DREYESSHE  biomed.cnjournals.com  Progress in Modern Biomedicine Vol20 NO.12 JUN.2020 . 2321 -

doi: 10.13241/j.cnki.pmb.2020.12.026

SRR A (DN M5 T A S £ LR C NG Vaspin) K
MR I JEIA T RS *

b ix‘?zz L B £ ' &3R°
1 RIERA =M E B R RS AL 37 K% 1160215
2 %ﬁﬁﬁﬁi“*@f&nﬁ%ﬂ iTF $1A 122000;3 FIPHTAE — ERE N/ IR 327 A 122000)

AE B 5 H7# fks% B % (Diabetic Nephropthy , DN) # 2 s 7 Jig 5 45 14 22 282 % & B 474 71 (Vaspin) K -F 49 TR 5 K
BT % 4, ik BRREH (2016 £ 10 A 2019 4 10 A )&k 100 4] DN &#3% F 4 DN 41, 4% %% DN s kit & o 41 448,39
Bl R G RETHEXEH AWM 406 FH DN HEZRGAFELE AN BA 21 #lIER DN XKEEGEEEA CHA, FRREANT
RIE A AR 50 613X F AR, Al fo o B-2B08E Big AR T 7% Vaspin, £ B FK-F, 3t iT48 £ 547, &
B AN F ISR B TRIGARA AR £ F A% FEL(P>0.05), - DN i A28 B4 . C A% F hFEARMK-EYHE
% T4 B 28(P<0.05), DN Z1428 Vaspin, TNF-o . IL-6 \MCP-1 /K34 & T4 B 28 (P<0.05), C 1 B 41 A 41 IL-6 , TNF-o \MCP-1
F+ %, Vaspin BAK(P<0.05), A 20 IL-10 K- & T4 B2 ( P<0.05 ), H 4 & 2019 bb 4 (P>0.05) , &40 Vaspin /K -F 548 % B -F 1L-6,
TNF-0.,MCP-1 7 -F £ i 48 % (P<0.05), 5 4% % B F IL-10 K-F £ £ (P>0.05), GEit: M L% mey = £42 538 DN &4 ik
vaspin 2 b A#H B B EHGEERFE ML, N vaspin K69 TAH B T 16 R IZImeI B g,

FBRNT) - 4 SR B 5 A TR 4R - L R BR R & Bl AR N KR IR T ARk

hES S R587.2 CEKERIDAD: A XEHS:1673-6273(2020)12-2321-04

A Study on the Serum Level of Vaspin and its Relationship with the
Inflammatory Factors in Patients with Diabetic Nephropathy*

LIU Xi-long', DU Zhen-yuarr’, LIU Ri-xu', WANG YT, XUAN Li-guo’
(1Department of Laboratory Medicine, Xinhua Hospital, Dalian University, Dalian, Liaoning, 116021, China;
2 Clinical Laboratory, Chaoyang Second Hospital, Chaoyang, Liaoning, 122000, China;
3 Department of Endocrinology; Chaoyang Second Hospital, Chaoyang, Liaoning, 122000, China)

ABSTRACT Objective: To analyze the changes of serum lipid-specific serine protease inhibitor (Vaspin) levels in patients with
diabetic nephropathy (DN) and its relationship with inflammatory factors. Methods: 100 patients with DN who were admitted to our
hospital recently (October 2016-October 2019) were set as the DN group, grouped according to the clinical progress of DN, 39 cases of
normal albuminuria were set as group A and 40 cases of early DN Microproteinuria patients were set as group B, 21 cases of clinical DN
massive proteinuria were set as group C, and 50 healthy subjects who were checked in our hospital during the same period were selected
as the healthy group. The glucose and lipid metabolism levels, serum Vaspin, and inflammatory factor levels of each group were detected
and compared, and correlation analysis was performed. Results: There was no significant difference in the levels of lipid metabolism
among the four groups (P>0.05). The serum glucose metabolism levels of patients in group A, B and C in DN group were significantly
higher than those in healthy group (P<0.05). The levels of Vaspin, TNF-qa, IL-6 and MCP-1 in the DN group were higher than those in the
healthy group (P<0.05). IL-6, TNF-a, MCP-1 increased in group C, B and A, and Vaspin decreased (P<0.05). The level of IL-10 in group
A was higher than that in healthy group (P<0.05). Comparison among other groups (P>0.05). Vaspin levels in each group were negatively
correlated with the levels of pro-inflammatory factors IL-6, TNF-a, and MCP-1 (P<0.05), and were not related to the levels of
anti-inflammatory factor IL-10 (P>0.05). Conclusion: As the severity of the disease increases, the serum vaspin of patients with DN is on
the rise, and it is negatively correlated with the patient's inflammatory factors. Detection of changes in vaspin levels can help prevent and
treat the disease clinically.
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Table 1 Comparison of serum glucose and lipid metabolism indexes among four groups (xs)

Groups Number of cases ~ FPG(mmol/L) HbAlc(%) TC(mmol/L) TG(mmol/L)  HDL-C(mmol/L) LDL-C(mmol/L)
Group A 39 7.11£0.67* 6.03+0.97* 5.10+0.61 1.35+0.40 1.03+0.26 2.47+0.67
Group B 40 6.89+0.72* 6.06+0.98* 5.17+0.71 1.32+0.38 1.08+0.23 2.41+0.68
Group C 21 7.05+0.76* 6.33+0.95* 5.20+0.67 1.42+0.37 1.01+£0.20 2.53+0.71

Health Group 50 5.19+0.59 4.59+0.69 5.06+0.59 1.29+0.33 1.09+0.19 2.30+0.44

Note: Compared with healthy people in the control group, P*<<0.05.
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Table 2 Comparison of the serum vaspin, inflammatory factor and anti-inflammatory factor among four groups (xzs)

Groups Number of cases Vaspin(ng/mL) TNF-a(pg/mL) IL-6(pg/mL) MCP-1(pg/mL) IL-10(pg/mL)
Group A 39 1.23+0.39%# 1.97+0.43%# 2.33+0.54% 3.13+0.99*
Group B 40 1.79+0.57* 1.39+0.33*" 1.59+0.39*" 2.94+091
Group C 21 2.62+0.63* 0.60+0.22* 1.37+0.31%* 2.76+0.85

Health Group 50 0.79+0.18 0.44+0.13 0.79+0.22 2.06+0.47

Note: Compared with healthy people in the control group, P*<<0.05; Compared with group C, P*<<0.05; Compared with group B, P*<0.05.
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Table 3 Pearson correlation analysis of vaspin and inflammatory factors

Factor r P OR 95%Cl1
IL-6 -0.42 0.001 0.638 1.235~15.964

TNF-a -0..42 0.001 0.638 1.235~15.964

MCP-1 -0..46 0.006 0.531 1.106~13.531
IL-10 0.21 0.087 0.076 0.451~10.276
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