430 45 2. A EBRKRE SR Vol. 30, No. 2

152 2024 43 A Journal of Tianjin Medical University Mar. 2024

DOI:10.20135/5.1ssn.1006-8147.2024.02.0152

A i B 18 78 B F 40 B K R I BR R s B3
FFE A B IR 21 A

Bk, B8, AR, R, B, TER
(1 REERL KA T BRI, T I PRAMEMIFZE T, K 300211 ;2. K H T 25 — ot [ Be i B B A
L, K 30019253 KT A T H O R B A= IR EE B A B B, K 300467 ; 4L 384 ikl 4 & R A IR A F]
FHE 300000)

¥
L

HE BRI BRI 8 R T 2 i ADSCs ) 3E K R, 70 %I 31 530k R (PH) )& - S5 B A& 0942 315 R L T35k a A

Wistar KX R, 24 REAS A F4, KR 70 % PH (R 40 ,n=12) . K & 70% PH J& B 4k ADSCs A28 (HAEL,n=12), HEAL
RMF ARG 24.72 h i 5- R AL BB (ALT) R ARBR AL (AST), REITALR , WE B S F R LA 5 m
Rz 30 R (PCNA )R -F , RT-PCR A& BT 40 i £ K B F (HGF) mRNA & A K-F, R : SR éﬂbhi&‘;,ﬁy#ﬁéﬂ?}i}é‘ 24 h % ALT
K B E AR, £ FH %t 38 L (1=2.925,P<0.05) ; 5 AR 40 pbdk , BARLA ARG 24 72 h doiF AST K-F B3 MAK, £ F A veit
F %L (1=4.139.3.323,3) P<0.01), R TESHARE 24 720 FEREY K, Tl MaEs T2 et mee, 5
AR ARG 24.72 h PCNA 3 B £33 5, 2 7 A 4t 5 5 L (1=3.001.2.825,3 P<0.05), HAER ML ARG
24.72h HGF mRNA #GA K+ 2 E &, 2 F A %3+ 3 & L (1=2.291.3.263,3) P<0.05), £5it: A 4k ADSCs A T4L3t 70 % PH

B FHEATTFIER 2587,
XEIA MART@; B as; XKGTFARE
FES%ES R392 XHEFRERS A XEHS 1006-8147(2024)02-0152-05

The promotion of autologous adipose derived mesenchymal stem cells on the early liver regeneration fol-
lowing partial hepatectomy in rats
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Abstract Objective:To observe the effect of autologous adipose derived mesenchymal stem cells( ADSCs ) on the early liver regen—
eration after 70% partial hepatectomy(PH) in rats. Methods : Twenty —four healthy male Wistar rats were randomly divided into two

groups :rat 70% PH(model group,n=12) and autologous ADSCs transplantation following rat 70% PH group (transplant group,n=12).

Serum glutamic aminotransferase ( ALT) and aspartate aminotransferase ( AST ) were compared between model group and transplant

group at 24 and 72 h after operation. The morphological changes and proliferating cell nuclear antigen (PCNA ) levels of liver tissues

were compared. The mRNA expression levels of hepatocyte growth factor(HGF) were measured by RT-PCR. Results: Compared with
model group, the serum ALT level in transplant group at 24 h after operation was significantly decreased,and the difference was statisti—
cally significant(¢=2.925,P<0.05). Compared with the model group, the serum AST level in the transplant group was significantly de—
creased at 24 and 72 h after operation, and the difference was statistically significant(1=4.139,3.323,both P<0.01). Under light micro—
scope , the hepatic sinuses in transplant group at 24 and 72 h after operation were slightly dilated , and the disorder of hepatocyte structure
was significantly reduced than that in model group. Compared with the model group, PCNA index in the transplant group was significantly
increased 24 and 72 h after operation , and the difference was statistically significant(¢=3.001,2.825,both P<0.05). Compared with the
model group,the mRNA expression level of HGF in the transplantation group was significantly increased at 24 and 72 h after operation,

and the difference was statistically significant(#=2.291,3.263,both P<0.01). Conclusion : Autologous ADSCs transplantation can pro—
mote early residual liver regeneration after 70% PH.
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Fig.1 Detection of ADSCs surface markers by flow cytometry
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Fig.2 The multi-lineage differentiation of ADSCs(100x )

IM3% AST K- 2 BEAIK, 22 R A Fit2- 3 L (P<
0.01), W% 1.

23 FHAagBEFEL HMHARG 24.72 h AT
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Tab.1 Comparison of serum ALT and AST levels in two groups at
24 and 72 h after operation(xzxs)

-~ ARJG 24 h ARJG 72 h
ALT(IU/L)  AST(IU/L) ALT(IU/L) AST(IU/L)
R 6 434.8490.3 691.2+80.7 166.7+38.5 386.5+86.6
BH4] 6 297.5+71.2 48454919 139.7441.9 240.3+64.1
' 2.925 4.139 1.162 3.323
P <0.05 <0.01 >0.05 <0.01

VE : ALT: 45 EURAI S AST: K4 SRR il
FE Z R A G E X (1=2.291,P<0.05,:=3.263,
P<0.01), WK 6,
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Fig.3 Histopathological changes in the liver at 24 and 72 h after
rat PH(200x )
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Fig.4 PCNA staining in the liver at 24 and 72 h after rat PH(200x )
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