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[XEER] s ANAREH, BoRk; SPALEmE
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[ ABSTRACT ] Aim To analyze the relationship between the level of receptor for advanced glycation endproducts
(RAGE) on peripheral blood mononuclear cells (PBMC) and the clinical manifestations of coronary heart disease and the
severity of angiographic lesion.  Further investigation should be made to discuss whether RAGE can play a guiding role in
the prediction and assessment of the risk of coronary heart disease. Methods 80 study participants were scheduled to
undergo elective cardiac catheterization for suspected coronary artery disease according to clinical manifestations of coronary
heart disease, Gensini scores of coronary angiographic stenosis and the number of diseased coronary artery, all subjects
were divided into different groups.  Expression of RAGE on PBMC was detected by flow cyto-metric analysis. Results
RAGE of PBMC level of patients with AMI group and UAP group were apparently higher than those in the SAP group and
control group (P <0.01). RAGE level was positively correlated with hs-CRP level (r=0.476, P=0.01); the RAGE
level of PBMC gradually increased. =~ RAGE in muti-vessel CAD group was higher than that in single-vessel CAD group and
double-vessel CAD group (P <0.05). RAGE in double-vessel CAD group was higher than that in single-vessel CAD
group (P <0.05). The level of RAGE of PBMC gradually increased with the Gensini score exaltation.  Statistic differ-
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ences existed among groups.

0.007).

clinical manifestation in patients with coronary heart disease (OR =1.180,P =0.02).

Both the level of RAGE showed positve correlation to Gensini score (r =0.376, P =
Logistic regression analysis showed that high level of RAGE was the independent risk factor of the severity of

Conclusion The RAGE level

on PBMC increases significantly in patients with coronary artery disease and is in positive correlation with the severity of

clinical manifestation of coronary heart disease.

is of certain value on prediction for the severity of coronary artery lesion.

The RAGE level on PBMC is correlated with coronary artery lesion. It

The RAGE level on PBMC could be regarded as

an independent risk factor for the severity of clinical manifestation in patients with coronary heart disease.
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gina pectoris, UAP) ZH } 2% .0 JILBE B (acute myo-
cardial infarction, AMI) 2 B & 75 4F W% | 1A i 45 #X
(body mass index, BMI) PE5I] W00 58 | & 11 H £ 05
AN JE I PR 41 Y ( peripheral blood mononuclear

cell, PBMC ) | Ifit Ji A3, 25 & Ifil B ( fasting plasma
glucose , FPG) T} 115354 ( ejection fraction, EF) | JJLIHF
FAGI Y B /NER JE 13 K (estimated glomerular filtra-
tion rate,eGFR) S5 I LG5 (F 1),

®1. NABERKAERFTRLE

Table 1. Comparison of clinical baseline data of patients in the four groups

W H XFRZH (n=16) SAP 4 (n=13) UAP 4 (n=27) AMI 41 (n =24)
ERR (X)) 55.56 +11.03 64.92 +12.17 61.29 +9.46 59.37 £13.99
BMI(kg/m?) 25.57 +4.22 24.30 +2. 82 24.99 +3. 81 24.83 +3.26
B (#) 8(50% ) 10(76.9% ) 20(74% ) 19(79.2% )
WA S (5] 5(31.3%) 7(53.8%) 11(40.7% ) 10(41.7% )
o I (48] 3(18.8%) 7(53.8%) 15(55.6% ) 12(50% )
PBMC(10°/L) 0.39 +0. 11 0.45 +0. 15 0.42 +0.11 0.49 +0.24
TC( mmol/L) 4.47 +0.67 4.94 +1.44 5.32+2.25 4.58 £1.15
TG (mmol/L) 1.87 +1.12 2.82 £2.61 2.30 £1.44 1.83 £1.55
HDL( mmol/L) 1.06 +0.03 0.97 +0.13 0.98 +0.26 0.91 +0.27
LDL( mmol/L) 2.62 +0.49 2.82+0.75 3.04+1.22 2.90+1.19
FPG( mmol/L) 5.53 +0. 66 6.62 +1.37 6.33+1.97 6.13 +1.71
EF(% ) 0.59 +0. 02 0.59 +0.04 0.57 +0.07 0.56 +0.06
LT ( umol/L) 71.85 +17.91 87.99 =16. 18 80.7 £19.59 81.05 £20. 18
eGFR[ mL/(min - 1. 73m*) | 97. 44 +30. 68 79.85 £17. 44 88.33 +£22.26 91.80 £29. 12

2.2 SpEMBZMMERE RAGE IRIEKERS
B C REEAKTE

RAGE /K7 AMI 415 UAP 412 0] 2 R 5
TR (P >0.05) B L L2 5 %) BE 4] i SAP

%= 2. MEEE RAGE hs-CRP K LB

2 A G (P <0.01) ;& C X
1. H (high sensitivity C-reactive protein,hs-CRP) 7K
SPFAEXTHRZL SAP 41 UAP 415 AMI 41 Z [0 2 7 A
HEIT#E X (P<0.05;%2),

Table 2. Comparison of RAGE and hs-CRP levels of patients in the four groups

e 7N IEZH (n =16) SAP #(n=13) UAP 4 (n=27) AMI 2 (n =24)
RAGE(% ) 5.95+2.21 12.46 +5.93 25.06 £10.01™ 26.12 +10. 94"
hs-CRP( mg/L) 0.79 +0. 44 2.70 £1.27" 6.28 +£3.30° 14.91 +18.27

a i P<0.01, 5% BAML;b A P<0.01,5 SAP ZHAH L ;¢ 8 P <0.05,5 AMI 2L,

2.3 SNEMEBZMIERE RACGE RiZKTFEE hs-
CRP 7K FRIHE K

A i B AR 2 1 RAGE 7K - Al hs-CRP 7K
R AH OGS AT B, P B AR AE IEAH G (r = 0. 476,
P=0.00),
2.4 AEBRNEKFELZEHEHE RAGE, hs-CRP
KL B

£ 7540 RAGE F1 hs-CRP 7K V- 5 ¥ 37 95 725
PP IR B A Z M ZRAHIT¥E L (P <
0.05) , P %048 4 RAGE 7K 5 B 37 i 48 41 2 ]

SHASGIT¥E L (P<0.05;%3),

®3. ARABRNIKFELEZHEE RAGE F hs-CRP 7k F
PR
Table 3. Comparison of RAGE and hs-CRP levels of pa-

tients with different coronary artery lesions

. PRSI AR SR AR A 2 RAR
"o (n=19) (n=19) (n=26)
RAGE(% ) 15.00 £7.03  23.87 +7.91*  30.17 9. 35%
hs-CRP(mg/L) 2.28+2.80  7.03+5.74  14.81 +17.51®

a NP <0.05, 583 AR ;b 9 P <0.05, 5 S04 AR L
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2.5 ARBIRBIBKITSH RAGE hs-CRP 7K F Eb 4%

ANEVEER 35 Bk Gensini 14341 [A] RAGE #1 hs-
CRP K FEFHAGIFE L (P<0.05;%4)
2.6 RAGE. hs-CRP 7k F 552 R Bh ik fis 12 E HI1E
ek

PLSEER B K 5% Gensini P43 VAN 561k 30 ik oo
15 B, 43515 RAGE  hs-CRP /K- #4741 56
PO, 45 9 B 7R, RAGE /K F 5 Gensini W43 52 1F
X (r=0.376,P =0.007) ,hs-CRP 5 Gensini $E4%
HEIEAMZE(r=0.407,P =0.003) ,

2.7 Logistic B34 %

N et 0o S R A 2 e R Bl k2R A IR AE
RRAE R AR GG R R R AnAR RS | G0 (AL SLAE 55
% LAHT, BESR/AHIRTE 65 % FisE TOEHR ) | 1L =
W R FPG WA AR BE (55 M BMI > 27 4ok
BMI > 25 & SCHAEHE)  hs-CRP K2 A1 J ifiL S 4% 41 iy
Z1f RAGE K40 A Logistic [0 035087, 45 5 B R,
7K RAGE 2 5o fR 3 0 1 & A 2k b IR
Bk 25 4 HE 1 & % (OR = 1.180,95% CI K
1.026 ~1.358 ,P=0.02;35) .

R 4. FEBIRENBKFZE Gensini #43£H18 RAGE # hs-CRP 7K FE Lb &%

Table 4. Comparison of RAGE and hs-CRP levels in Gensini score of different coronary artery lesions groups

1 <Gensini 1743

20 < Gensini #¥-43 Gensini P£4)

o A <20 S (n=15) <40 534 (n=35) =40 4 (n=14)
AR B K43 12.50 +8.58 37.28 +31. 09" 63.89 +28. 68"
RAGE(% ) 14.67 £6. 51 23.80 £8.92° 33.58 +8.01*
hs-CRP( mg/L) 1.21 £0.59 8.47 £6.28" 17.21 £22. 69*

a j P<0.05,5 1 <Gensini 1753 <20 4L ;b S8 P <0. 05,55 20 < Gensini 7743 <40 sr2iAH EL .

%+ 5. Logistic %7
Table 5. Logistic analysis

W H Wald PA{d OR 1A 95% CI
PEBI 0.002  0.962  1.097 0.023~5.192
Ei 2,610  0.106  0.943  0.864 ~0.998
JEL 1.473  0.225  0.054  0.000 ~6. 008
WA S 1.053  0.305 11.662 0.107 ~1.271
K 1.242  0.265  0.089  0.001 ~6.291
5 IR 2,063  0.151  10.261 0.428 ~2. 460
FPG 0.492  0.483  0.838  0.006 ~0.325
MAESEH  0.743  0.389 1.625  0.539 ~4.902
hs-CRP 3.601  0.058  2.041  0.977 ~4.263
RAGE 5396 0.020  1.180  1.026~1.358
3 %
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AN R T RAGE /K- 1) 2R 38 B i i, HAE
UAP 211 AMI 41 5 %) JRAL SAP 41 2 [H] 22 R AF1E S
THEE S, [FEA BT B8 RAGE EE KK T/
BRI N I o A BRE R 19 5 5 B A% 5 W A4 i 52 Vi 1) 350
A0 BEBR P 0 BA A 15k 40 i A VT I YA B
B R A, 0 — 28 U6 A A0 B I B A% 40 i RAGE 3%
ik FE S Sk RERE A Y K A | K R B e 0 1
A BBV R, #2557 RAGE /K428 4k,
AMI 21 F1 UAP 41 1 35 X 51 T SAP 41 FIxT BEAH , 34T
&R K- RAGE #8756 0o 9 1 A8 i, el bR
ke AFa 5E , BAR AMI 405 UAP 40 RAGE /K
ZIRIJF TG 2 22 57, (H 5L i 1 v a3, % ]
AE S REAN IR A/ RAGE B2 A 5%, it — 49"
KAEA R EATIF 5T, ASHF5E % B RAGE 785 44
7 hs-CRP FEAETEAISE, C S 85 (A BE_F 314 Y
B4R RAGE /KF-RIZA""  #R RAGE ] GEiE
W RIEIRESE T ORI R R &L KR,

HURHE— A 0 58 A0 8 I 5% 40 i 3 i RAGE
IR B A AE T hs-CRP 7K -5 56 4R 3l ko 28 1 58
Fo FRATPPAG R Bl ks A5 14 ¥ BBl B A8 Y ™ B
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FREE , —J7 THI AR A 56 AR 20 ok s A8 S B AT or 4, K
Tt 57 9 78 S B R 14 A/ I B 20 L 3R 1T RAGE
TREB G TN T3 —J7 K e 0 9 £ 3 e IR 30 Jik
1R 2 A PR Gensini TR BIIKIE2r 5474040, 45 5%
RIAF ARSI Gensini ¥434H [H] RAGE  hs-CRP
KV ESHAG #2257, #EN RAGE /K-F-7] g
55k gl ks A8 e 28 B A O, iF — 2% RAGE
K5 Gensini ¥4 HE17 A0 M 40, 45 SR A B
RAGE 7KV Gensini WAMELE LA C , ilf— 20 Ui
T RAGE 7K - = isf 56 bR 2y Jik i 5 95 728 1 e 7 A
JEME, HATXT RAGE /K5 &R 31K Gensini
WA IR D A R T i — D KA AT
5%, TATHIEE B4R RAGE /K- S 1 56k 3 ks
ARAETRIE , AT e M 012 B A R 1, ST
DU 3 AR B A2, o5 — 5 T, AR Y FVA S MY
T, RAGE XT3l Jik o8 FF 1 b i J&& ik ) £ iF 1
FHIS M AR5 R SR RS

i JE AT Logistic M1 20#T , 7EHERR TR E
Kot IMVGE P 1) fa s IR 2R TS, 45 R R, K
V1) RAGE J& i .U S8 5 & A2 2tk s R sh Ik 25 &
TR fER R Stk etk sl Bk 2r & 23 I K 3%
PUACEE | BEH AR X AN, X — G5 SR AR T
RAGE J&7.0o [ & 15 & A4 Sk R sl ik & & AE
(R fe s PR 2 T LR — 5 B 8 1 S e T BE 1 A F
M,

g5 LA SN E L AAZ A0 RAGE /KF-RERS T i
SRR R I R B SR AR BT, 45 Tl O ;R 1)
DB DA, 12 5 et R Sl Bk i A 1) e A8 e %35 T A
%, ENAUIFEHER L, RAGE T REMC N ORI &
AMIH R T 22 WE bR AHF9E & BLFE AMI 41
FI UAP 412 [a]4h A Il RAGE /K F-If: KSe it 25 5,
FIE SRR AR /D IR0 T K FEAR ML A
G IRNE , I HL7S B 2 At ) i SR, e B A 3
)RS T A R R HERA A R PN
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