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[Abstract] Objective To investigate the effect of glycyrrhizic acid (GA) on the inflammatory and fibrotic factors in high
glucose-induced glomerular mesangial cells (SV40 MES13). Methods Cultured mouse SV40 MES13 were divided into normal
group (NG, 5.6 mmol/L glucose), high glucose group (30 mmol/L glucose) and HG+GA group (30 mmol/L glucose+200 pumol/L
GA). The expression levels of inflammatory cytokines interleukin-1( (IL-18), tumor necrosis factor- @ (TNF-a), IL-6, IL-8 and
a-smooth muscle actin (a-SMA) in different groups were detected by Western blotting. The fluorescence intensity of IL-13, TNF-«
and o-SMA in different groups were detected by immunofluorescence. The levels of IL-1(3, TNF-, IL-6 and IL-8 in the culture

supernatant of different populations were detected by enzyme-linked immunosorbent assay (ELISA). Results The protein
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expressions of IL-1B3, TNF-a, IL-6, IL-8 and a-SMA in HG group were significantly higher than those in NG group (P<0.01);
Compared with HG group, the protein expression levels of IL-13, TNF-a, IL-6, IL-8 and a-SMA decreased significantly in HG+GA

group (P<0.05). The fluorescence intensity of inflammatory cytokines IL-18, TNF-a and a-SMA increased in HG group than those in
NG group (P<0.05); While compared with the HG group, the fluorescence intensity of IL-1f3, TNF-a and a-SMA in HG+GA group
decreased markedly (P<0.05). The experimental results of ELISA showed that compared with NG group, the levels of IL-1f3, IL-6,
TNF-a and IL-8 in cell supernatent increased in HG group (P<0.01); while the levels of IL-1B, TNF-a, IL-6, IL-8 in HG+GA group

significantly lower than those in HG group (P<0.05). Conclusion

Glycyrrhizic acid has certain inhibitory effect on high glucose-

induced inflammatory factors and fibrotic factors in glomerular mesangial cells, which may play an important role in prevention of

diabetic nephropathy.
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JEE I S k555 (P<0.05 ) (11 2)

2.3 HRERXT RS S/ BUE /IR FR A i A P
PP i 52 ELISA R 25 R R, 5 NG4lL
3, HGHLIL-1B. IL-8. TNF-a Fll IL-6 53 7K -1 f.
Tt 5 (P<0.01 5% P<0.05), i HG+GA 41 Jo B & 28 1k



Med]J Chin PLA, Vol. 49, No. 2, February 28, 2024 @

25
20

15-

-

TL-1BFHXS 5 G

1
NG HGZ4 HG+GA%

®

40—
30

20

i

10—

0 I

DAPI a-SMA 291

--- ©

IL-1B. FIAIMEA 185 TNE-o JRIRSEN F-o; o-SMA. P NULBIA M ; NG X HG. =il ; HG+GA. mliinH #E e b ¥
A.IL-1B; B.TNF-a; C.o-SMA; *P<0.05
B2 s eI/ NS NER R IEAAMIIL-18 . TNF-a. o-SMA K T2 B 19 3855

Fig.2 Fluorescence intensity of IL-1(3, TNF-a and a-SMA in mouse glomerular mesangial cells were detected by immunofluorescence
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Tab.1 Effects of glycyrrhizic acid on high glucose-induced secretion of inflammatory cytokins in mouse glomerular mesangial cells (n=3,

Xts)
41 IL-1B(ng/L) IL-6(pg/ml) IL-8(pg/ml) TNF-a(ng/L)
NG 39.58+4.53 25.70+1.75 32.32+3.86 607.44+48.01
HG 4] 99.62+4.06% 44.20%7.45Y 76.41+6.04% 891.57+32.09%
HG+GAZH 62.86+3.210 27.62+6.820 46.64+3.54% 737.50270.5%

IL-1B. AN 2-1B; IL-6. HAIMIA25-6; IL-8. FA4NAEAF-8; TNF-o. JWRIRAEIN F-o; NG XTHE; HG. Wibl; HG+GA. FBEhIH &
FRACHE; 5 NG, (1)P<0.05, (2)P<0.01; HHGHIMI, (3)P<0.05
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