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Effect of geniposide on expression of IL-6, TNF-«,
and IL-1P in an animal model of mastitis
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[ Abstract]  Objective To study the effect of geniposide on expression of IL-6, TNF-a, and IL-18 in mammary
glands and mammary epithelial cells of mastitic mice. Methods Forty female mice after childbirth were randomly divided
into blank control, model, L., M, and H groups. At 12 h after modeling, the L. group was treated with low-dose
geniposide, the M group was administered intermediate-dose geniposide, the H group was treated with high-dose
geniposide, and blank control and model groups were administered an equal amount of phosphate-buffered saline. At 24 h
after modeling, the treatment effects were observed. Results mRNA expressions of TNF-a, IL-1B, and IL-6 in model,
L, M, and H groups were significantly higher than that in the blank control group (P < 0.05). Expressions of TNF-a,
IL-1B, and IL-6 mRNAs in the L, M, and H groups were significantly lower than that in the model group (P < 0.05).
Expressions of TNF-a, IL-1B, and IL-6 mRNAs in M and H groups were significantly lower than that in the L group (P <
0.05). mRNA expressions of TNF-a, IL-1B, and IL-6 in the M group were significantly lower than that in M and L groups
(P < 0.05). The levels of TNF-a, IL-1B, and IL-6 in L, M, and H groups were significantly lower than those in the
model group (P < 0.05). The levels of TNF-a, IL-18, and TL-6 in M and H groups were significantly lower than those in
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the L group (P < 0.05). The levels of TNF-a, IL-1B, and IL-6 in the H group were significantly lower than those in M

and L groups (P < 0.05). Conclusions

Geniposide inhibits lipopolysaccharide-induced mammary gland inflammation

and reduces the levels of proinflammatory factors TNF-a, 1L-1B, and IL-6.
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Figure 1 Histological changes in the mouse mammary

gland tissues. HE staining

F1 FLIRAZ TNF-o IL-18 1 IL-6 mRNA K¥-( x s, n=7)
Table 1 Expressions of TNF-a, IL-18, and IL-6 mRNA in the mouse breast tissues

5
2059 TNF-a L6 IL-1B
Groups
s i BR
X R 1.05 £0.02 0.94 +0.09 0.92 £0. 11
Blank control group
K|
® 3.47 +£0.34" 11.89 £0.92* 14.05 £2.97*
Model group
L éE‘ * # # # * #
2.24 £0.18 8.27 £0.49 7.42 +0.72
L group
M
i 1.82 +0.14 %4 5.74 £0.74 %4 4.08 +0.80 **4
M group
H %
i 1.51 +£0.10 *#4¢ 2.38£0.25 " #A% 2.14 £0.37*#A8
H group
FA 54.054 82.470 93.758
F-value
PAE < 0.001 < 0.001 < 0.001
P-value

TS A AL, " P < 0.05; SHIBIIAAL,*P < 0.05;5 LML, *P < 0.05;5 ML, “P< 0.05,
Note. Compared with the blank control group, * P < 0.05. Compared with the model group, *P < 0.05. Compared with the L group,®P < 0.05.

Compared with the M group,¥P < 0.05.
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Table 2 TNF-a, IL-13, and IL-6 levels in the mouse breast tissues

ZH 51

TNF-o( pg/mL) IL-6 (pg/mL) IL-1B(pg/mL)
Groups
23 i HE 4
TR 105. 42 +15. 86 31.25 £5.28 452.37 +44.18
Blank control group
L2 .
e 692.70 £52.16 " 94.37 £8.25" 1485.72 +123.74*
Model group
L2H w# w4 w4
454.23 +37.69 65.14 £7.83 1042. 89 +105.47
L group
M4
L 324.05 £26.94**4 53.42 £6.13 %4 832.54 £97.85 "%~
M group
H 4
i 187.73 +24. 52 *#4% 41.59 £5.43 *#4% 630.32 £84.62 *#4¢
H group
F
fii 63.589 73.518 97.923
F-value
P{E
< 0.001 < 0.001 < 0.001
P-value

W 52 EXBAMIL, P < 0.05; SHIUAHMLIL ,*P < 0.05; 5 LAMLI, 2P < 0.05;5 M ML, “P< 0.05,

Note. Compared with the blank control group, * P < 0.05. Compared with the model group, *P < 0.05. Compared with the L group,®P < 0.05.

Compared with the M group,*P < 0.05.
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