR 4 .3 DRAURIX B4 — e i M A AL Fe A e
A DR 4159F DR 418 E 0 Wi & Aok R R
BMI.FPG2hEPG .HbA,..TG .LDL-C 4 % R IAa %11
270 L (45.P<0.05). DR.JE DR 4 BE AR sk
EF9RJE B FE  BMI.FPG .2hFPG .HbA .. TG .LDL-C 75
TexF HRLH 2 K% (1 P<0.05). DR 2H BB EAEW BRI
S B8 K THE DR 45 (1 P<<0.05), 1 DR 4 /24
54E DR 88 ki s &7 5k s R . BMILFPG . 2hPG |
HbA,..C Ik .\TC . TG .HDL-c.LDL-c 4525 R I 41T
RN (¥ P>005), WE 1,

£ 1 DR .JE DR 4NN R — B S A Ab 4 gk

B DR 4 3k DR 41 Xof 4
b (n=93) (n=99) (n=109)
PRI (n, 5B 1 20) 44749 47/52 50/59 >0.05
R (%) 63.83+8.13"*  60.42+9.90° 57.84+1027 <0.05
WERRTR(AE) 1241699 9812696 - <0.05
Wi E(mmHg)  140.34 +21.60° 138.76 + 15.84° 118.52 + 18.47 <0.05
#FikE(mmHg)  81.05+15.92° 80.68+13.86° 75.84+8.83 <0.05
JEEFE (em) 89.55+8.74° 88.10+7.32° 80.94+8.06 <0.05
BMI 23.97+3.37°  24.55+346° 2305368 <0.05
FPG(mmol/L) 1033 +4.54° 1021 +3.74° 492+0.75 <0.05
2hPG(mmol/L.) 16.51 £6.45"  15.55+5.63 575207 <0.05
HbA (%) 9.88 +2.34° 9.47 £2.22° 5.66+0.76 <0.05
C #K(ng/mL) 1.63 £0.89 1.74 £0.97 - >0.05
TC(mmol/L) 531+ 147 5.15+1.26 508+127 =005
TG(mmol/L) 1.87 £1.26° 1.78 £ 1.24° 126+0.95 <0.05
HDL-C(mmol/L)  1.31+0.38 1.31£0.42 1.39+0.58 >0.05
LDL-C(mmol/L) ~ 3.32 % 1.25 3.11+1.12° 2.74+0.72 <0.05
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PSR R R AEO SE R A T B e DM AL
AA FERIIBAR R 29.2% , 15 T AT HRA, 2 R A Gt 2
X (P<0.05);DM 4 F A S BE RN 51.8%, &
TXIHEL, 22 A G4 X (P<0.05). DR.JE DR X}
FEZH AA FEH RIS CRA350 R 37.6% .21.2% 14.7% , A 55
PFERBE A 57.0% .47.0%F1 39.4% ,DR 2 AA KK Y
R E TR DR 4UAIXt R4, 2 R WA G248 L (H
P<0.05),DR 41 A S5 3L RBR 5 FHE DR 4l Fxt g
N, ERYAEGI#E L (¥ P<0.05). PDR W45
NPDR V.40 MCP-1 FE [ -2518A/G A3 5 Fe PR U5 % 1 45
PSR B e gi it 2422 5 (3 P >0.05), IL3k 2.

Fz 2 DM YLEESXT R ZHHE MCP-1 K —2518A/G i 45
Fe PRI RN 50 J5k RUTUR A A 100 L1191 (%))

i s I
15 . FL (A Y e 15|
AA AG GG A G
DM 41 192 56(29.2) 87(45.3) 49(25.5) 199(51.8) 185(48.2)
DR 41 93 35(37.6) 36(38.7) 22(23.7) 106(57.0) 80(43.0)

PDR W4 45 18(40.0) 16(35.6) 11(24.4) 52(57.8) 38(42.2)
NPDR P40 48 17(35.4) 20(41.7) 11(22.9) 54(56.3) 42(43.7)
JEDR A 99 21(21.2) 51(51.5) 27(27.3) 93(47.0) 105(53.0)
X HRZH 109 16(14.7) 54(49.5) 39(35.8) 86(39.4) 132(60.6)
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P RBE R FE S DR W A 0C, AA JE A Y R Bk R
PR E DR RAEMER R, W3k 3,

Fz 37 DR HIKSER R E K logistic 4347

AR B SE Sig Exp 95%CI
AA FEH 1Y 1.532 0.476 0.015 1.907 0.790~5.263
BHIR I e 0.115 0.053 0.030 0.891 0.803~0.989
3" itit
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