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Abstract: Objective To investigate the effect and the possible mechanism of total glycosides of paeony (TGP) on
chronic glomerulonephritis model rats. Methods The model of chronic glomerulonephritis was induced by tail vein
injection of cationized bovine serum albumin (C—BSA). SD rats were randomized into normal group, model group,
high— , low—dose TGP groups (200, 100 mg - kg ') , and prednisone acetate group (5 mg - kg '). After the
administration, the levels of urinary protein, serum creatinine (Scr) and urea nitrogen (BUN) in rats were detected.
The deposition of IgG and C3 in the kidneys were detected by immunofluorescence. The expression levels of 11L.-1,
TGF-B, p62, TRAF6, NF-kB protein in kidneys was detected by Western Blot. Results Compared with normal
group, the levels of 24 h urinary protein, serum Scr and BUN in the model group were significantly increased (P <
0.01), the deposition of IgG and C3 and the expression levels of [L-18, TGF-B, p62, TRAF6, NF —kB protein
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in the model group increased (P < 0.01). Compared with model group, the levels of 24—hour urinary protein, serum
Ser and BUN in the high TGP group and low TGP group were significantly decreased (P < 0.05, P < 0.01); the
deposition of IgG and C3 and the expression levels of IL-13, TGF-B, p62, TRAF6, NF —kB protein in high TGP
group and low TGP group were significantly decreased (P < 0.05, P < 0.01). Conclusion TGP exerts a therapeutic

effect on chronic glomerulonephritis model rats by decreasing the expression of IL- 13, TGF-f and influencing

activation of p62/TRAF6/NF-kB signaling pathway.
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signaling pathway; rats

18 P B /N BR ' %8 (Chronic glomerulonephritis,
CON) TR ARAE L 4, il PR UL ) — 21 ' /N ko
W o IR, RO ALEI R 2%, e
ZRE, RN EEG A . Hlk R L AT RN A
PR LR K s UAE | R AR
SEREAR, [RIE AR AN R AR B D RE 2 B, AR Bt
FEMA 2 S BOR Nk AL, 4k & R UREE . H
i, I PRXS T CON ik Z FE5010R 7 T8, 2R
HRAEAE R8T XPAEIRYY , AN A RGR] . S se i i
AR (HIX 2GRS AN R B ALY CON
BITRRAAE, HAFE—E AR,

FIA] B (Total glucosides of paeony, TGP)J& M
2 AT TR SR — BB R B AR, AT
G . AT R AR B WESEETREL, HAT
S EAGR . R SRS, EaokT
B T 2 A B R B s RIA YT, AT R
B R P MR R e . IR R S A
PR NERBO A B e TR, REfs ks
A IRE, BRI . ABFTE S CON
RBRBEAY , HRAST AT S 6 5 I A D44 T B A
KL

1 MR 57H%

1.1 Zh#  SD M REL 45 K, SPF 4%, {KFihE(200+
20)g, WA BRI S, A
YFAMIES . SCXK('£)2013-0034.

1.2 48 Bl AAT R, TR E 2 BR A
A, 5. 201407125 BERRIEICHA R, T ARMER
WEHARAF, #5: 140502, 41075 H &
F(BSA), [ Sigma 2~H], #it%5: A1933; KRR
A (BUN)XH & (45 . 20160512) . WLEF (Scr) ik 7
&It 20160516), 0 H Fg 5T R AE Y T RE6F

SEAT; C3 PR (IS . bs—2934R) . IgG Bk (L5 .
hs—0295G-FITC), 104 H At 5 i 5B AR AE Y HARA IR
oS FE ;IR F kB (NF-kB) HUA (L5 . SC-109) |
TRAF6 Hiik (L5 . SC-8409), Iy H 3% Santa 2y
" p62 Hiik (H5 . abs6416) . FE AL A K A
T (TGF) B HR (L5 . ab92486) , I H F [
Abcam 72y ®] 5 H 40 g/ & (IL) 18 $L ik (it 5 .
12242s) . B-actin HUA LS. D0615), ¥y H % [F
CST 3wl

1.3 BEEY TISRT AR mEmE.ofl, 1k
REAAAEF R TRA AT TE2000S ZHEE]
BB, HA NIKON AF]; THMS51119300 A4
K AR 8742, J%E Thermo Fisher Scientific 2 &) ;
Tanon520 % K AEHE L R R4, Ll RAERHE A
Ay HH-6 BVECR fER KIS, TLI8 Gdn i B 74X
s

1.4 5r4l. BRI RSy FENLEE I8 HKRAIEN
A, HARBREATEREBIES, kT . Bk
I PR ES T4 A= 1 81 (C-BSA)™, H PBS
il Je A B IO 78 e Rl A gL, TR T
WAL EAT 2 AT, B S 1 mg. 5 2 JAIFLA,
W H R # ko 5T C-BSA, & H 4 2.5 mg, Lk
3. 3 EIEUES KR 24 h IR, IIE 24 h JRE
F i, PL24 h JREMA >10 mg AR ] L) .
ARSI AT IR R 1009%, EBRHA 24 h JRE
ekt st 5 ROKRUS, BEPL AL |
R Uk JE AN 4l (5 mg-kg™') B AT BH & . K (200,
100 mg-kg D FEAL; BRIEBF AL 1K, H2hiEH
10 mL-kg™, 25 U4 MBEARYZH BE B A5 AR FAER UK
B2 4 A

1.5 24 h R JZI0LTG Ser. BUN SR 4424



PG5 RSB 2021 410 A H 3255 108

© 1427 -

4 JEJG AR R 24 h IR, RS Sl ik vl
ERE 24 h IREA S . SRAK G S EERREER R,
PIEASRIMAS IR FESCRAEMIHFEAS, L3 000 romin™
(BT 13.5 em) B0 10 min, 0 ESIM, MR
FlE VLB IR E Ser. BUN A&
1.6 RIEFEILEM NEK IgG. CI DIBUEBL X
KEEMEHZH oTC #1738, HKZEY A HLY)
B4 pm VIR, FH A N B & 10 min, 3 YRS
# M. W& MY R, % FITC F8id 1Y 1eG HL ik
(1:50), #5637 CFMFH 30 min, JEVEPUEASS N
50% HihdE R, 7ESE BB IS E /K 1eG UTAR
T

BT R, FH 5% BSA 253 P £ 30 min;
TR C3 Hifk(1:100), 4 CTFBFHEISR; Tk
PO, N FITC ARic —dt, W& 37 CF AL
WEE 1 h; IEVEPUARIS TN 5S0% HhE i, 72O
TR NS /INER C3 BTRRIE I
1.7 Western Blot il ¥ 412vp IL-18. TGF-B.
p62. TRAF6 J NF-«B HI1£iL SyHGE =R RE
BT LR, A 1 mL A BRI, BT UK i TS
W SRIGTE 4 CT L 12 000 remin” (B.02F42 13.5 em)
B0 10 min, WHC VS, SR BCA 5005 8 H ik
o T EAERE B0, A LS wRCE T
IKANIF S min ZFEFE S, BRHIEE T -20 CIRAF.

B 50 e & ARESY BAE, U647 SDS-PAGE MLk, B
JaHLE E] PVDF 5, F 5% BSA T = NEH 1 h;
Ve JE A —PT IL-1B(1:2 000) . TGF-B(1:500) .
p62(1:1 000) ., TRAF6(1:500) . NF-«B(1:500) K&
B-actin(1 : 2 000)Pifk, 4 CFER; VEEKEIMA
HRP tric =90, W FIEE 1 h; R ECL #1745
%, . LA B-actin S, K Image—Pro Plus
6.0 Xt H 8 i 7= E i .

1.8 Zil“FabP )ik R SPSS 18.0 Geil#fbikft
BT THERRILIE + AR (v x5) 3R £
2H a] be Ak Y B 2R U7 22 43 1 (One—way ANOVA) ,
P L3R ] LSD K3 ; DL P < 0.05 &= A 51t

ALV =S\
FE o

2 FR

2.1 B2 8 CGN K 24 h R E F1 B Ser.
BUN K F-Mgm 250 0L% 1, S A4, #
RIZH KB 24 h JREE A LY Ser. BUN &5 i g & T
L, ERWAESIFE (P <001), S5HEAYH
B, AR GG A R RS R U e AR K R
24 h REE A M Ser. BUN & W FRAG, 25534
Bt E L (P <005, P<001), 45%8%0, {
AT AR CON R Z 41 B IIRE

F1 BHBENEEENMMKERKAR 24 h REAR MBI (Scr). FRER(BUN)KFHIM(x =5, n=8)

Table 1 Effect of total glucosides of pacony on values of 24 h urine protein, Scr and BUN in rats with chronic glomerulonephritis (x + s,
n=8)

215 i/ (mg-kg™) 24 h JREEH/mg Ser/(pmol < L") BUN/(mmol-L™")

A - 4.06 +1.33 49.85 £5.79 331 £0.64

i - 129.20 £ 2355 69.14 £ 8.51" 5.89+0.74 "

SIS)s8EN =il 200 76.06 = 11.05" 52.67 + 8.36" 4.89 +0.58"

HAT B 2 100 81.84 + 14.44" 56.36 + 10.03" 5.11 £0.61°

fi ik e pae 5 73.67 + 15.45" 53.09 + 7.50" 4.83 +0.80"

TE: SEsPdbE, TP <0.01; SR, P <005, *P <00l

22 AAAEBAFA CGN KB E IgG. C3 DB
MW SR 1, Sa e, BRI KRB
R ] DL R 1gG AT C3 LR B /e, R
SR D RS . SREEAIA E, AN BT .
AV 57) 2k 2L TS PR 3 JE s 2 K U L 2R 1) TG T
C3 DICAH5 I ka5, 25 RFEM, AAETFREM D
CGN KU /R v 1) G e BR AR 1 SAMATTTRL

2.3 FIAEPY CGN KR INEAIZ0 P IL-18. TGF-$

EOREREW 250 00E 2, S fd i, B
HRFENEHL P IL-1. TCF-B HE R LR E [

Vi, ZRAGH¥EL(P<001), SHRYLE,
FAAT T v R o 2L I TR T JE s 2H K B i
ZUPH IL-1B. TGF-B EHKRBW R TIM, ERA
Gt (P < 0.01), Z55HFW, AATEITRESRFE



- 1428 - Traditional Chinese Drug Research & Clinical Pharmacology, 2021 October, Vol. 32 No. 10

A=A B. f5iRIZ] C. FAAS &

D. AT HAR AR k4 E. BRIk JEAAA

E1 BYNREMEEENKERAREREAR I9G. C3 MBS (HEIOE, %x200)

Figure 1

(IF, x200)
IL-18 31 kDa
TGF-p 44 kDa
B—actin 45 kDa

e A AL BRI o HATETEETIELD; D AAT AR E. BRI AL,

0.01

Effect of total glucosides of paeony on the deposition of IgG and C3 in the kidney of rats with chronic glomerulonephritis
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Figure 2 The effect of total glucosides of paeony on expression of IL-1f and TGF-B protein in kidney of chronic glomerulonephritis

rats(x s, n=4)
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Figure 3

glomerulonephritis rats(x +s, n=4)
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