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[ ABSTRACT ] Aim  To compare the expression of Toll like receptor 4( TLR4) in blood mononuclear cells and plas-
ma high-sensitivity C-reactive protein (hs-CRP) between metabolic syndrome (MS) patients and simple hypertensive pa-
tients. Methods There were 62 EH patients and 45 patients with MS. The TLR4 positive rate in blood mononuclear
cells was detected by flow cytometry. We also detected the plasma hs-CRP of the patiens.  Single factor analysis was per-
formed on TLR4, hs-CRP and other observation indexes ( age, sex, total cholesterol (TC) , triglyceride (TG) , high densi-
ty lipoprotein (HDL) , low density lipoprotein ( LDL) , fasting blood glucose (FBG) and glycated hemoglobin ( HbAlc) ),
and then multi-factor regression analysis was also performed. Results TLR4 and hs-CRP were statistically significant
between MS group (5.7%=1.2% and 5. 6+0.9 mg/L) and EH group (5.3%=0.9% and 5. 0+0. 8 mg/L) (¢ values were
-3.274, -2.225, P values were 0.028, 0.01) ; Single factor analysis showed that TLR4 was positively correlated with
TC, LDL, HbAlc, FBG,2-hour postprandial blood glucose (2hPBG) and hs-CRP (P<0.05) , and hs-CRP was positively
correlated with TC, LDL, HbAle, FBG,2hPBG, TLR4 (P<0.05); Meanwhile, multi-factor regression analysis showed
that hs-CRP and HbAlc were the most significant factors which affected TLR4 (B values were 0. 745,0. 244, P values were
0.000,0.004), and TLR4 was the most significant factor which affected hs-CRP (8 =0.943, P =0.000).
Conclusion It is MS patients that have higher TLR4 positive rate in mononuclear cells and plasma hs-CRP compared with
EH patients. TLR4 positive rate and plasma hs-CRP levels of MS patients are positively correlated. And TLR4 may be in-

volved in the development and progression of MS.
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NEEFHEBEINEREE(SBP) 4K E
(DBP) K i 46 #t (BMI =1k &/ 5 &°) | J& E (waist
circumference, WC) . # ik % it 15 mL, JH T & 2 H
B2 (total cholesterol, TC) . H i = Fg ( triglyceride,
TG) .7 & & fls & @ (high density lipoprotein, HDL) |
KEEEEH (low density lipoprotein, LDL) | =g -l
A (fasting blood glucose , FBG ) 4% 1t i 2T & & ( gly-
cated hemoglobin, HbAlc) . TLR4 . H % C K N & A
( high-sensitivity C-reactive protein, hs-CRP) #y A&l |
RETTI5 g WAERET KD R, 2 h 5 HFRHE K
e 5 mL, M 4 J& 2 h it # (2-hour postprandial
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min, %5, 1 mL PBS /X & & 7k i 400 2 Kk, & E fn
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OB E 30 min PBS VR 1 K, BEL KL L6
M E TR R NN Z R F B EE 10 min, K
TACHRERE, B8 F HRFMR,PBS A ¥4
M E R 2x10°/L, ki X 4 AU M, A Becton
Dickinson FACSCalibur =X 28 fi U4 7, 45 % % B
10000 />4 it ,
1.4 M#E, MmAS hs-CRP & HbAlc #:il

5 Fl Calendar 7600 4 B 34 & 1L 2 A7 1L, ik 7 K
CENTRONIC-JMBH /8] = & , & % B ) B #% ik o
e A AL F AN E N3 B et A HbAlce KF,
1.5 SitZEHH

8 A SPSS17. 0 # 1 AT #4824, 1H & % At
Flaxs T, 4R LEK A ¢ B3, BB XA X
KB FEAT B K R IE A 2 ¥ B K Pearson 4 %
AT, 3E IE &S 4 A7 Y8Rk B Spearman A8 & AT, #k
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2.1 BEMELLEE

PR AE WY M5 SBP DBP ¥ B4t 242
S {H BMI, TG .TC .LDL HDL HbAlc FBG .2hPBG
PRzt ¥R (F 1),

®1. AABE-RBRLLE

Table 1. Comparison of patient characteristics between the

two groups

moH Hal EH 41 MS 4 vZ{H  PME
IR (X)) 49.8+6.2 50.6+6.6  —0.592 0.555
B2 () 38/24 26/19 -0.364 0.716
WC(cm) 94.5+7.1 82.8+3.9  -11.182 0.000
BMI(kg/m?) 28.3%2.9 23.8+1.8  -10.044 0.000
TC( mmol/L) 4.9x0.7 6.6£0.6  -12.236 0.000
TG ( mmol/L) 1.320.2 2.3¢1.2  -5.813 0.000
LDL( mmol/L) 3.3£0.8 4.4x0.6  -8.911 0.000
HDL( mmol/L) 1. 6+0. 4 1.0+0.3 9.976  0.000
HbAlc 5.0%+0.3% 5.8%+0.8% —7.313 0.000
FBG ( mmol/L) 5.120.6 6.2+1.1 -6.725 0.000
2hPBG(mmol/L)  6.6x0.6 9.1£2.4  -7.852 0.000
SBP ( mmHg) 154.7+£9.2  157.4%9.7 -1.507 0.135
DBP ( mmHg) 94, 8+5. 8 96.7¢7.1  -1.523 0.131
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Table 2. Comparison of TLR4, hs-CRP between the
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Figure 1. The expression of TLR4 on CD14" monocytes by flow cytometry

% 3. MS 4 TLR4.hs-CRP 73 5l 5 la K B8 #R1E K 55 17
Table 3. Correlation analysis of TLR4, hs-CRP and other

two groups observation indexes
i H Sl TLR4 hs-CRP
mw H P4l EH 4H MS 2 ] 1 0,262 0,289
, P1{E 0. 082 0. 054
TLR4 . 3%=0. @
R 5.3%=0. 9% 5.7%=+1.2% . G 0. 09 0. 046
hs-CRP ( mg/L) 5.0+0. 8 5.6%0. 9 P 0.516 0.765
wC r {5 -0.123 -0. 140
a}j P<0.05, 584 EH 21 Ho#% P1{H 0.422 0. 359
BMI r {8 -0. 035 -0.079
2.3 MS £H TLR4.hs-CRP SIGRIEFREXES T Pa 0. 820 0. 608
MS 2 TLR4 5 TC LDL _HbAlc FBG 2hPBG.  'C ;E 8 (3)(3’3 g (3)2(6)
hS-CRP EE_EE*E;% ( P< O 05 ) H hS-CRP Lﬁ‘ TC \ LDL N TG r {E 0. 269 0.222
HbAlc FBG,2hPBG TLR4 £ 1E A& (P<0.05; % P fH 0.074 0. 143
3) LDL r {8 0. 349 0. 365
A e A — o Pl 0.019 0.014
2.4 MSZH TLR4 hs-CRP 5lf R EEIRZTIESE HDL A ~0.106 0,102
EVER 2 Pl 0. 488 0. 506
P TLR4 g b 728 4E % BMI, TG, TC  LDL,  HbAle r{ﬁa 0.848 0.811
. P 0. 000 0. 000
HDL\HbA}c \EBG\ 2hPBG .SBP .DBP . hs-CRP & H FRG i 0. 662 0. 608
st AT 2 0% A A 404, hs-CRP  HbAle i#F A Pl 0. 000 0. 000
W5 2 (B B4 5 R 0.745.0.244, P {54y 51 R 2hPBG rT{EE 0. 703 0. 700
- P 0. 000 0. 000
FROT %
0.000.0-004) , HHLHH - SBP rf -0.136 -0.071
VL hs-CRP Ry i A8 f , 4F % BMI, TG . TC ,LDL, P 0.372 0. 643
HDL HbAlec . FBG 2hPBG . SBP .DBP .TLR4 }y H 7% DBP r 18 -0.014 0. 086
AT TCE S FFGPT, S AL TLRA FEARIE pibo 0o 057
r - .
75‘7&5([3:0- 943,P:0- OOO),.%@IE%:IZ::O Py _ 0. 000
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