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[Abstract] Objective To investigate the effect of naringenin on the expression of miR-30a-3p/PTEN signal axis in
the intestinal tissue of mice with ulcerative colitis. Methods Ulcerative colitis model of BALB/c mice was prepared by
DSS gavage method. The negative control group and model group were gavaged with normal saline(0.2 ml./10g), and
the positive control group was gavaged with prednisolone(2 mg/kg). The low, middle and high-dose naringenin groups
were given naringenin by intragastric administration(the doses were 50, 100, and 200mg/kg) for 7 days. The disease
activity score(DAI) was calculated, morphological examination of intestinal tissue in BALB/c mice performed evaluated,
and Elisa was used to detect the levels of 11.-4, 11.-10, and TNF-q in intestinal tissue, RT-PCR and Elisa method measure
the levels of miR-30a-3p, PTEN, PI3K, Akt and Caspase-3 mRNA and protein in intestinal tissue respectively. Results

The mouse colon in the model group had partial intestinal wall depression. formation of ulcers. obvious edema in the
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surrounding tissues, necrosis and shedding of some cells, and inflammatory cell infiltration. The damage of colon tissue

pathology of the mice in the positive control group and each naringenin dosage group was significantly improved compared

with the model group. Compared with the negative control group, DAI, IL.-4, TNF-a, PTEN and Caspase-3 mRNA and

protein in the intestinal tissues of the other groups of mice increased, and 11.-10, miR-30a-3p, PI3K and Akt mRNA and
protein decreased(P<C0.05). Compared with the model group, the DAI, IL-4, TNF-o, PTEN and Caspase-3 mRNA and

protein of mice in the positive control group and each naringenin dose group decreased, 11.-10, miR-30a-3p, PI3K and

Akt mRNA and protein increased, and the effects of each naringenin dose group showed a dose-response relationship

(P<C0.05). There was no significant difference in indicators between the high-dose naringenin group and the positive con-

trol group(P>0. 05). Conclusion Naringenin can reduce colitis and pathological damage in mice with ulcerative colitis.

The mechanism may be related to the regulation of miR-30a-3p/PTEN signal axis.
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Table 2 Comparison of DAI scores of mice in each group
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Figure 1 Histopathological and pathological diagrams of rat kidneys in each group
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Table 3 Comparison of IL-4, IL-10 and TNF-q levels in the colon tissue of mice in each group

* 963 -

Fl A/ RS B gl 40 TL-4 1 TNF-o ZKF 2 R
1L-10 ZKF- 35 i 4 Al e 22 50) 2 20 350 0 22 57 4 e o
KFR (B P<<0.05) 5 filt f Z v 7l 1a 21 5 B XF
X (P>0.05), W5 3,

#

]

=

21 5 1.4 1L.-10 TNF-«
[ 2R 62.18+7.59 143.85+17.62 138.42+19. 27
LT 21 217.25+36. 409 62. 4348, 640 577.16473. 310
FFI 44 %) R 26 106. 53415, 380@ 113.93+10., 270@ 213.57+37. 7009
il e A £ 4 184.37+26, 15000 78. 3 503.24+91, 53¢
il e 2% b R 2 145, 84+12, 45 88. : 428.66+56. 420000
il 5 2R v ) o A 105.59+13, 89P0 116. 221. 46450, 7002006

T 5 B ERS PR 4 He g, D P<<0. 055 5B 4 HL 8 . @ P<<0. 055 5 B B 21 LAk , @ P<<0. 055 55l Bz 257 8 4 He %, @ P<<0. 05 ; S5 iz 2 v ) 4

2 i, © P<<0. 05

2.4 HhHEZER XN

B &5 Jiz 20 21

miR-30a-3p.PTEN.,

LA Al B 2% 5 i A/ RS 41 41 miR-30a-3p,

PI3K.Akt 1 Caspase-3 mRNA ;& [ 7K F i 52 i)

5B X BRZH P HoAr 25 /N RS I 2 80 miR-
30a-3p.PI3K il Akt mRNA #f %} 325 & M & 1 K F
YIp&f% ,PTEN Fil Caspase-3 mRNA % F ik M &

PI3K F1 Akt mRNA #Hxf ik & K EHKEEF .
PTEN Hil Caspase-3 mRNA #f %f % ik 8 & & 1 7k F
PIREALG , 2% A e 28 50 d 2H 2000 52 5] it Sy 6 &R (B P<
0.05) sl R Ml 4l S5 HMX A L0 22 5

[k TR (4 P<0. 05) 5 588 41 H ¢ , T %4 1

x4 HBANREHHAZLDH miR-30a-3p, PTEN ,PI3K , Akt 1 Caspase-3 mRNA LL % (x £5,n=10)
Table 4 Comparison of miR-30a-3p, PTEN, PI3K, Akt and Caspase-3 mRNA in the colon tissue of mice in each group

giit

o

T

X (P>0.05, WFE4~5.K 2,

21 51 miR-30a-3p PTEN PI3K Akt Caspase-3

B9 o) i 20 1.0040.12 1.00+0.08 1.00+0. 11 1.00+0. 06 1.0040. 09

LY 2 0.27+0. 099 1.95+0.210 0.43+0.070 0.50+0.06VQD 1.7540. 14©

B 1 X 2 0.76+0.080@ 1.3440,160@ 0.8640. 10 0.8140.100@ 1.2440.13
AN =4 . 3940, 044 L7840, 14000 . 5440, 0.5740.07026 . 58%0.

it Hz AR = 41 0.39+0. 040 1. 7840, 14006 0.54+0. 06 5740. 07000 1.58+0. 24

Jz 2 ) 4 0.5240. 060¢ .66+0, 19000 0.67+0.0 0.66+0. 130200 . 40=+0.
il iz 2 ) e 4l ). 5240, 069 1. 6640, 19020@ ). 67+0. 09 0. 66+0. 130 1. 40+
il fe 25 ) e 0.77+0.06D200 1.3540. 100206 0.88+0. 120006 0.82+0. 090206 1.26+0. 120000

TE - 5 B PEXT B2H L 5, D P<<0. 055 5 ZH LB, @ P<<0. 055 5 FH X5 IR 40 He e, @ P<<0. 055 5l g ZR AR 1 4 Mo, @ P<<0. 055 S5l g 3% o]

A . ©P<0. 05

£S5 HANREHALR D miR-30a-3p ,PTEN,PI3K, Akt 1 Caspase-3 Z B Lb B (x £5,pg/mL, n=10)
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Figure 2 The mRNA amplification of miR-30a-3p, PTEN, PI3K, Akt and Caspase-3 in colon tissue of mice in each group
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