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Abstract

Objective: To explore the correlation between TCM Syndrome Types and laboratory indexes of
systemic lupus erythematosus (SLE). Methods: SLE patients in rheumatology department of
Hainan Provincial People’s Hospital from September 2020 to March 2022 were collected. The
correlation between common syndrome types of SLE and clinical laboratory data was analyzed.
Results: 247 patients with SLE were included in the study. There were 4 types of syndrome, in-
cluding excessive heat toxin syndrome, Yin deficiency and internal heat syndrome, spleen kid-
ney yang deficiency syndrome and rheumatism heat arthralgia syndrome. Spleen and kidney
yang deficiency syndrome is the most common clinical syndrome, followed by Yin deficiency and
internal heat syndrome, rheumatism heat arthralgia syndrome, and excessive heat toxin syn-
drome; The disease activity score of the hot toxin syndrome was the highest, and most of the
newly diagnosed patients were Yin deficiency and internal heat syndrome. In the mean value
comparison of Hb, spleen kidney yang deficiency syndrome was lower than Yin deficiency in-
ternal heat syndrome and rheumatism heat arthralgia syndrome (P < 0.05); the positive rate of
hematuria and urine protein in spleen kidney Yang deficiency syndrome was higher than that in
hot toxin syndrome, Yin deficiency internal heat syndrome and rheumatism heat arthralgia syn-
drome (P < 0.05); the mean value of IgA in rheumatism heat arthralgia syndrome was higher than
that in Yin deficiency internal heat syndrome and spleen kidney yang deficiency syndrome (P < 0.05);
The mean value of IgG in spleen kidney yang deficiency syndrome was lower than that in heat
toxin excess syndrome, Yin deficiency and internal heat syndrome, and rheumatism heat arthral-
gia syndrome (P < 0.05). Conclusion: There is a certain correlation between the TCM syndrome
types of SLE and the results of laboratory examination, which provides a reference for further un-
derstanding the evolution law of TCM syndrome of systemic lupus erythematosus and preventing
and treating the disease.
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1. 518

ARG ML BRI (Systemic Lupus Erythematosus, SLE)F&—Fl DA B B Hud =4 M4 2 & W% o R
TERI B & et ges, W THERLW[1]. BEEHIE /RaE, gk, k. s pxens
RG4S, IFFHIAFMIGREIR . HATHARILE AU, wTREAEAL . BER KT RS GL S R 3AH K
[2] [3]o PHERVAYT T LAWE K Bl A e e fil v 7 oA 3, K RME G A RERIER, PEE
10T SLE fEAE—efR % [4]. BRI SLE J& “BABHE:E” “HWE” “HuE”  “WErt” S, HAE
RIFHUNAEARSE, Z AR BREAR. RRELSEH. EHREIHEREIES T, Pugan
J7 SLE Xt SLE Byt A R AT i s X SLE B9 A h B EZY 5 S0 35 ko A 8 b
(25, RITHPERIE BRI SEIS SR A IR R, N FHLIX SLE ) R HHIEZ WAL AT SLE Hp B2 HFIE (1 35,
P 2 AR S [F I IR (ORI T 3R (3 Atk
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2. BRI SR
2.1 —REER

N 2020 4F 9 H & 2022 4F 3 H{E#F A N REEFEBEshi2 I ERE AT 121 SLE B3 247 4.
2.2. LWItRIE

1) PUERZWrbnidE: 2 2019 SFERGPHTT AN IR B AN 5 [ KR P A2 1T 1 SLE 12 WikndE[5] -
2) HERZWibRE: S 2002 4 (PG A ImRRT FU iR T IR I) PIARHELS], H1 2 44 LA IRAR
Ry BRI e U TP EEHRHIE . 27 2 AFHEAG — WSS ATV 5 3 A E] w4k LA _EERFRE HHIE -

2.3. PN

OFF 5 SLE PR ZWitritE; @FfFahRizliintt; OB BS 5SAM AN EEIIFEEMERES, %
(e ot A7F 7 S oL ¥ e R 2 e BR e AR B 2R PR kit s (OEEUG(E 18~80 % X AR -

2.4. HEEFRE
ORI A IE &, @R &R RKH; @I ZELWEIE 4.
2.5 EEWEIEER

WBC (H4iiEit4k) HB (418 ) PLT (/MR ITEL). IR 2 F R ALB (Ifili F & H)~ GLB (Ifi
EEREA). MPT(ESR). C RMEF(CRP). IgA. 1gG. IgM. #MA C3/C4. #i ds-DNA FHitk. #i Sm #t
&, PL SSA Hitk. i SSB Fifk. SLE BIRiEEhTEE(SLEDAN,

2.6. BIiHFEAZE

FiA 2 F SPSS 25.0 G it 3k A 40 #r o tHETIRER (X £ 5)3RoR, Z41E HLECK H One-way ANOVA
7 ZEMTE, PP LSD 3. B RLR I 2 K006, P <0.05 AZERA L E X
3. &R
3.1 —fiER

AN SLE B3 247 ], 4 ANIETY . 247 5] 235 b Lok 217 51, 5544 30 5 55 otk te s oy 1:7.23;
Y 18~80 &, TR (35.02 £ 13.91) % . FFAGNNKAEI 247 B, B RHEIE B H IR RN E
UL, 15 32.7%, HRA: AR HGIE(22.9%), KR AVERIE(26.7%), HEEREBSIE(10.7%); #1112 8 DL R Y 44
IEHRERZ, a0 32.0%; 4 FHERY R ER & SLEDAL ¥R 2R 481 X (P > 0.05). W% 1.

Table 1. Distribution of TCM syndromes of SLE and comparison of SLEDA scores
F 1. SLE REIER S IE R K SLEDA ISR

i o i ® 15 %) W 28 %)
BRI 27 10 (10.3) 33.07 £ 16.67 11.56 + 6.58
I K A FAAIE 74 31 (32.0) 32.43 +11.67 10.41 + 6.49
JIR S BH R AIE 80 29 (29.9) 34.66 + 14.13 10.34 + 5.47
JRHE FRAIE 66 27 (27.8) 39.14 + 14.16 10.74 + 4.87
e SHUETI BB LLE P > 0.05,
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32 LWERELRER

3.2.1. SLE iF&! WBC, HB. IR, REHLLE

4 FRETY £ 2% WBC H31H Z 5 TG it-2% 3 (P > 0.05); 5 BHEEIE &8 35 1 HB 41 5 2B KT FH R P 34
ERTRGE HGBHIE (P < 0.05); I B BH 1 1IE 5 25 14 B B 12k 5 R PR 2 (Y PR 2R 3 v T A URRAIE . A
PAEA X AFIE(P < 0.05). W% 2,

Table 2. Comparison of WBC, HB, hematuria and urine protein in SLE
%2 2. SLE fh[EiER! WBC. HB. IFR. FRREHEBELE

i i o) @) e e
AR RRIE 27 7.17 £4.77 108.22 + 23.35 13 (10.0)¥ 14 (9.4
FF K2 P4 FAGIE 74 7.78 £4.99 113.06 + 22.05% 31(23.8)% 38 (25.5)%
JE B R HIE 80 7.26+3.19 101.05 + 23.79%% 56 (43.1)V2% 60 (40.3)V2%
A FAEIE 66 7.38+5.13 113.96 + 20.28% 30 (23.1)% 37 (24.8)Y

e SHREHEELE, YP < 0.05; 5REHPGEIE, PP <0.05; SEEFFHEIELE, P < 0.05; 5 KR HEIE
L, “P<0.05.

3.2.2.SLEJF&E PLT, ALB. GLB, eGFR HJytb&:
4 FRETY B PLT. eGFR. GLB ¥MHZEF LGttt == X (P > 0.05), BB FHREIE S ALB EEE
T KB HGEHIE(P < 0.05). W% 3.

Table 3. Comparison of SLE TCM syndromes PLT, ALB, GLB and eGFR
5% 3. SLE EIFE! PLT. ALB. GLB. eGFR HJLLE:

MER % (xil(;;;L) @/LS (Cg;;I/_LE; (riﬁr';?n)
RERIRURRIE 27 241.44 +99.02 32.27 £7.63 29.97 +8.32 110.84 + 44.22
99 1 N FAIE 74 242.59 + 89.84 34.81 +7.57 30.75+11.13 124.59 + 46.46
JIB2 ' BH R VI 80 251.25 + 85.62 32.57 +7.489 27.62 + 6.62 105.84 + 54.38
R PSR 66 240.06 + 78.61 37.01+8.87° 30.89 £ 6.45 116.46 + 44.80

e 5RUBHAEIEE, PP <0.05.

3.2.3. SLE iF&! ESR. CRP, IgG. gA BEL#:

4 MHIERL ) ESR. CRP I ZE R LS 245 X (P > 0.05); KWIEHEIEEH T IgA K TP EEET
IF iz P FRIE RIS B BH REAIE(P < 0.05);  BEEF PH R IE 28 2 14 19G KPS 30T AERARBAIE . [ 6 Y FRGIE L AN
KA HHEAE(P < 0.05). W% 4.

Table 4. Comparison of ESR, CRP, 1gG and gA of SLE TCM syndromes
%% 4. SLE Fh[EIER! ESR. CRP. 1gG. gA HIELER

, . ESR CRP IgG IgA
F
U b (mm/h) (mg/L) (g/L) (g/L)
PTG RRAIE 27 40.11 + 36.01 25.51 + 43.83 16.31 + 6.30% 2.39+1.23
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Continued
FF R P #AIE 74 38.86 + 28.93 13.73 + 28.56 15.05 + 6.74% 2.29 £ 0.97%
JUR ¥ B R IE 80 40.11 +30.79 17.70 + 43.69 11.81 + 572929 2.24+1.139
R AERHIE 66 36.80 + 25.82 10.62 + 14.23 14.95 + 4.12% 3.11 +1.80%%

e SHREHEELE, YP < 0.05; 5REHPGEE, 2P <0.05; SEEFFHEIELE, P < 0.05; 5 KR HEIE
tds, YP<0.05.

3.2.4. SLE iE&! IgM, C3. C4, ds-DNA HytL%:
4 MHIERLEE T IgM. C3. C4. ds-DNA /K FZER LS4 X (P > 0.05). W% 5.

Table 5. Comparison of TCM syndrome types IgM, C3, C4 and ds DNA in SLE
# 5. SLE HEIER IgM. C3. C4. ds-DNA HIELE:

i i @) @) o Qo
BRI AR 27 1.35+1.02 0.70 £ 0.37 0.14 £ 0.17 90.53 + 88.71
B A FAGIE 74 1.04 £ 0.55 0.79+0.31 0.16 £0.13 76.66 + 77.53
JER B B FRAIE 80 1.02 +0.58 0.73+0.32 0.17 £0.18 74.01 +75.77
R AR 66 1.31+2.39 0.79 + 0.36 0.14 £ 0.10 69.64 + 82.08

v SAIES P LLEL P > 0.05,

3.2.5. SLE iF B BHIRRIEL S
AN[FIE Y B () A% MA BT . PR Bk, i Smith ik, 31 SSA Hidk. $i SSB Hifk. Hi P &
APUARRE R 2R g5 (P > 0.05), £ 6 flk 7.

Table 6. Comparison of related autoantibodies of SLE syndromes (n %)
= 6. SLE FHEIER AYHE X B S IRREEER (n %)

il Ak PURAMESTIR(+) U E AP+ i Smith FifA(+)
PAERURIIE 27 9 (8.6) 9(9.9) 11 (9.2)
93 35 P #RGIE 74 30 (28.6) 26 (28.6) 34 (28.6)
JIR I BH A 80 40 (38.1) 36 (39.6) 45 (37.8)
R FRFAIE 66 26 (24.8) 20 (22.0) 29 (24.4)

VE: SRR LR P > 0.05,

Table 7. Comparison of related autoantibodies of SLE syndromes (n %)

52 7. SLE R EIER KX B Sk AL %)

A E i SSA Hidk(+) Pt SSB Hidh(+) i P EHEASIAR(+)
EIURAE 27 14 (10.4) 7(8.9) 4 (6.3)
AR 74 36 (26.9) 22 (27.8) 21 (32.8)
R4 BH R IE 80 51 (38.1) 28 (35.4) 25 (39.1)

PR FASEHIE 66 33 (24.6) 22 (27.8) 14 (21.9)

vE: SRR LLE P > 0.05,
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4. g

BEEIARERITIZITHARMKE, HERPEZWHHES AR ST AR &, i EEH G
HIRL A S K R AR, P ER B B AR, R iR SRR SYT . HATVEERIBIT R
GuVELLPERIG T Z DA A R M8 3, BB R KEBIER . PERZRIT RETEL TG
JEEIHE RO EE I F[7] [8], (H RGMELLBEAVIEIE R 2%, 2 BUHRIE . - IIHHIE S A AR, &5 50
SLE MIFHEA—, SAImAKIGIT HRMERT . AR UKHT PR R HLIX SLE Hr B iiF 3L 5 Se G 4e AR A G, 4>
WA I HBIRIR B0 s BB 0 AR s, DA W {23 SLE WP ERFHIE R MAL K -

ARUAFFEH, HFEFHLX ) SLE H ERF AL DU BH R UE R o 2 WL, LR S 9B e A FAGIE . XGRS
POFIEANIAEEARRE . MRS X (7P TR S A RARIT[9] [10]. 1Ak M X 1R 7L 4
BAFAEER . FIHINEAR[L1 S5 1) 263 6] SLE 850 780 B R BLY S N HGIEFT &5 Bl i . 5K
52 [12038@ 0t Ll 228 ¥ 129 451 SLE £33 At A I LA TR IR AIE BT o7 A9 5z v o 1 AT g 5 b U0 A O
R IX ) X Ak R E R X, ARG RS, SRR AGEIE, EERK HERL, K
W, R, RUPHEZ W, W NS R b7 XA FRK BT, 52 HRaEH
M2 AMZER A, b SLE BHFRAEWAL, SFEGFE Y, HEER “4ifn” 25, HPEERE,
SR, FENT, T AR N RGE L AEEUERAIE . Voulgarelie [13]PARKI LRI 3G 2 3 4
(ECLAM)XT 345 ] SLE 38 i id 30 5 T MgEAT A G OR R 7L K I, ECLAM B3 00 1 43, HB /K-
TR L4 g/lL, WNRIMFRES SLE BEREENAE . HEEVCONIRSIN., Bk, SEnmEESm. B
DReSR . WER R 4 A B S VIR B R . AT 78 b I BB IE 5 1) HB (318 52 22K T B R P FAAIE AT X
AR, HART IEH KPP <0.05). $2/R87E SLE B Bl HB /KT K B4 H AR A $ MR 2
' BH REAIE -

B DhRe 0 FE I PRI R DU T Y R . ORERE AR MUREE . AU 5T B BH R I A
(1ML PR B PR 2 PR R I B Ve S ey, B2 SLE A BRI 358 2 B BE RRAIE 8 7 4R S5 [1414E 0T 7T 45
B SLE #J & 582 Hh R UL G B R E AR IR 2L 4E M BH P 2 e v, HHHI K B AR, B pFR e AL &
TR Z, SARMARERME. WAMPEINEER, MRS S 2 /KR R, mACH
MERERREY. BETHE, BAE, BLLSREMYm, kR pAE: B FRE, HkR, &
AN, BE RO I AR MRS . DL S SRE ] SLE B PR 8 (A PR R I R i
TR R I o

ALB 2 IMLiE 8 A M BB A G5, o] DU S FRAR GO 4 B SO0 OB o ASHI 7L R AT SR R 2
B B R UE R ALB KB B T IE R B K, s SRS E ARG 7L — 2 [15]. *FEiAA SLE
WNUNAREARSE, BEIN 7 A, AMBSURZE bR MR RIS BE A, ALB ZKPREAK, TSR H
1E SLE i KR FE R 7 2, 5 2 A B2 28 M de . SEEIURIE R 2“0 hE, MERZE,
MUERS PG, SREFRARAIRT . BB PHARIE £ 2L A" NE, BB 5 RIS, NEEi&EsRE
EHUREFRAR, 1R ALB KFFIK R BA 5 8 7RO R 5 SLE JiL 'S FH R IFAH G .

SLE & —FZ KRG H 1 B & G s, 250 8 SPuEFIHTR m s IR 2 3R E KT
TEAHIE TS R AR S AT IR 38 10 19A AP TRy, 10 B RO AR S AR B I A RAIE 23 1
PERSHRS TURE, 5 B A A 5T — 8 [14]. 10 LS PH R E R 19G /KB BAR T H A =4EAL, X
A RE S U B R UE IR AL, ey, AR DR AT

[ o AHF STAFAE — E R BRPE: TR AREARE RN, JARE S 5 KPR 78 AR 50 UE B HHIEAFAE
—EMEE, WSS 2 R RS A T
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ABEFCRYS T SLE fHh EEUE AR A MU 55 70 BRSOV G & 2 18] RO AR S, A Bl T 3RAT6 v BRI AR 5

ft— IR (B E WA S e e 25+, W] SLE ARERIERLEAG E R, A0 T
HBIFIASENT SLE o BRUER 73 AT 2 J2 SLE Biiif $2fit 1 2%

E&WE

X H AR 53 470 H (No. 82160874), #Fra44 H AR~ 3: 4T H (No. 2019RC206), #FFg &4 W 7 A%

8135 H (No. Qhys2021-361).
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