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Analysis of the Relationship between Platelet Parameters, Blood Lipid,
Levels of Complement C3 and C4 and Disease Activity in Patients with
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ABSTRACT Objective: To study the relationship between platelet parameters, blood lipid, levels of complement C3 and C4 and dis-
ease activity in patients with systemic lupus erythematosus (SLE). Methods: 100 patients with SLE who were admitted to our hospital
from January 2011 to January 2018 were included in the study, and patients were divided into the active group (SLEDAI score =2 10
scores) with 36 cases and the inactive group (SLEDAI score <10 scores) with 64 cases according to the differences of SEL disease activity
index (SLEDALI) score. Another 100 healthy volunteers who underwent physical examination in our hospital at the same time were select-
ed as the control group. Platelet parameters, blood lipid indexes and levels of complement C3 and C4 were compared among the three
groups. Pearson correlation was used to analyze the correlation between SLEDALI score and various indexes in patients with SLE. Re-
sults: The platelet count (PLT), platelet deposition, large platelets percentage in the active group and the inactive group were lower than
those in the control group, PLT and large platelets percentage in the active group were lower than those in the inactive group (P<0.05).
Mean platelet volume (MPV) and platelet volume distribution width (PDW) in the active group and the inactive group were higher than
those in the control group, and the active group was higher than that in the inactive group (P<0.05). Low density lipoprotein cholesterol
(LDL-C) in the active group and the inactive group were higher than that in the control group, high density lipoprotein cholesterol
(HDL-C) was lower than that in the control group (P<0.05), and HDL-C in the active group was lower than that in the inactive group
(P<0.05). The levels of complement C3 and C4 in the active group and the inactive group were lower than those in the control group, and
the levels of complement C3 and C4 in the active group were lower than those in the inactive group (P<0.05). Pearson correlation analy-
sis showed that SLEDAI score in patients with SLE were negatively correlated with PLT, large platelet percentage, HDL-C, and levels of
complement C3 and C4, and positively correlated with MPV and PDW (P<0.05). Conclusion: Platelet parameters PLT, percentage of
large platelets, blood lipid indexes HDL-C, C3 and C4 levels are closely related to the SLEDAI score of SLE patients,it may be used as

indicator of disease activity in SLE patients.
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(1) M /MERSERIN . FHCHEFR A4 1M /MR 1155 ( Platelet
count, PLT) ., Ifi./Mf 3 2) 25 F1 (Mean platelet volume, MPV) | Ifil
INBAR AR 45 G2 BE - (Platelet volume distribution width, PDW)
M/MRERR . RIf/MR A 435, Rl ashy Sysmex XT 1800
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2.1 EHEM/MESEITLE

TG AT Bh4L PLT M/ MRERL R I/ 43 R K T
XA, HiEsh4l PLT KU/ MR E 4 ZA8 3R shi2H (P<0.05),
M7 Sh 20 S5 3R 16 sh A i/ MR R TR G 12 22 57 (P>0.05) 5
TEEhEH ARG 320 MPV PDW & TXF BRZH , LIS 320 5 Tk
A (P<0.05), WL 1.
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Table 1 Comparison of platelet parameters in each group(xt s)

Platelet deposition Large platelets
Groups n PLT(x 10°L) MPV(1l) PDW(%)

(%) percentage( % )
Control group 100 173.22+ 33.10 9.64+ 1.49 15.66% 3.02 1669.84+ 324.83 23.22+ 6.29
Inactive group 36 112.85+ 20.84 12.02+ 2.10° 16.72+ 3.87° 1356.46+ 415.83" 11.37+ 447"
Active group 64 85.10% 11.05%* 16.53+ 2.31%* 18.75+ 4.36™* 1406.70 308.45% 6.73% 2.44%*

F 13.540 8.594 4.982 9.743 12.495

P 0.000 0.000 0.012 0.000 0.000

Note: compared with the control group, P<0.05; compared with the inactive group, *P<0.05.
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2.2 LAMAETEFRXTLE ME2H (P<0.05), % sh4H HDL-C {k T3 1% 3h4H (P<0.05) ;1 —2H
WG B2 ARG sh4H LDL-C 23 F X BR4  HDL-C ¥{EFX;  TC.TG ¥ XSG i 5 (P>0.05), i 2,
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Table 2 Comparison of blood lipid indexes in each group(x* s)

Groups n TC(mmol/L) TG(mmol/L) LDL-C(mmol/L) HDL-C(mmol/L)
Control group 100 4.41+ 0.72 1.23+ 0.33 2.01%+ 0.59 1.67+ 0.34
Inactive group 36 3.67+ 0.60 1.24+ 0.32 2.69%+ 0.44" 1.39+ 0.32%
Active group 64 3.70%+ 0.58 1.25+ 0.31 277t 0.46" 1.14% 0.36"*

F - 1.257 1.013 2.326 3.591
P - 0.102 0.351 0.037 0.011

Note: compared with the control group, “P<0.05; compared with the inactive group, *P<0.05.

2.3 &4HFMEK C3.C4 /K F K SLEDAI XL LAMA C3 .C4 JRFIME T ARG 8121 (P<0.05) ;1 82 SLEDAI
AL ARG ShALAMA C3 C4 JRFIIRTRIIRAL, Hissh 3ok TARR sh41(P<0.05), I3k 3.

3 HLHAME C3.C4 kTR SLEDAT FELS I (ot 5)
Table 3 Comparison of levels of complement C3 and C4 and SLEDAI scores in each group(xt s)

Groups n C3(gL) C4(g/L) SLEDAI ( score)
Control group 100 1.60+ 0.26 0.39+ 0.06 -
Inactive group 36 091+ 0.12° 0.30+ 0.05" 6.22+ 1.74
Active group 64 0.34% 0.06"* 0.22+ 0.04** 14.10% 2.01

Fit - 6.512 8.260 12.495
P - 0.000 0.000 0.000

Note: compared with the control group, “P<0.05; compared with the inactive group, *P<0.05.

2.4 SLE B3 SLEDAI {4 5 & IigtrmtEx S Hh PLT. KIll/IMRE 4% HDL-C L} #MA& C3.C4 7K 2 7 A
£ Pearson AH G PE> M & 3K :SLE # % SLEDAI 1435 %, 5 MPV PDW £ IFAHE(P<0.05), L% 4,

% 4 SLE &3& SLEDAI if4 5 & TisFrHIHE X S #1

Table 4 Correlation analysis between SLEDALI scores and various indexes in patients with SLE

SLEDAI scores
Indexes
r P
PLT -0.582 0.001
MPV 0.543 0.008
PDW 0.572 0.002
Large platelets percentage -0.612 0.000
HDL-C -0.522 0.014
C3 -0.612 0.000
C4 -0.608 0.000

3 Wit I R 2 AT AR AR R S HIZY , AT REAT B T8 A i 4

Ji, IR RIS S BOR ROV A A R AR

SLE J&—Fh LA 4> D 2238 1 52 FO FBRBUAFIEAY A BP0 AISCHIS L3 W/, SLE 19 R HL Y B S e DIy 371 15 25 L.

PEVELN , 16T DR R I B B Z 25 sl B A R GBI LA B Sk DR 57 k4510, A C3.C4 3%

il TR B SRR YA RO, AT AR T2 e 3 T LA S ShRE R 200 3 AHSCHI e it 427 , SLE

WNVER2Z , Fe 45 PR I S AL AE , TG 2 06 S At i 235 R AL I A 2L LR i MR SR A5 e R 3, fE
1, Un Ay 2 ELER PP SO R 15 D0, 7R B IR S ISR AR PRI A B 5229,
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