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HE AWM FiheimB %07 i e B 1S T ( BAFF) /M65E%E SRR ( APRIL ) 15 S-3 J0 61 5 5 B 3L 1k
IgAl (Gd-IgAl) A iAYy HSPN I HGEBERL R BRI VEFALE . T3k 60 K Wistar K ERBEAL /> 21 I 44 i S0 1 B %
(HSPN) IMHGEARR, ERRIES e Ad 8 H. BRI 8 H. kEd 8 H (5.4 mg/(kg-d)) Kt il &7 1%
(3.8 g/(kg-d), 7/\> (7.5 g/kg-d), 8 H) | & (150 g/ikg-d), 8 B ) FIEH, #HLTW 4 E, @itk 24 h
FREM . FREANME . HEURE AT EYSFIE, S T, 455 ARG UE 45 S 427 1 15 40 s 300 B 0 o 38 0
i, SR, L?ﬁlHiE?FHHS, MBI R . REANM. I3 IgAl. Gd-IgAl. BAFF. APRIL X BIL{EIF s
A (CIC) FRBEBEIT (P<0.05) , HHIEMFEB; 496575, Wend iR L b, mRlEg
HIREA e X et br . HorpmiiB 22y b R AL AR B N R T BAFF/APRIL {553 f vh 24 4y 1, (46
BAFF. APRIL K32 {k B QEH@?%@I?MZIS(BAFFR) Bfﬁiﬂ’@ﬁimmﬁl‘(BCMA) 5 S IR ) e A R 3 3R 2R e A AR B
fER A F(TACD R ZEE MR HRIBKTF-. 4510 Bl 27 v gl S 1§l BAFF/APRIL {553, Wi/ Gd-IgAl A
M B-4WIT, Tk HSPN I HE A B B 45455 .
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Mechanism of Liangxue Tuizi Formula in rat models of Henoch-Schonlein
purpura nephritis with blood-heat syndrome: Regulation of BAFF/APRIL-induced
Gd-IgA1 production

SONG Jinwan' 2, XING Qionggiong'-?, XU Shuang' -2, LI Hanqing'-?, MA Diya' -2, REN Xianqing' -2

(1. Pediatrics Hospital, the First Affiliated Hospital of Henan University of Chinese Medicine, Zhengzhou 450000, China. 2. College of Pediatrics,
Henan University of Chinese Medicine, Zhengzhou 450046)

Abstract  Objective To investigate the mechanism by which Liangxue Tuizi Formula (LXTZF) treats Henoch-Sché&nlein
purpura nephritis (HSPN) with blood-heat syndrome in rats by regulating the B-cell activating factor (BAFF)/a proliferation-
inducing ligand (APRIL) signaling pathway and inhibiting the production of galactose-deficient immunoglobulin Al (Gd-
IgAl). Methods Sixty Wistar rats were randomly assigned and subjected to HSPN with blood-heat syndrome modeling. After
successful model establishment, the rats were divided into the following groups: control (n=8), model (n=8), prednisone (5.4
mg/(kg d), n=8), and low-dose (3.8 g/(kg d), n=7), medium-dose (7.5 g/(kg d) , n=8), and high-dose (15.0 g/(kg d), n=8)
LXTZF. Interventions were administered continuously for 4 weeks. Drug efficacy was evaluated by measuring 24-hour
urinary protein, urinary red blood cell counts, histopathological changes, and molecular biological parameters. Results The
results of model validation demonstrated renal pathological damage in the modeling group, confirming the successful
establishment of the animal model. Compared with the control group, model rats showed significant increases in urinary
protein, urinary red blood cell counts, serum IgA1, Gd-IgAl, BAFF, APRIL, and renal circulating immune complexes (all P<
0.05), together with marked renal pathological renal injury. After drug treatment, the prednisone group and the medium- and
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high-dose LXTZF groups showed significant improvements in renal pathology. Notably, medium- and high-dose LXTZF
further downregulated the gene and protein expression levels of key molecules in the BAFF/APRIL signaling pathway,
including BAFF, APRIL, and their receptors BAFFR, BCMA, and TACI in renal tissue. Conclusions Liangxue Tuizi Formula
may ameliorate cutaneous and renal injury in HSPN with blood-heat syndrome by suppressing BAFF/APRIL signaling,
thereby reducing Gd-1gAl production and immune complex deposition.

Key words  Liangxue Tuizi Formula; Henoch-Schonlein purpura nephritis; BAFF/APRIL; galactose-deficient IgA1

L & (Henoch-Schénlein purpura nephritis, HSPN) X #% IgA Ifil & % #H 5% 1 & % (IgA
vasculitis with nepbhritis, IgAVN), & —Fh B BPE % (Henoch-Schénlein purpura, HSP) 5] & (1) /)N
BRE W, EJLEARRONE W, WKRIOVE AR MRS NS ZER . HSP 1R % H (3~27)/10
000[1, I 209%~54%[H L I E ER A 4, AT REdk RN S Bl 2RI R, 5
IgA BiAHL, WA “PUESTH” FE: B S B4 IgALl (galactose-deficient IgAl, Gd-1gALl) 4=
WL, 5HGPRESTERIER %% E A9 (circulating immune complex, CIC) ; JURT & /NER;
FER RS N, W SR, HSPN B IMLTE T Gd-1gAL THEBl. B 40 78 izl 25 55 1 30 A 1% AL 5 72 48 K
= IgA. Gd-IgA1EY o B 40 fg iE L X (B-cell activating factor, BAFF) Hl# 54 % S Iid 14
(proliferation-inducing ligand, APRIL) 7Eif#% B ZNMAE IS B K EH 5 G M huik r= A4 vh i e B4k
Fl2 B, SRS R, BAFF/APRIL 5 5@ E/E HSPN K B B A M, &)L i+ BAFF
AP BT 8], (H AR Gd-1gAL FIHLE] A B

HSPN 2 JLEHe & W4k K EE INER'E &%, 5 I B RAE, v ReiE RIS IE S i fl e oy, ™ H g
ey £ ) LA A= 36 o s o8 5 R v s DABLEE . G e R RO R SRR VR T O A, (BAFTERIME R R, &
HIRMPEZESE NS . PR HSPN A28 “9m . R ” FyanE, YN ESNHEE, JRI7 LH D
T ARG B LS A, TR IR B A S PR AR S R T T B A L 3TN IR SR T AT R T
FIRIT HSP IMAATIEM A5 72, A W0t 78 R JLRE AT A R AR B 1 e e Sk %6, HL I 2% 24 7 2 4
NHEY S BAFFIAPRIL A5 Gd-1gAL AR AR DG HE sUAFAE SRERPZ 24, AR FC L HSPN I #AGIE K B
B, AR R E . R S Rk B R B AR A, VR Al U R K U7 TR . IR A
Western blot 15 & % & 855 /)< M. (quantitative polymerase chain reaction, qPCR) . [ B¢ 4 72 W B 1 56
(enzyme-linked immunosorbent assay, ELISA) K77 6 H AR, #riZ % BAFF/APRIL 155 il
. Gd-1lgALl R KRB EAVIRREER . BENBREEE. 51 & 5%5% )2 119 05 i & 7
YEFALEL, il R B F 2 fit 52 50 44

1 #EFE

1.1 Iz

60 H 4 JE Y SPF 2ttt Wistar KB, (A i 80~130 @) , HIWFVL4EiE P4 S2i6 i H AR BR 2
F A 2 43\ $R AL [SCXK(1#7)2021-0006]. 7E SPF ZENWsit B [SYXK () 2021-0015]1% 3% . A
FU OB I R 2 K S SIS S AR A BE S T 2> 4t (JACUC-202408031) , sS40 4 i F238 <7 5h )
SZIG 3R JE N,
1.2 FERFENH

WMLIR K Wokin (EZE) - A 109, FHE 1290 HE 109, A 109, KA HE 12 9. AL
B 15 g JIIE 10 g« K H®E 6 g UL RILEEIEARAF, #t5: 2308162302, 2312101301,
2303427301, 209088301. 2301557301. 2405283301. 2305307301. 2402129301) ; T3 (ZZHLEJM
HAP AR ARAR, #t'5: 240400) ; BEER (ZEELCHARAERAA, #t5: 2310181) ; ##
WM EZWARAT, 5. 2202220052) ; BIEEE (£E Sigma-Aldrich A#, fit5:
A5503-10g) ; FHIK5ELMER (EE Sigma-Aldrich A&, fit5: F5881-10mL) ; IgA £ wwhEdifk (i
W R RN AER AT, fitS: PAAS46Ra01) ; qPCR Rifl& (FrMiLfF & A A R A TR
AT, fit5: E096-01A) ; & RNA FZHGAF (LA MELRFEERAR, #t5: YY10D) ;



REPiSE FT BAFF/APRIL 3% Gd-1gA1 A= AR U It LR 58 J7 VA 7 SR M B 2% i HAGE A 7R K R
HLHHIF 7T 3

DT APRIL (RN AEMEARER AT, #it5: 66160-1-1G) ; L HT BCMA (bt B ALY
HARBRAA, 5. Bs-3850r) ; #uzHi TACI (RN =EAEMFEAREEAF, #5: 11862-1-
AP) ; #ZPi BAFF-R (R SEHRF MBI E M AR AR, #t5: D-AB-10443L) ; HRP frid
P = (LRE A REMERBGAERAE, #t5: A0208) ; K 1gA1 ELISA RXF)& R
W AEMBEARAR, fit's: AD31786) ; K Gd-lgAl W7 & CGRIEPTAEDRE AR A,
fit'5: AD32495) ; f BAFF ELISA {7l & (LI BRI AR A A, k5 : MM-70728R1) ; K
APRIL ELISA {5l & (VLA EENLAERAR, #5: MM-70978R1) ; K& CIC ELISA & (i
PO PITED R AR AR, k5. AD31424) .

EHIREEASIA (ERELREVERGRAF, BA400) ; HIIRITES T (HA
HARLEEEHHBETFEHRAT, UF-1000i) ; 4 H3RBE P R RS ET B FARA A,
URIT-1600) AW)i#E S B8 (HAHM SHHEARAE, HT7800) ; EEFRIEIIL (R pt Bk sLIb W& H
A F, HBS-1096A) ; e i (EEZFER G /KRB AR AR, NANODROP 20000 ; Hiiki%
B (EEAA RIS, Mini Trans-Blot) ; fh¥ kGG RS (RIEEY (PO AR HRA
®, QuickChemi 5200) .

1.3 ELWHE
131 HWREBEIRHELT

60 H Wistar KREEHL NS AL (n=11) . EHRA (n=49) . M LS %2 = a0 VT
A28 271 R R g 5 T e, HSPN KRR g At AR R 58 LB (BB 1~4 ) HHEB S T2 4
W BER (1: 1 1) PR Z5 KR, 425808 1 mL/100g, 45259k °N 0.15 g/mL (LIAEZG &)
2B B 2~4 D RIS O A E -3 RS A RIFLA (10 mg/mL, 0.5 mL/A) 5 253
BB (55 3 IEEES 24 h J5) BIREFKERIPAES 0.9%F 8% (10 mg/mL 0.5 mL/
HY s BHBBXIES 5 MW BTIES 0.3%5EEA 0.9%FWMER (B8 2 mU/KE) , &k
72 h ER 1K, 3 K. TAHEFEMEHSARRAKES A 0.9% S at (e EFiK.
B RS R D

IR ARG 62 A SIE S RE LI AE (B n=3) SETUEH , DARIE AL @A R . i
B e, BEAA KRB MW EREBELEZ, H 24 h REACERTAAEES
(P<0.05) , ' A 22 H B0 2 200 o 34 A= AR N T R Db 26 . JE A B 1 39 K AR 4 3 24 h JR
EAEEKT (HARTEE Ny 18.6 mg/d ~43.0 mg/d) , KA ZHENILE, B51 0B ERAHE K K452
H, DRSS HRLIREAKTFLEEEER, REHEMA 8 X, kEmd 8 H. iR L 7 KF &
Hr R, EmBEFAEA 8 K. mimBEymfEd 8 R, 5ad 8, HedH, 47 H. =
AT RE R 2 K BRI HE B Ak JREMAAMEE 5.4 molkg IR B IR EW: IMIBE 5% (LD) .
(LZ) « & (LG) FIE4 55Tl 3.8 g/kg. 7.5 g/kg. 15.0 g/kg iR 4K )7, A7 ES % T InK%
MR GRRRIARIRE) JE Gt g B, ZA R0 FEE AW A b i ur st B A 224 5l
WM. R 1 IR, Tl 4 . RIREBEZEEASK 12 h, JREFEARWETR)E, HH
2% % EL L 28N (50 mo/kg) B s v S R OR R, 2 RE Sl CR I, AbBE KBRS 5 BUE AT .

1.3.2 HSP sh¥#EEFIE ( HEBIISHE )

Xf R A AL ZH S BEALAMEL 3 ROKER, MEEBEIM, BIEHNRZE PAS et H T W52 K R
P UG DL S BRI IE 1gA DR B, A Image Pro Plus 6.0 %4l &5 BH 14 4% €4 [X 35k (1)
Mo % Cintegrated optical density, 10D) , LAFRIR IgA HIAHXS FRIAKF.  GFE S 8K A i
HH R 24K 2 R 2 B A B F R R R AR
1.3.3 ELISAE#M&AKXRINES IgAl. Gd-lgAl, BAFF, APRIL R ER AR BHEALA T CICEE

B A #4532 B ELISA 377 & v B BT, 20 T S H S A A IgAL. Gd-1gAL.
BAFF. APRIL K& K& ZFEA T CIC FIREEK T
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1.3.4 QPCREWMSAEA L BAFF, APRIL REZFHEANERRIE
PEHUE EZH 2 RNA Rk B, %18 2 3L R4 DNA JRBi{A R 42 CHEHE 5 min, %% DNA; 4
Jo IR S I BAR R 20 L HEAT IS G S, K43 cDNA VAT ; cDNA RECH] SN, RFFEIAFSE R 3
AN FL; $4HE 95 °C 5 min; 95 °C 10s; 60 'C 10s; 72 °C 10's; [WIIF 53 40 ik 47 e . LA B-actin
HNWZ. SIFHIILE 1. Sk, RYIE 20C R, #4707,
KL SV AEF

Table 1 Primer names and sequences

319 JFH (5°-37)
Primer name Sequence (5°-3”)
. F: TGACGATATCGCTGCGCTC
B-actin
R: CAGTTGGTGACAATGCCGTG
APRIL F: CTGCTACAGTGCAGGTGTCT
R: AGTTTCACAAACCCCAGGAA
BCMA F: TGTTTGGCACTTTTCACACTCT
R: GCTCTTAGTCCGCTCAGTATCG
TACI F: GATTGAGGATGAACAGTGACCA
R: GCCACCAAGAAACAACAGAAG
BAFFR F: ACCCAGCAGAACCAGACACTAC
R: AACGACCTCAAAAATGGAATGT
BAFF F: TCGTGGAATGGATGAGTC

R: CTGGTCCCTGGAAAGC
1.3.5 Wstern blot i5#& NS AEA LA BAFF, APRIL REZFHEEARIZE

B 2H 2B I R B R AR D e WA S B IR AR i T E A e R fIRESLEMEEA
FEih 40 pg, 80 V HLVK BRI 54y B Z Fihb, SONTETER 120 V VK R B E, 29 1.5 h; HIKE
1.5 A H#% (APRIL. BCMA 300 s/{X; BAFF. TACI. BAFF-R. B-actin 420 s/{X) ; ¥EJS1ES 5%
B Whkn ) TBST W& RFEIRE A 2 hy —3i 4 CHE LK (B-actin HrékikEN 1: 20 000,
BAFF-R Uk &y 1: 500, HAFBIRPUAKE N 1: 1 000) ; WHULEE “PUHERK®RE 2 h CGF
PUOR UK E N 1: 1000, EP/NER PR E N 1: 10 000) Pefk)s S amgt, =ik . £ Image Pro
Plus 6.0 7 #7 i Fr 2K FE 4
14 HiIrFEFHE

UG H K SPSS 26.0 #EATGLTH M. R dllas RAT-FI B hrEE (X £8) Ron, Pk
¢ Shapiro-Wilk f& 48 46 U 1545 VE. 2 4L LLACRT & IR0 A HOG 277 K98 (Levene 2 %) &, KA
HIAZEJ7 Z 0Bt (One-way ANOVAD 5 PP LA Z255 I e il fe /D B #F P2 ik (LSD) , TEA
Frit i A Tamhane’s T2 ¥%; BRI % P<0.05 V2% A it A Xo

2 #R

2.1 HRBIIGE
211 EEERAARETREARBER

THHAKRRERN . B NENGE, KEERBE, AR W S8 K R 50 A H
MPE A, BB EAR 0.5~1 cm, 40, ik, B, KEREZ5IGK HSPN &3 2RI
AEACL, WL 1.




REPESF
PLIBF 7T

F£F BAFF/APRIL 1% Gd-1gA1 A= B 15 7 LB 48 7 Va7 S 1 1 2% I FAGE A 7R KBS 7

THH
Control group

IR
Modeling group

1 PR KRR Z I
Figure 1 Skin rash conditions in the two groups of rats
212 BEAEFAAXR 24 hREABEE. RAHAMITHKE
R PIAL KR 24 h JREAEE. RAMMIFEOK-F LR ZR (P>0.05) . EE, 5%H
LR, G RR 24 h JRE H € EF R A M s 3 (P<0.001) . W3R 2.
2 IEAHT G 24 hIRER E € B 5 JRZLA0E T oot

Table 2 24 h urinary protein and urinary RBC count pre- and post-modeling

24 h JRIEEERE (mg/d) JRECANATHEL (AN/ulD

275 M/ 24 h urinary protein (mg/d) Urinary RBC count (cells/uL)

Group Count/n TERLHT R TERLHT A
Pre-modeling Post-modeling Pre-modeling Post-modeling

25 14

= FAL 11 2.12+0.42 12.03+1.18 15.51+3.03 16.36+4.14

Control group
P
Ja.*;é‘ﬁ 42 2.33£0.58 28.92+6.91### 16.92+3.82 36.72+7.95%#
Modeling group

. 5 E4ME, #P<0.001.
Note. Compared with control group, *## P<0.001.
213 EEREMAXARBRHRALRUESEHMLTER
THAEMEHSUREER, R ] W R R RGN MG A L B R R 8 1Y
. ERIE 2.

FHA
Control group

by Ak
Modeling group

—Aum _4pm

TE: ALOH SOR RPN A RO JOR B NIRRT .
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2 HA KRBT IEA AL (2 000%)
Note. Mesangial cell proliferation is indicated by the red arrows, and thickening of the basement membrane is indicated by the yell ow
arrows.

Figure 2 Renal histology in the two groups of rats (2 000%)

214 EEEWAGSHASN IgA EEKRIA

52 qAMIE, @& RKRE AL IgA 28 ek TG0, RION'E /NER A K& B HOR 5UE
PORFH MGt R RER, ERA IgA IR E (10D) HEFFE (P<0.01) , WA
3.

A IgA DAP Merge B
|
— X .
=5 a i 2X10 s
- D N
S 25
4 g 15X 107
G
=
100 um 100 um 100 um E‘\S 1107 4
B g
29 5X10°4
< 2
=
=2 K
ST & S
&g 3 T F§
4 § > 2@/ N ?}’%}/ﬂéo
§ vy
[«)
100 um 100 um 100 um O N

e A AR AR S 1gA RIBME (400> ; B: AL IgA 7Ot MmE & (n=3) . 5 H4M
kb, *P<0.01.
3 WL KR WEZH U 1gA Fus 5 et I sE B v AT
Note. A, IgA expression in the kidney of the two groups (400x). B, Quantitative analysis of IgA immunofluorescence intensity in the
kidney (n=3) . Compared with control group, #P<0.01.

Figure 3 Immunofluorescence staining and quantitative analysis of IgA in renal tissues of rats in the two groups

2.2 RMIBZLAX HSPN M#IE AR 24 h [RE B EE R R AT H0KFE R0

24 h JREAEEMROMMITE: SFAHE, BAH 24 h JREAEE&KIROAMMTHEUKE
BETE (P<0.001) ; S5HMAE, JRIEFALL. HIMIB L5 by & 4 A R 5 &4l 24 h
PR 1 5E B M R AT 40 i BUKSF B8 G (P<0.001, P<0.01, P<0.001) , iR £ 05 %7 & 4 R &
5 PR 240 1 B0k S T8 B B BRI (P>0.05) - LH 4.
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Bl 72 7
*hk
— *kk *%*
/\s =
T < 40 Ex éSO ### e
< ~Z _kx
=) Hi 23
Ex 2 £3
= £ = 3 20
1§ 2 Es]
as = 8
o 20 (@)
@O > 2@
W S §x
=T T8
<2 Ik € 10
N < )
oo ’ 8 S R A
R N W o N
sSoSssd & 9§ TSI & ¢
\2 N > A R N X
A 8 &y Do & F S NS T Fs Fg
S T FESEHS LS c S oS 8w s
IS Y TFIFVES
“é\?\\‘A@ A@A@ J@@, -7@\' '7{'\{ ‘7\{‘?\\“

W BB, FMBE K. PHEL: n=7; FAA. REMRA. FILBE T EAEL: n=8. 5FH4ME, "P<0.001; S
B AL, ~P<0.01, P<0.001.

Kl 4 FHKRR 24 h RE A€ & R MUK
Note. The sample size was n=7 for model group, LD group, and LZ group, and n=8 for the control group, prednisone group, and LG
group.Compared with control group, **P<0.001. Compared with model group, "“P<0.01, "P<0.001.

Figure 4 24 h urinary protein and urinary RBC count in the different groups of rats

2.3 FEINEZFA 3 HSPN I #iE K RS A A R W &SR 20

ERH T RMENE: THHRKRENRRBEX RKBOER; SRAH ] WLRBEX 5. 540 3
AL BRIEEE . WA REX C R . KRNI A R R LG . B R R (R
HARBEX Y, RER S, BRI EHEE, B E T hREARBEXBEEETE. R
FES & g T B S A A . R R LG R . iR T | AR A S N ER R X ORBUE R, R TG
%, RIBAMLHEMA, RRELHEHME, WE S,

THaA RRZH WIER A
Control group Model group Prednisone group
=)
—8ym —8um —Sum
LR 7 7 AL LR 57 AL L 7 7 4
LD group LZ group LG group
8 um —m —

TE: OFIOR RIBAME A, 3 OFF oR B /D EREE R IR R
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K5 #4LKRE AL (20000
Note. Mesangial cell proliferation is indicated by the red arrows, and thickening of the basement membrane is indicated by the yellow
arrows.

Figure 5 Renal histopathology in the different groups (2 000x)

2.4 RMIBZAX HSPN M#F AR IgAl, Gd-lgAl R EMEE S A& WHI 2N
241 RMIRZE A HSPN I #4iE X R I 7E # 1gAL 1 Gd-1gAl S 2RI &M

S mMitt, B KRIMET 1gAl 5 Gd-1gA1 & & EETHE (P<0.001) , SHMAMLEL,
WRMA. WIMIBLFE. . BFEHAKRMEF 1IgA1 5 Gd-lgAl & & 5% N (P<0.01,
P<0.001) , WK 6.

*k e
— -
_ 15 P JE %0 iy
JET e )
£2 g< 4
=3 3 <
= I
1 j=2]
5 3 3
o5 <2
e 25 20
= c'>'7 5 - L
H+ @ [OKY
i e T2 10
g3 i e
3 g3
0 &0
R & S S 8 5 AR
& N N NN U Do
s Sosd §F & PSP Hvey § 0§
SIS ITEY & A S e T o £
BEEP I Es B £ TEN ST SSSS
'S o ’ y o X.g 7 7 7
S ¥ HFXELS LS S T T H S H S WS
F N o IO IV X
& IS Y IS < § RS § ~
§ Y § & & %
¥ & % » ® N

VE: BRI, B TK. PREA: n=7; A4, RERA. mILEE TSR EH: n=8. 5FAAMLL, *P<0.001; S
A AL, P<0.01, “P<0.001.

K6 %4 KRS 1gAL 5 Gd-1gAL KK
Note. The sample size was n=7 for the model group, LD group, and LZ group, and n=8 for the control group, prednisone group, and LG
group. Compared with control group, ##P<0.001. Compared with model group, ""P<0.01, "™“P<0.001.

Figure 6 Serum levels of IgA1 and Gd-IgAl in the different groups of rats
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Figure7 Immunofluorescence staining and quantitative analysis of IgA in renal tissues of rats in each group
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Figure 8 Renal CIC levels in the different groups
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Figure 9 Serum BAFF and APRIL levels in different groups
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Figure 10 The relative mRNA expression levels of BAFF, APRIL, BAFFR, BCMA, and TACI (n=3)

253 RMIEZA3 HSPN MAE X R 'S AFH L BAFF/APRIL R EZEEQHEIRIEK RN

Hag@mMitt, BAH KR E A2t BAFF. APRIL. BAFFR. BCMA #1 TACI EHAKIFIEK
FHHEFAE (P<0.001) . SEMAMLEL, KM AMEIMIES T &R EHKR EHALA+ BAFF,
APRIL. BAFFR. BCMA Fl TACI & AR EIA KB (P<0.05) ; v I B 48 J7 o 71 & 41 K B IE
i APRIL. BAFFR. BCMA 1 TACI #HEHAMFRIAEEFMK (P<0.01) , BAFF EEHREKFA R
Feiads, ZRLguir2E L (P>0.05) o HiiiBE A R4 KR EIEHZ+ BAFFR 1 TACI &H
[ IE K 5 E K (P<0.01) , BAFF. APRIL fll BCMA FE A RKK A FEEA, ZRLEH ¥
=X (P>0.05) . WK 11.



12 ] b s 2 A R

25 * o
5 w = glo T
g B < 2
8 20 T Sos
Xg % g”
8 e
RE 15 R S0
=3 B3
=5 [=%
o o10 T J04
w @
1 < T
ga = <o2
L o 05 T o
< = a >
oF <E
e 00 00
@ @ & & &
R S N o S St S 5 o
FSSSsfE § & FsTsFs s & §
FEeF F& 8 & & F e FE s T £a
WE b 2 NP $ S S AITASE A
& S S AITRE ANS F X VI NSNS DS
o g\ & - g & foo 4
S SIS © &Sé‘o%ég& gi"cf"
¢)§yv§,v§/v ng"@ &Y
k> % kX & ad By

o 7
o wr /
Fkke S e 2
< 2 *ke
o g i xg Ex
% 508 L% 2 810 .
p 0.8 =
92 X5 g
T 06 BS o6 Z5
1?9 Es™ E(
g5 T >
I 04 w1 04 Hgos
LSS x < o
S's o, L3, 32
ST <2 o7
K 2800 &o0
@ 00 g ST : s s F %
) R & % o W S S 7 a7 W
- S & $ by , N $ S i o
FEHS 85 AN A B T e B B FE T e A
G e FEE £ £ TSRS SE LSS TS TS S LSS
Y § < ) N .8 7 7 5
& ¥ AELSOE $s S T T ESES &S ST T ESEN F
3 3 & 4 S & IV
& QXY O Q¢ Vs ~ N S N
TV & § & S
N -~ ¥

W 5 A4ME, #P<0.001; SHAAMLIL, "P<0.05, "P<0.01, "P<0.001.

P11 %20 K B IE 2 48 BAFF/APRIL AH G 2R 11 3R 34 J 58 543 HT (n=3)
Note. Compared with control group, ##P<0.001. Compared with model group, "P<0.05, ""P<0.01, ""P<0.001.

Figure 11 Expression and quantitative analysis of BAFF/APRIL related proteins in renal tissues of rats in each group (n=3)
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