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Apolipoprotein M Levels and its Relationship with Inflammatory Factors
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ABSTRACT Objective: To observe the level of apoM in obesity and explore the relationship between apoM and inflammatory factor.
Methods: Obese patients (n=36) and healthy volunteers (n=58)were included, and their weight and height were measured. The Plasma
apoM, fasting plasma lipids, Interleukin -6 (IL-6), C-reactive protein (CRP), tumor necrosis factor-a (TNF-a ) were measured. Results:
Obesity had lower plasma apoM, lower HDL-C (P<0.05). Conversely, IL-6, TNF-a , CRP increased markedly in obesity group (P<0.05).
In obesity, apoM was positively related to HDL-C level and negatively related to IL-6, TNF-a and CRP. Conclusions: Obese patients
had lower apoM plasma. ApoM levels was closely related to CRP, TNF-a and IL-6 levels in obese patients. apoM may be regulated by

these inflammatory factors.
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Table 1 The clinical information

it B 4L JIE R4
g ) 44.22+ 8.71 44.81+% 5.63
PER (53 7 40 45/13 27/9
hEFSH (kg / m?) 21.92+ 2.05 26.7+ 3.32%
W4 s (mmHg) 115.67+ 17.21 129.81+ 12.95%
#F5KJK (mmHg) 77.53% 9.88 87.24% 11.83*
18 (mmol/L) 5.17+ 0.42 557+ 1.07
TC (mmol/L) 4.62+ 0.73 4.68+ 0.82
TG (mmol/L) 1.47+ 0.53 1.92+ 0.74%
HDL-C (mmol/L) 135+ 0.23 1.02+ 0.25%
LDL-C (mmol/L) 2.61% 0.63 2.79% 0.71
hs-CRP(mg/L) 1.70£ 0.36 3.95+ 1.04%
IL-6(pg/ml) 340.71% 87.30 470.20+ 110.23*
TNF-a (ng/ml) 3.48% 0.19 497+ 1.32%
ApoM 1238+ 2.03 9.87+ 1.54%

* 5% 2 L, P <0.05
* P <0.05 vs Control
2.2 ApoM SRR FR HDL-C % %3 IEAIG, X4 ApoM 55 TC.LDL TG &%
W -2 fros, AEREEF ApoM 55 HDL-C B FAHSE, I HISG;
it £8# ApoM 5 TC LDL-C TG JG {2 H1%; X HE41 ApoM 15
#* 2 ApoM 5 fi ik R
Table 2 The relationship between ApoM and the level of lipids in plasma

XA HEAFAH

HDL-C 0.54* 0.57*
TC 0.01 0.03
LDL 0.02 0.03
0.06 0.04

TG

T X R AT L, P <0.05
Note: * P <0.05 vs Control

2.3 ApoM 5 hs-CRP.IL-6 . TNF-a {3k & TNF-o 5 & & 745 4 4 ApoM 5 hs-CRP . IL-6 , TNF-a

e -3 K& 13 s, JEREE ApoM 55 hs-CRPUIL-6,  JCR@ & AHK.

2 3 ApoM L4 hs-CRP.IL-6 TNF-a [{J4H2¢ R %
Table 3 The Correlation coefficient between ApoM and hs-CRP, IL-6, TNF-a

XA HE A

hs-CRP -0.04 -0.65*
IL-6 -0.07 -0.63*
TNF-a -0.03 -0.59*

T RGN

* Note: represent significant Statistics value
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Figure I The Correlation Analysis between

Hs-CRP and ApoM in plasma of obesity Patients
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