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Characteristics of blood lipid levels in patients with rheumatoid arthritis in active phase
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Abstract: Objective To investigate the characteristics of serum lipid levels in patients with rheumatoid
arthritis (RA) in active phase. Methods This study retrospectively analyzed the clinical data of 108 patients
with RA treated in the Affiliated Hospital of Youjiang Medical University for Nationalities from December 2019
to May 2020. According to the DAS 28 scoring system. they were divided into RA active phase group ( n =76)
and RA remission phase group ( n =32). Fifty healthy subjects were selected as the control group. We com-
pared their general data, blood lipid and erythrocyte sedimentation rates. Results Compared with those of
the control group, the levels of total cholesterol (TC), triglyceride (TG) and lipoprotein a[ LP(a)] in RA
groups increased ( P <{0.05), while their levels of high-density lipoprotein (HDL-C), low-density lipoprotein
(LDL-C) and apolipoprotein A1 (Apo Al) decreased ( P <C0. 05). In comparison with RA remission phase
group, RA active phase group had increased levels of TC, TG, Apo B and LLP(a) and decreased level of Apo
A1, showing statistically significant differences ( P <{0.05). Conclusion Active-phase RA tends to cause ab-
normal blood lipid metabolism, suggesting that blood lipid level may be one of the effective indicators for clini-
cal evaluation of RA activity.
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KRR KT R (rheumatoid arthritis, RA) & —Ff
B LA B S e i L LB E RZBCTT R A EE
L WATHR T BN RA BE S — BB
L A B 90 IS 96 9% (cardiovascular diseases,
CVD) A= 3, JU I DL 5e AR 3l ik oks A A Ak 1 O il 45 9%
Ji (atherosclerotic cardiovascular disease, ASCVD) &
=, MV K% 2 B8 & M 1B [ B (low-density lipoprotein
cholesterol, LDL-C) £ 5§ & JIH & % (total cholesterol,
TO) T i MY LG 5% & ASCVD a1 K, A B
FEWLRA BH G I CVD S5 CVD #3191 i
Fem e 2 R0, Hil, RA B 1M B§ K V28 {4y
H3H AW 5T H DAS 28 W43 PR RA 96 15 35 sh 1%
B, E— 2053 RA T Sl 30 1 7K F 14 A5
1 WHREFE
L1 WP R Kord R 2019 4F 12 H-—2020 4F
5 Az T4 T RO B2 2 Bt 1l KGR 1) 288 KO A G
WRBH BT R . AP LT H 2010 4E AR
W A% 23 1 2 1 RA IZ WY, HEBR Ar o i R (>80
) BCA BRI L I O I R AR 2R A AE
6P A AR S L B I R R L TR U O A i
K H A B B G R B N AT S A A bR TESE 108
PN RA A, [R) 093 B qg B 1A 46 ARE 50 B /E S xof HR
H., REBOEAABLE TG H 50X 259, 4045 52
fifk g 175 1 BT X 25 9 B8 AR W 1 R0 R DAS 28 14y
R4Sy, DAS 28= (0. 56 X /28T +0. 28./285 +0. 7
XIn ESR) X 1. 08-+0. 16 (34:: 28T g fitlt 48 3¢ 55 %5 : W
AT S 48 O 5 A8 O BT LR OCTY R DG K
KA 28 A ST A T il i 5 28S i ik G
B A 28 AN ST g 1Y i KK ESR O 41 40 il Dt
B3R, DAS 28 PF4r=2. 6 i RA 1§ 31181, DAS 28 ¥
Jr<<2.6 3 RA D AW P RA 5 gl 391 i 3 3t

76 AN A RA TG sh 4 RA ZE i3 i % 4k 32 il an A
RA ZZfift 4 .

L2 fFERE CREBEHFARNEAGD. LR
W S AR L B AT B R R AR S R
YRR AN 9 U Y vk NER NN
24 h PR AR B K AR A, A0 455 1l R L A T A
(WBC) o P bz 40 11 20 (NEUT) | ik & 40 i 3 %%
(LY) (/MR8 (PLT) ], C By 8 I (CRP) L IfiL 3T
(ESR) \EHFEREE CTCO  H M =8 (TG) | = % 5 &
F (HDL-C) | £ % F£ 5 % 1 (LDL-C) , 2k i§ 8 1 Al
(Apo AD) .8 H B(Apo B) JB&EH a[ LP(a) ] HF
Tifie . B B ek A, M b BN I g S F B IR 4
(2016 4E WO, % X TC=6. 2 mmol/L.TG=2. 3
mmol/L,LDL-C=4.1 mmol/L, HDL-C<{1.0 mmol/
L,LP(a)<140 mmol/L,Apo A1>1.6 g/L,Apo B=
1.1 g/L 7%,

1.3 Gtk KA SPSS 20. 0 X80 #4750 47 .
HRERLL (e £ 8 M(P,; ~ Py 2w, IEAM 1Y
A 2H B F 55 R M ST REAS ¢ K 56 5 I IE A5 0 A B dE
Wi 20 18] b %8 5% F§ Mann-Whitney U K6 5 5 11 509 kL DA
BUELCn ) FIEH 4R VO Fom Ry K5, #5858 7
R ISR B, P <<0. 05 N ESAHGIHFE XL,

2 HR

2.1 RAWS5XTHRA — Mook RAEIR b RAYY
XFHRZHAH . TC. TG LP(a) \ESR.CRP . NEUT, #MAk
C3 /K F F+ & ; HDL-C, LDL-C, Apo Al & JH ¢ %
(TBIL) JAEZE & H 4T R (UCB) K FREAR . 22 96 48
TF B SCC P <0, 05) P4 B3 B AT % P ) LA 48
B 20 BT B, kT 4H B 3 . PLT . Apo B. #b A
C4. 45/ M2 R (DBIL) K L, 2 5 R g it X
(P >0.05), 05 1,

F1 RAABSWRANRH—BRAMRIERLEER

RA 4

Xt I 4

Eisgan t/Z ]y P
(n=108) (n =50)

I 52(48.15) 29(58. 00) 0.124" 0.724
EWS /% 54.1949. 90 50. 674-10. 40 1.764 0.082
IREFRE/ (kg + m*) 22.26+3.58 23.1243.97 1.102 0.268
WBC/(X10° « L) 8.1443.21 7.3842.23 1.310 0. 190
NEUT/(X10° « L") 5.8942.94 4.7241.89 2. 242 0. 026
LY/(X10° « L') 1.57+0.70 1.96+0. 69 2.761 0.074
PLT/(X10° « L") 344, 77+121. 02 273.204-133. 04 2. 883 0.052
ESR/(mm + h") 72.76431.13 30.63+26. 61 6. 227 0. 001
CRP/(mg -+ L") 50.03(8. 02~64. 84) 20.75(3. 08~53. 29) 5. 745 0. 004
TC/(mmol « L) 4.9541. 35 4.1940.79 3.222 0. 022
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fo i RA 44 Xif HE 20 V2 P
(n=108) (n=50)

TG/(mmol « L) 1.46€0.90~1.93) 1.01(0. 76~1.29) 2. 424° 0.021
HDL-C/(mmol « L) 1.0840. 29 1.37+0. 36 4,608 0. 006
LDL-C/(mmol « L") 2.7740.73 3.2241.08 2. 304 0.033
Apo Al/(g+ L") 1.0540. 26 1.3940. 29 6.135 0.002
Apo B/(g+ L") 0.9940. 22 0.9940. 30 0.092 0.930
LP(a)/(mmol « L") 51.00(29. 05~121. 95) 30. 00(16. 10~50. 60) 3.310 0.012
C3/(g+ L") 1.254+0.27 1.11+0. 23 2.195 0.027
C4/(g+ L") 0.3140. 14 0.2740.10 1.568 0.119
TBIL/(mmol « L") 6.40+3. 26 9.00£3.76 3.794 0. 004
DBIL/(mmol « L) 2.98+1.23 3.3541.22 1.538 0.130
UCB/(mmol « L'") 3.43+2.24 5.6642.77 4.583 0.002

EOXRATEEHEEA L ODIXRT EXA0 AN ERRBEEUNGCEDERT FES AT EXHEEUMP s~ P )k

T;Qal Z M.

2.2 RAJESIAE % i W4 0E 50 N B 38
RA WG S 4 5 28 i 0 40 A0 He L TR A R IR I E & AF
£, EZREESITFELCP <0.05),HARES TC

X (P >0.05), W3,

K2 RABHHPASEBRPAMEREABER

ME & HDL-C IfithE % TG MiLEE 55 LDL-C Il fiE A my . B¢ BTG fHDLC BLDL-C R&d
BULLgE . 2% I HGE T4 L P >0.05), )% 2, (I S
WHM4L 76 6(7.89)  4(5.26) 20(26.32) 9(11.84) 33(43.42)
2.3 RA G I 5 5 fi 0 241 A9 9 72 L i B BE B2 ZMWA 32 4(12.50)  1(3.13)  3(9.38) 5(15.63) 7(22.88)
RA W& TC.TG.Apo B.LP(a)KFE & T RA &% 1 0.568 0.233 3. 856 0.286 4,483
%%éﬁ,%%ﬁ%i‘l‘%%ﬁi( P <o. O5),Ap0 Al 7J(¥ P 0.451 0.629 0.050 0.593 0.034
EF RA BRI, L RAEHH2EELP<0.05),5  E:ORATIEHIERL OO TR T
HEHEHRAE . HDL-C.LDL-C K¥ 2R ¥ LG ¥ =
#*3 RAFRDIHAEZMBANKE LELER
sk IEEsI R O i /7 P
(n=76) (n=32)
e/ A 24(11~87) 24(12~72) 0.063" 0.945
TC/(mmol « L") 5.2241.23 4.894+1.35 2. 836 0.033
TG/(mmol « L") 1.65(1.10~2.73) 1.31(0.84~1.97) 4,614 0.018
HDL-C/(mmol « L") 1.0440. 28 1.18+0. 31 1.731 0. 884
LDL-C/(mmol » L") 2.77+0.73 2.754+0.75 0.118 0.906
Apo Al/(g+ L") 1.0040. 26 1.2140.23 3.115 0.032
Apo B/(g+ L") 1.00£0. 21 0.9540.25 7.520 0.039
LP(a)/(mmol » L") 61.25(38.05~162. 30) 24.60(17.25~71. 44) 3.044" 0.021
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FRIR T RRAIE FERAE T AL, T E
8 2 AT 7 A 1 200 B 8 M DR AT A I VR A PR 2
O IATIA S RA AR A VKRS CVD Al BEfFTE &
AR TF] 4 98 i ok 7 N A A 2

TEAL e 0 LA XU TR 3R v, 1l i S o 2 ST 10
B, o LDL-C e S PkskipE itk ik e 2 5 7
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RA HBE G5 1. 28005 & A 00 2 g A 45 44 o W] i o B
U HE— A AR A 1 & (H B AT 5T R E T3
B KOS RS 4 9 AE BIL R B A OR AT . ARHFSE RA
WHEWI4 TC. TG, Apo B.LP(a) K F & T RA ZEfi#
H,Apo Al /KFEKTF RA ZZMIPAH., Apo Al 1E
HDL-C BURL 1) 2085 25 19 3 v o E 24, 290 65 %
~75% . Apo Al 7E H Al 45 & (b & & Ak, —
Apo Al ] — 5 & J# K2 [ HDL-C /K, iIfi B 2 X AH
oL, BT LA R s 15 06 sh B AR T 8IR B i & . —
FERE LT Apo B EE 40 T LDL-C . 2495 90 %, B
HE IR SO, A P P4l LDL-C J AT & L i
W sh W Apo B ZKF-Th &, $75 IfL v /N1 %5 1) sLDL-
C(small dense LDL-C) % £, HJm i T ah Jik 9 2 B B
B, Kim JY %758 £ W], RA B #W LDL 8™
AL AR AL B IR B B(Apo BYTE4 Y i
T 0 200 0 T &5 0 K R PR BE BB . RA AR
% Apo B il Apo B/Apo Al K- T 14 15 5 5 ik B B
HEIA CVD KA k™, LP(a) &2 — KT ERE
TR D 1) R R IR B L ar 25 LDL, KoK i
WAL E LA M R LPA SRR R S8 LP
() KT 50 KL 0 ) B8 A R R A
Ko MR BAE A E AR LP(a) 5 CVD KU B
fRAHEN . Apo B Fl LP(a) X 28 /IN IS 52 T 2H A
S ELA 0 B sh B A AR O BT A A R
SR, B2 by B A I RE L

DA 0 938 T 9 5 s 4 B PR o 0 20 G T YT
AN AL B O L L LIRSS, RA B At
AN (T B BT Y I A A 8 B B bR A A T A
6 KR e B RE L 4 BE B2 2 RE 0 A N RR LTI Y R A
ZARY LA B, A AR AR RA SRF R IE R, L
A6 RA 5 A AZEA TR Chuman leukocyte antigen,
HLA) KL KA B R B %, Horh DR4 R PR B M 5 28 )
WP Tk A Ot L AR I BLHI X RA B3 1 B
FFRE T — W gE . A 5 Sy IR B F 5T, ELRE
AN HCEAT — 8 1 R B L RE KRR AR 2t i
s P AT 5% TIE S
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