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Abstract

In order to explore the regeneration and repair of cells after cell injury in the course of acute aris-
tolochic acid nephropathy (AAN), 40 KM mice were divided into five groups in this experiment: the
control group, the AAl-exposed group for 2, 4, 6, and 8 days, and the mice in the AAI group were
simulated by gavage with 5 mg/kg/2d AAI to mimic the acute aristolochic acid nephropathy (AAN),
so that the cumulative dose of AAI in each group was 5, 10, 15 and 20 mg/kg, respectively. Mice in
the AAI group were put to death on 2, 4, 6 and 8 days of AAI exposure to observe the pathological
changes in the kidneys, and immunohistochemistry staining was carried out to observe the pro-
tein expression of C-myc and Cyclin D1. The results showed that compared with the control group,
C-myc started to decrease on day 2 and increased on days 4, 6, and 8 in the AAI group of mice; Cyc-
lin D1 decreased on days 2 and 4 and increased on days 6 and 8 of AAI exposure. In this study, it
can be concluded that the protein expression of C-myc and Cyclin D1 in AAl-exposed mice showed
a tendency of “decreasing and then increasing” with the cumulative dose of AAL
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1. 518

EAA 90 AR, AR A ORI L MET IR 15 SRR <R IR 2 R R,
66 ABiadt T B, Mo F ISR T RIERIE[L]. JERA LRGN “AAN” o TRIEZH AT AT 52
RKIL, AAL IR TRE S A/ 407, DABOE A h B A B B AR SCHE RIE AR Ak [2] . ASHIE 7T
NRZZNE AA T hatp/ DR A B i, 2 Sr 2t AAN /NI, Kl S aniEfE 1. 4nie oy
ZERNAH G A [3]4H %) C-myce Al Cyclin D1 & FHFRIENE L, LAY AAN TR A ARG T SRS S A R i
Wb -

2. MRFTTE
2.1, R ERRA, BE

M AR EME AR ER AR WA SPF K IEME 8 Mk KM /MR 40 H(EHIES: NO.
110324230102468973), 1&kH Ky 28~32 g, TESINHRZA K ELIES Y 5 RA B FETE, B lREeE.
oK.

TANE - P4 Geta (Hematoxylin-Eosin Staining, HE)i{ 71 £ (G1120)W T AL = R R A R A A %
e ZHAE ) R I & (PV-9000) 1 T4 5 A2 S AE M H R BR A 7] . C-Myc Antibody (AF6054)
W TFAL IR ERVEY A IR /A ] Cyclin D1 Antibody (MAS5-14512)0F ZE28 K /RBHE AR . AR A&
(REF31050102W)4 HYL 75 2R SEEe 288 A IR A Rl A A EHL(KD-BM 1), ZHZ30] 7 HL(KD-3368AM).
P HL(KD-H) ¥ 55 (KD-BL)IA T WL 4 & e RHEA 2 85 %A TR A 7] 2= B4EE (DM750) 1 T 44
LEICA.
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2.2. AL

HERPERE SR 3 KJF M 40 X KM /NREENL > N T2 (n = 8), Al ux B4, AAILHEE 2d. 4d. 6d.
8.d 4H[3]. X RELH AR E 0.2 mL 0.4% CMC-Na; AAI 2% AAL 5 mg/kg/2d #E B 4524, 73T 2 K
4K, 6K, 8 KuIE[2].

23. BAEARE

Be) 1986 L 28RV, LA 50 malkg BEIEVE S RRIE S, ESIALEE,  EORUN 1 2 23 4 B0 R K IE U
IR — 5 A BN A RO G E T 4%% 5 H ¥ (Paraformaldehyde) 1 4 CIRIIE R & 5E 24 h.

24.HE

FHAFELR G, CEERRERK, “HIKEY, RS, U, REK, 37 HE 44,
H R R A R S W IR .
25 SBELALANELRE

B 2 TP U0 AT IS AR Ab - BIUE & DR A BR NPT 5 A0S B A B4 21, S v K 2836 20 min,
BV E S N VE A AL BT, &R 10 ming PBS ®¥%. WEi0—4i, 37°C 60 min; PBS %
Voo W MNIGIEAE 37°C 20 min; PBS 23, MM SREEAR E TN R/ 196G FEE ) 37°C 20 min; PBS
1R, DAB G HARRE Y. Bk B H A BB T E A e, R Image
J BB 2Rk 5 E B
2.6. GIiHESh

fi Fil SPSS26.0 B A%t T B 34T IE S PERE SR, GraphPad Prism 8 4. 37 & 1IE A1 20 A7 $io s £
tR S, WA AAEHE HAES B R, P <0.05 RnZEF AR E XL

3. &R
3.1. 8 AAN B IR RIR S EE

HE (K )& R o AALAREE 2 d (K] 1(B)) B /NE I iz 4 i H Bk B i 7% (B (6 5 5k); 4 d (] 1(C))
B /N 4T R B B Kb R 2 AR AR PR (LD 6 5k)s 6 d (1] 1(D)) B /N b e 4 PR B0 B 7 (41 € [ )«
8d (& L(E))E/MNE BRI AR R (W i k), IR LB i N A 3 Je 1 B 1 IR (S B T HE)
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Figure 1. HE staining of kidney tissues from various groups in mice
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3.2. B AAN BjE C-Myc FRiEKZ

X AAL ALER S /N BV IFA Y, HET C-myce sk gt 2). IHC 53R EIR: NREE C-myc
PR IL & EETHIFABE AAL B85 R EIG IS <Rl T” &3 (& 2(F). xFHRA/NR (% 2(A)) C-myc
FIL T/ NEERE AN PR Az s SXTERALAIEL, AAL 255 2 KA 2(B))/NREIE C-myc FIARE
/(P < 0.05), AFEREFERT WD ERHIERIL: 5 4 R(& 2(C)HiEF =5 28 6 K] 2(D)). 28 8 R(] 2(E))
B/NERILREIINP ) <0.05), 558 RINAF| &, HmL axiid 3. & 2(E) i & ki v
A P bR A AL
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Figure 2. Immunohistochemical staining of C-myc in renal tissues of
various groups of mice
2. HHPNRBALE C-myc REBALEE

3.3. B1% AAN BBk Cylcin D1 Rz ZE

Cyclin D1
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Figure 3. Immunohistochemical staining of Cyclin D1 in renal tissues of
various groups of mice
3. BLH/VRIBLALE Cyclin D1 REHELEE
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X AAL IS /NS IE, #E4T Cyclin D1 Sl b et (1€ 3). S5REIR: B4/ Cyclin D1
FHE R & L IRAREE AAL B85 BRGHE R “SElERTH &% 3(F)). xTHEZH (%l 3(A)) Cyclin D1 %Kik
THNE LR s SXTRRAARLL, AAL BERE 2 K(K 3(B)). 2 4 K(E 3(C))/MRE T Cyclin
D1 FH A T AR 2 N R ESE, %5 6 K(1&] 3(D)). 8 K(14 3(E)), Cyclin D1 P2k o5 b i A w5

Hodr, 55 8 KA R E = (P > 0.05), ZINXTHEL 2 1%, 8 d i Al Wk e A4 T~ L i 41 Bt A% 52 B 1 2 048 (4
3(E))-
4. g

AAN & —Fh2 i B, VIR I8 & B #5145 (Acute Kidney Injury, AKI), RN, &S8%
CFUEAL L ZE R % 1 R 40 e (Urothelial Carcinoma, UC) [4]. FTEL, BB 2 AAN R0 B A8 (0 A F) T
HIG RS, BREHI 5 AR FEABENE, X AAN BIERGTT BA EZ M.

BTN R TR T AAL G HIUE /NS bR B IE . BESAEMK I IRBE. v B A AR
ME¥ReE, HOUEAEAL. Ui AAN BIAL R, BRI, B )5 SN LR g B B A
BEI[5], FEARI/INE L A0 MU AE R AN R vE R, AT, BRIk g, RET
ZHVNEB[6], C-myc Al Cyclin D1 ¥ A 1E LT LA b FRIL. C-Myc TE(E#EANg . HIRE
WIS 75 THI RS DA ), 30 T i 400 o 4 o P A e Sl 4 P B e, B 56 4 PR I PR 38 51 7] [8]
[9]. TEAHEFLH, XTHEA . AAI BFESE 2 K. 2 4 K C-myc U/ ERIEL, (HTESE 6 K. 23 8 REE A,
PEORBE A B e BRI RFRAI N, AAL 805 WA A5 05 o = R fe gk b gn i R RERE, R sl b A
M ey %d, {BE 5. Cyclin D1 & —FhE Z A0 E BIR T N7, R Ehfe et gn b st[10]. o
FEW, BNEE, DNA nJRESZiany, Sk RN GL 4u A s (1], Arbh, FRATHEN
7E AAL G, 4008 WA 8 3 Cyclin D1 1 C-myc 263k N i 5 5587 1040 i 5 IS ke 56 . T HRs:
P73 2 AR A /N T PR R B o, DT RS S P 45405 J 1 4 R B 1 A 548 2 [10] . 3R BAT Tk 7 B2
— /N E IR ARIA YT T A

g5 b, ARWEFERR AAN SRR B /N bR A0 M B L S ARSI RE ), T R R RN OB AE
TG SE[12], dmppRGvE s S T AN R R BERE [10]. BTEA, £E AAN H, CRYVE/INVE B R OGTE
1t S R VT L A

&E 3k
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