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Table 1 Features and evaluation of four types of SLE animal models

piES AR TEHETT

PLs, e A

B&E NZB/W/INEL 1)
B F1AE/NER

MRL/Ipr /MR, ™

ﬂy‘E
BXSB /R [ C57BL/6J i B SB/Le 1 23 5 6 &
R FR LIRS £
WAl KRS AN PR (g T 4n
ik 22 AR A% /IMA) 55 F B s R
Mtk S ) I H T S e S B A o 175 18 1 R
E
s EiES P @ O R 2 S i AR R
Yefih K 1) A B g
IEEZ s S AN R Z B OE e Ky R 40
MR AYYUE T R T AR AT 2 S B
PORIERENERE B 32 5k M it
ANBEfE  ANEMAAAZAR 8 SLE B Y ANE I A4 (B A

Bt
ENUE

T T AR AR+ K At o T 40 MBS A ) SR e ke /) Bl
RN, frE REEAE, TSR

HkE A S
HEE 5 S AR R A8
AENTES A Bt
Mgﬁ;ﬂ [28-29]
L BIEEUNES) , PR AR

3P 2 B B P 22 A A

C3H/HeDi. LG/J. AKR/JFICSTBL/6] 7
ANRASHLZE 12X [ R e (A Rtk 5

B SN T A A B AT ) FeAm 2 G

4 SLE HE BT be Pihsk 4L 19 TG A &
PR S ENR A ST (W3

e A S RIEME B % i GEE 6~1210 1)

G FASAE , & A 0T 1 E

iRl A2 45 1k

FRUA, WRE R A RERAET GEE 3-S5 ), H

2k, EAMRZAEBEIMT Fas 2878 S MR D L5 76 A2

Bl SLE FRE I,

HERIRBERIIANG, EABE  PORUE R PR BN R T, A

7% B A AL B 0 AL HL ] VIR LA Lo Pk o9 2R 11 SLE
NS INVA

BERILAZESLE th H BPURIRS) B SREIIK, MEZEF K

R S, SRR 4 4 i

AR SLE SHUREIR SR 3 AE 2L
W, TR

IR E RS, WA, T
WgE (6~12181), HAifk

BADEREE H 28 (USRS LESLE I PR B S BPE e

FHIVER, & TR
K- AR, A B b2y
PO T ARE R, i T
TSR APETE SLE s AR

T AU SLE (49 T 40 ARk
BN &, & A FOs %
FEAAE HAE
RS, R A
TPERGURFE, 18T
W5

TR R T, LR
(BA) ;s FRHGET T RAE T
W3 A2 SLE 9 #L
FEUEBRE R E RGN ORI R Gt A B g A
TGN FRLOREE B TR R, TR B
EIRAE A

BERLE b, MELIBLILE 1
SLEF§E, H5S5eb
PR IR, MUBERAT, RAEH 4
S E AR ARSI AR B

A1 L BRI A LA 15 i)
Gl FUEURD) , R IIIEE

B e, RIRE

. SLE, REMELLBARNE.



+ 2008 - ‘? B A & 20254 10 A% 66 565 19 B Journal of Traditional Chinese Medicine, 2025, Vol. 66,No. 19

gk 1 DUZESLE sh BRI AT
Table 1 (continued)  Features and evaluation of four types of SLE animal models
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Table 2 Disease-syndrome association framework for a dynamic SLE animal model based on TCM disease-syndrome integration
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Dynamic Modeling Optimization for Animal Model of Systemic Lupus Erythematosus based on Disease-

Syndrome Integration Theory in Traditional Chinese Medicine
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ABSTRACT Current systemic lupus erythematosus (SLE) animal models are predominantly constructed based on
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western medical paradigms and therefore fail to adequately capture the dynamic evolution of traditional Chinese medi-
cine (TCM) syndromes. This article systematically reviewed the strengths and limitations of four existing SLE animal
models including the spontaneous, induced, humanized, and genetically-modified ones, in light of the evolution of
TCM syndromes in SLE, and proposed a modeling design that enables dynamic pharmacological interventions tailored
to disease stage, TCM syndrome pattern, and therapeutic timing. By acquiring comprehensive indices of the animal
models via multimodal monitoring, a disease-syndrome association framework has been constructed , and through
receiver operating characteristic (ROC) curve analysis and K-means clustering, disease stages are delineated, and
critical thresholds for syndrome transitions are predicted, thereby achieving dynamic model matching. In addition, to
optimize quantitative evaluation, the entropy weight method can be used to compute stage-specific indicator weights,
thereby enhancing the model’s adaptability to TCM syndrome differentiation. A dynamic modeling strategy for SLE
animal models grounded in the TCM concept of disease-syndrome integration can optimize the efficacy evaluation of
Chinese herbal formulae and advance stage-based precision diagnosis, treatment, and new drug development.

Keywords systemic lupus erythematosus; animal models; combination of disease and syndrome; syndrome evolution
CfcRi A0 2025 -04 =235 &1l . 2025 -07 -19)
[4hdf: XF 4]

(4% 2005 W)

Pathogenesis, Prevention and Treatment of Diabetic Vascular Endothelial Injury from the Perspective of
""Spleen Disease, Impeded Vessel Pathways'
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ABSTRACT Diabetes vascular endothelial injury (DVEI) is an important focus for early prevention and treatment
of macrovascular diseases. The pathogenesis of "spleen disease, impeded vessel pathways" proposed in Basic Questions
Treatise on Taiyin Yangming ((Za- KBIHWIEES) ) is consistent with the modern pathogenesis of "diabetes gut micro-
biota dysbiosis-metabolite imbalance-vascular endothelial injury". Therefore, the therapeutic method of "fortifying the
spleen, removing turbidity and promoting pulse circulation" is proposed, which is to fortify the spleen, promote trans-
portation, strengthen the pancreas and regulate the intestine, thereby improving the intestinal flora disorder of diabetes,
and can help the spleen to dissipate essence, promote the normalization of essence and reduce the breeding of abnor-
mal metabolites. This method can also remove stasis to dredge vessel, tonify deficiency to restore vessel, restoring
vascular endothelial damage, coordinating to ensure that the vessel is used for communication, and providing theoreti-
cal support and thinking direction for the early clinical prevention and treatment as well as the modern basic research
of DVEI and macrovascular diseases.

Keywords diabetes vascular endothelial injury; gut microbiota; metabolites; fortifying the spleen
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