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E F LncRNA ELFNI1-AS1 £iER 3 BrMC X =%
EhRERXEERETIAEER"

KEH GE ABH @
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[(FHE] BH RS E-T-FALEGHF(BMO) it 5 B 45 W X 48 % 24 A& £ (UCAC) b R#g 97 2L, 5F A T
¥ 4% 9F % A RNA(LncRNA) ELFEN1-AS] % £ 3£ 3+ BrMC 45 0 R UCAC ¥ 5 F 44, FHiE R H RBAKRM
(DSS) B A A 4B £ F 42 (AOM) % M 22 /1 X UCAC A, 4% 15 R SPF 4 C57BL/6 /s K M AU 4 *F R4 A A 4
BrMC A, %45 R, 8 #ELTFTRASH4 X EF(QRT-PCR &0 3 28/ R 45 2848 ELFNI-AS] £k T4k, 5B tR
50 R SPF 4 C58BL/6 s £ 4 4 *F B4 A A 40 BrMC 41 .BrMC+NC 28 .BrMC+ELFN1-AS1 41,441 10 X .t st B4
sheg A 4 Mo R M UCAC B A, 2 F BrMC # § R # bk iz 4 ELFN1-ASL B s 5t 88 (NO) (i & ik ELFN1-AS]1
AR A ARG MELEMDR—HEL, MEZBDRGRREE RBEHHHKDAD A F Xm0 R
LR FHRGERBEL . FAH-FPL(HE) 2 ENRZM DR EMUARBEFT TR RBLAEFRESBENFY
dUTP B4z K 3% 4738 (TUNEL) 2 & 4% ) & 28/ 8 45 W 20 27 40 b 8 o 1 oL, B B4 5 98 W W ok (ELISA) 4 ) &40 s R, 25 W
2148 TNF-o IL-18.1L-6 \1L-12 7k F ,qRT-PCR #o M| &2 25 f 20 4% & ELFN1-AS1 Ak K F., HR KA@M KL Ha
2 ELFNI-AS] Agsf & A SR A BA R F LA (P<0.05) ,BrMC 41 R 4 42 A ELFNI-ASI A st R X S8 A
MR FETHMP<0.05, #t—FHAEAR . SHAVAK.BIMCANRKAEHIRE FAKRSENFINIRE AR S
BEHAZHP<0.05) DAl #FH» 2 FHAL(P<0.05) . £ MHAE B AL KW AFRLEFALLA T ARE.FBHABERY
(P<<0.05), 45 M A6 I 40 4% L & o445 . K 55 4 Je i3 8 42 2 39 ), TUNEL 4732 69 8 = 40 J 4 B rb ) B % B AR (P<
0.05), % W 41 4% TNF-o 1L-18.1L-6 ,1L-12 /K F B % F B (P<<0.05) , A8, 2 L 4R ) ELFN1-ASl Agst 2 A $ 2 & T
F(P<0.05), 5 BrMC 41t 4 ,BrMC+ELFNI1-AS] 40y & sh£2 L F B M40 &£ BE R R & 2 F F B (P<<0. 05) ,DAI
AR FIFH(P<0.05) LB A S NTEH A BFE W (P<0.05), & MEBRER L mes Rt LR
£ g% 4w i3 8 TUNEL #7492 69 8 = 49l 3 B sb ) B F 4 & (P<0. 05) . % B 41 48 TNF-o . IL-1B.1L-6 . IL-12 /K P 2 % #
% (P<0.05), 4 A ELFN1-AS] A8t & ik 4 2% F LA (P<0.05), i LncRNA ELFNI-AS] % % & & T4t
5. & UCAC A # .BrMC 4t 4% i@ i T8 LncRNA ELFN1-AS1 % i 474 UCAC,
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The regulatory effect of BrMC on colorectal cancer associated with
ulcerative colitis based on LncRNA ELFNI1-AS1 expression
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[Abstract] Objective To observe the curative effect of 8-bromo-7-methoxychrysin (BrMC) on ulcerative colitis as-
sociated colorectal cancer (UCAC) mice, and explore the molecular mechanism of BrMC regulation of UCAC mice based
on the expression of long non-coding RNA (LncRNA) ELFNI1-ASI. Methods The UCAC model of C57BL/6 mice was
established by sodium glucan sulfate (DSS) combined with azomethane oxide (AOM), the mice were given BrMC intra-

gastric treatment, and the expression of ELNF1-ASI in colon tissue was detected by real-time quantitative fluorescence
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polymerase chain reaction (qRT-PCR). The experiment was divided into 5 groups, including control group, model
group, BrMC group, BrMC+ NC group, and BrMC+ ELFN1-AS1 group, with 10 mice in each group. UCAC model was
constructed for the other 4 groups except the control group, BrMC was given intragastric administration or caudal vein in-
jection of ELNF1-ASI negative control (NC) and overexpressed ELFN1-ASI plasmid liposome complex. After the ad-
ministration. the general conditions of mice in each group were observed, body mass and disease activity index (DAD of
mice in each group were determined, pathological injury and tumorigenesis of colon of mice in each group were examined,
hematoxylin-eosin (HE) staining was performed to observe the histopathological changes of colon, terminal dexynucleoti-
dyl transferase(TdT)-mediated dUTP nick end labeling (TUNEL) was used to detect the apoptosis of colon tissue cells in
each group, enzyme-linked immunosorbent assay (ELISA) was used to detect the levels of inflammatory cytokines tumor
necrosis factor-a (TNF-a) , interleukin-1g (IL-1p), IL-6 and IL.-12 in colon tissue of mice in each group, and the expres-
sion levels of ELFN1-ASI in colon tissue of mice in each group were detected by qRT-PCR. Results The relative expres-
sion level of ELFNI-ASI in colon tissue of mice in model group was significantly up-regulated compared with that in con-
trol group (P<C0. 05), and the relative expression level of ELFN1-ASI1 in colon tissue of mice in BrMC group was signifi-
cantly down-regulated compared with that in model group (P<C0.05). Further study showed that compared with model
group, activity level and mental state of mice in BrMC group were significantly improved, body weight was significantly
increased (P<<0.05), DAI score was significantly decreased (P<C0.05), colonic mucosal congestion, edema and ulcera-
tion were significantly alleviated, and the number of tumors was significantly reduced (P<C0. 05), the damage of epitheli-
al cells and the degree of inflammatory cell infiltration in colon mucosal tissue were decreased, the proportion of TUNEL-
labeled apoptotic cells was significantly decreased (P<C0.05), and the levels of TNF-q, IL-18, IL-6 and IL-12 in colon
tissue were significantly decreased (P<C0.05), the relative expression level of ELFN1-ASI in colon tissues was signifi-
cantly decreased (P<C0.05). Compared with BrMC group, BrMC+ELFNI1-ASlgroup showed decreased activity and leth-
argy, body weight significantly decreased (P<C0.05), DAI score was significantly increased (P<C0.05), colonic mucosa
was still hyperemia and ulceration, and the number of tumors was significantly increased (P<C0. 05), epithelial cells were
damaged and infiltrated by inflammatory cells, the number of apoptotic cells with TUNEL labeling was significantly in-
creased (P<C0.05), and the levels of TNF-q, IL-18, IL-6 and IL-12 in colon tissue were significantly increased (P<C
0. 05), the relative expression of ELFN1-ASI1 in colon tissues was also significantly up-regulated (P<<0. 05). Conclusion
The abnormal expression of IncRNA ELFNI1-AS1 may be related to UCAC in mice, and BrMC can inhibit UCAC by
down-regulating IncRNA ELFNI-ASI expression.
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5 M 45 W R (Ulcerative colitis, UC) & — Fh if
T E W 31 1] 30 i A A DL BR K 45 i HE At DX 46 RE
9 . UC I RE AR IR T 95 0 1) ¢ A= 3 6] ™ 0 7
L, EE AR RS i B AR R
FNIAE S BE Hog B 5k B2 ABL R 1 o0 &2 2% 9 18 4
oy R RN IEIEMEAT . Wt 9 M 25 W R A DG 45 1 W i
A% (Ulcerative colitis associated colorectal cancer,
UCAC) & UC B3 ™ f /Y I LK IE Z — . 5 R AE- 5+
R AR - PR IR X — e A AR ARk, Rl
UC K 1 AW 7t UCAC Wil UC & 85t
R E I E B ES L B T UCAC 9 3
BLHIXT T 32 5 9 1) i PR 191 B A i o7 7 SCE R, KBk
JE %% % RNA (Long noncoding RNA, LncRNA) £ K
JERR I 200 A% IR 1 AF S i % sk AR S AY 3 i 3 0
WAL 2E AL e ok SR S R AR S5 2 R O AR
fiE. CF1 LncRNA 2 5 95 4 15 45 B 98 72 N 4%
i 20 L 6 A ) A B R AR G A L R 2R M T a1k

A B8 TneRNA B E B 45 W 9 19 85 A i ) K&
BITH A AH0 5, ELFNIT-AST & —Fh 37 & BLIY
LncRNAL . F N Qe ok 7p22.3 b, e i i 52 3k
B, ELEN1-AST 7545 i 58 % 05 b R ik H3R
IRIK 5 R I RN L OB B A B RS L A R
AR R 43 A 5T, JF 4 78 T ELFNI-AST 3 i 4
] miR-4270 |8 A GG B (aurora kinase B,
AURKB) I #E 45 1 1 Jit g kA 5 & R . R, %
T ELFNI-ASI £ 25 UCAC M AEE. [
W 2 I — ol A B B RN 1F 22 A ) 48 IO Hh R BRI TR PR
KIRA W R, A2 EE M, BfEit Sk
L PLRAE AR . 8- IR-T-H E I g & (8-
bromo-7-methoxychrysin, BrMC) & — ff 5 & 1 15 &£
MEA, o A& W A% 3= 09 B g 305 1k S A 580
HCAFS S 1 A0 L S0 i R O T T e R S p e AR
BLHIS . JEF UL NZE AR W g UCAC /L
BRI ELEN1-AS] ) % 35748 1k, ifF — 2 %58 BrMC
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XF UCAC B4 I &0 ke xb ELENI1-AST 33k i1 ) 4%
VEF o Ay 390l A 10 P 8 A3 S 560 A 41

1 #RE57EE

1.1 S:8ah% 65 H SPF 4% C57BL/6 Mt /NEL. 8
JA AT 20~22 g, | b LR sh Y o R
FEVF AT IES . SCXK (38) 2021-002, /N U 32 F SPF 4%
it B PR A5 P S KL R A N B R S ROK
GEA S Ao NIRRT d R TSR AR Y. A
WFFE ARG TR BEAE B 22 B 2tk (R 5. 20230306078)
L2 FERH  BrMC MR SO A s (4l B =
95 %) s A AL & W 4% ( Azoxymethane, AOM) I [ 3£
Sigma 2\ &), i B BEGE R 40 (Dextran sulfate sodium
salt,DSS) g [1 3% [/ MP A ], UNIQ-10 #:5X Trizol
B RNA S5 &/ M-MLV 608 gl [ 1 i
THAY TR E ., TB Green® Premix Ex Taq™ %¢ 56
ERIRF & W H H A Takara 2 7], Lipofectamine
2000 g A 3£ [ Invitrogen 2 Al 78 AKX 2T (Hema-
toxylin-eosin, HE) 44 {4 ¥ W {5 Jb 50 8 #LAE W) A R A
) A S o SR R e B8 il Y 3 1 dUTP U oK i b
i 7% (Terminal dexynucleotidyl transferase (TdT)-
mediated dUTP nick end labeling, TUNEL) I 7= 45 Jil]
A& [ R T AW AR 4, 6- Tk IE-2- R 5
5[k (4", 6-diamidino-2-phenylindole, DAPD) 4% 1t [
Jb SRR A A= ) 8 B TNF-o IL-18.11-6 & 11.-12 i
B A 9% W B 52 36 (Enzyme linked immunosorbent as-
say » ELTISAD 45 0 128 57) & W 1 X 01+ 78 AR 0 8 A
ELFNI-ASI [P %} 8 (NC) . & ELFNI-ASI () 5 41
AR R 52 PR S L R A Rl R T A

1.3 Jrik

1L3.1 ZhPsti 5 RA AOM K4 DSS i
il # UCAC /N R RS, K 15 /N BURH BIL 43 A X iR
Y BRYL BrMC 41, 41 5 H AR 4R BrMC 41
U I 145 10 mg/kg AOM.7 d J5, Lk 290 DSS 7K i#
WNE K LRk 7 d, Bl S BSR4 25 F 1E %
K 14 d, BrMC 41 5 K Lh 20 mg/kg BrMC
BOZ 1R ESL 14 d, B BAER 1 AR, St
1 3 G FR . X R /)N B IR 300 0 i 3 o 45 o A B R
K IR IE H AR K IR . SEE0 25 TR )5 o R I Ak 5E
ANERL S i F) A B 2 i 2 2 TR TR R S TR
17F— 80 CUkAf

1.3.2  SEmf 9806 € & & A M 4k =X 5 (real-time
quantitative polymerase chain reaction, qRT-PCR) ¥
I ELENT-AST RikKF B Ar 25 I H2UR0H 5
YRR R ABEBE N OF AR B 2= AR, R
UNIQ-10 #:50 Trizol & RNA il 52 i 7] & % 4 21 R

A B RNA HEAT BRI A% R 28 1 A 8 Vi B8 . 3l i M-
MLV 3 5% 5% FgxF RNA #4755 L cDNA, {- ¢
T 20 CukA 4 M. AR 52 I 22 0% i & A Il 50 &
Ui YA L FE JC B I ¥ 0 A ARIRIMAUIR Y cDNA 5
AR L R IR AT . ABI 7900 5 B 5 R G AT 4
R, BF R E R 95 °C 2 min. 1 MEH,94 C 20 s,
60 C 20 s.72 °C 30 s,40 MEH, PR G,BIE
Wt £, LD GAPDH AE 5 & 45 R 40 B i 8 2 5
SR 2700k A BT 45 R I AE A 9 ELFN1-ASL AH
XPFRIA LI ERL 3k, HIGIY T :ELFN1-ASI,
Bl Y 5 -AATAACCCAAAGTCAAGCTGAC-
3", TSI 5'- TTGGAGCAGCCACTTAGAC-3';
GAPDH, #5319 5'-GGAGCGAGATCCCTCCAA
AAT-3", FiEal ¥ 5'-GGCTGTTGTCATACTTCT
CATGG-3',

1.3.3 SCIGAMaH S AREE  SCU0 4 b XF B4 B A |
BrMC & .BrMC+ NC #{ .BrMC+ELFNI1-AS1 4,
10 H, Brx RSN H A 4 A/ B SR AT AOM
B4 DSS 24 & UCAC #ERL, Hodr, B-MC 4 . BrMC+
NC 41 % BrMC + ELFNI1-AS1 1 ¥ %4 F 20 mg/kg
BrMC ¥ H 24 25, K[ “1.3.17; it 4h, BrtMC + NC
215 BrMC+ELFN1-AS1 41 78 4 > 6 2R 45 s) i, 43 %)
ok R R B O O R W bk O 9T ELEN1-AS1 NC, &
ELFNI1-AST JBukL i) Jig i 4 52 5 W, % B B85 H0 20 K&
BrMC 21 ¥ 38 52 B i bk 7 5 55 & 9 Opti-MEM $5 3%
o MRBUIARS G B Hl ok A Opti-MEM K 53 56
# 10 pL. Lipofectamine 2000 g i /& % Y il 5.5 pg
ELFNI1-AS1 NC &% & ELFNI1-AS1 #y 5 20 2 44& i ki
Gy RE R 30 L, R SRR AR A e ) 5 B A
AR TR S BN B TR R A E A .

1.3.4  /NERAR B B 5 0% 36 3 48 28 (Disease active
index, DADW & SEH 4515 . L RV PR & & 2 /)
BT R IR AR 2SR R M R R, 2% X
RSk AR /D B T R L 2 MR % R i
FEREEFT DAI $E43, DAL = ({K 8 F J %314y + 26l
PRI 2+ B A2 B 143 /3.

1.3.5 /NEES I m B F 30 OB IS R A e 4
1/ BRAL BE S5 - A ) B 45 i 41 4 FH 1004 19 A B 4R UK
PSR T T G DI T SR 0K 4 O ¢ A R 2 46
ViR B ALHE RAE it dz S Mg T U1 00 45 9 1T B0 R
A5 FIE B Mg A E

1.3.6 HE @ g/NR &5 WA 224k 4
BIAA /NS . 400 2 5 W e, 2848 K op Uk
T R K O 2R B A A A R B
290 4 pm ALY o KU 7 B K AR R R R



WA ESF 2025 F 4 A % 37 5% 44 Med ] West China, April 2025, Vol. 37,No. 4 o 493 -

R e e, BiokE e B3 7RO B
TS /N LA i A 2 B 2 AR A I 0 IR O AR
b ge Kb s A8 P B iE AT LS VIR

1.3.7 TUNEL 3 €& A I /)N R 45 g 41 22 48 i 0 1 1
B O & A AN BUES I A 20 B B K Ak 25
K PE T, U BN A K TAE®. 8 T
37 CHEIRFEMIEHE 20 min, PBS ¥ 2%, 3% in TUNEL
R JS BT & R F 1 h, PBS I Bk #RK
DAPT # 51 n Z A4 00 7 b & iR EHSE G4 10 min,
PBS 1 Uk 2 4 YL W, P8 6 VR IR B 7, 76 28O0 B i
BOLEELH VN G I ST IR, B sk U v BE AL IE L 6
ARE S, 5 TUNEL #7938 T- 1 gk B 5
SANEECH . L TUNEL R ic 40 i 8 H /8 40 i £ 5
Y£>5 TUNEL BHE 1Y) .

1.3.8 ELISA /Iy BU4S 4120 08 4 M 40 i PR 7K
KA 2N BRUAE T 4 2B R A T T R ZE K,
TR A AT IR AR RS K B AT B 4 °C 12 000 1/
min Z5.0 10 min, B [ 75 #& . 2 B ELISA 257 & 5 W]
B R MAEA B TNF-o IL-18,1L-6 & IL-12 /K3,
1.4 %t 9% GraphPad Prism 8. 30 #4447
Bs o Mt s i SE i B AF A A o0 A 1Y T R
(x =) Fm R B 2 07 22 50 M ik A7 2 41 1) 2504l e
B 2 PR LU 3R B LSD 7k, P<C0. 05 R 22
SEGIFEE X,

2 H#R

2.1 WHim YRS W 48 A G 45 R 28 /B h ELFNI-
ASI FiKE M 23t qRT-PCR #:i % B, 4 70 4 /N
FRZ5 2L ELFN1-AST FHXT 3 35 50 B2 i 25
LA (P<<0.05) 1 £ BrMC Ab B iy 452 %0 /)N B 45 i 41
21 ELFNI1-AST X% 22 35 & A 41 g 2 T
(P<<0.05), LA 1,

6—

S
1

ELFN1-ASI

]
®

Relative expression of

MR BERZ BrMCHL

B 1 &ANMNREFHALRN ELFNI-AS1 RiZKFUEL R
Figure 1 The expression level of ELNF1-AS1 in colon tissue of mice in
each group was determined

W 5X AL . QP<<0. 05 5B 4 i, @ P<<0. 05,

2.2 AW/ —MAE LA DAL D3 8 SC i

R /NRIE TS 3 2 X 45 AL/ BRUAR IR S AR K
B, 6 HRZH /N BR800, BN BB L 6 3 A an L ARoK
PEE CHEME M O0E H s B A BUE R ORLRE Ok BB
KAt 25 BE L SR B TROK L k£ R YRR AT O HE
i B a5 %5 6T R A I 3 R B (P<<0. 05),
DAT P53 8% BT 1 35 18 5 (P<<0. 05) s 5RI AL 1
. BrMC 41/ BB & T 3 R AR S Lok L HE R &
A5 45 3445 3 B 0 25 4 BT i R & TR (P<<0..05),
DAI 4> B E F& % (P < 0. 05); BrMC + ELFN1-AS1
/NRE K G B R OIRAS CROK R R HE A Yy
Rokat, HAR R B BrMC 41 8 2 T (P <<0.05),
DAT 3 43 ¥ 8 BrMC 41 & 2 J+ & (P << 0.05), Ifi
BrMC+NC 415 BrMC 41/ E & 36 8 A #iR 2
TROK B B HE A 55 ol 38 AR B A — 2. 4L/ R
PRt A1 DAL 353 22 8] F 3 25 7 TG it 2% 3 L (P>
0.05), %1,

x1 FHNREREE DAIFSRAUER (x £

Table 1 Test results of body mass and DAI score of mice in each group

20 51 n A () DAI ¥4 (41
Xf B 20 10 29.54+2.63 0.0040. 00
(iR 10 23.97+2. 250 5.9540. 630
BrMC 44 10 27.0842. 719 1. 60+0. 152
BrMC+NC 41 10 26.97+2.58 1.5240.13
BrMC-+ELFNI1-AS1 41 10 24.0342. 409 5.9840. 579

W S XA R, OP<0. 05; 5EE A4 8, @ P<<0.05; 5 BrMC 4]
He# . @ P<<0. 05,

2.3 HANRLGMILEFRAE R RESH/NR
S5l Ja AT A IR EE G R 45 B 2 IO L R L T
10 1 S Sl R TN B B o R
S5 RS 0 JE B ARG 3 43 B FE L s A R
G o R A A0 DR £ e Ak sl g ofR: e B, A5 780 2 445 g
i 92 %50 5 b 25 1 in (P<<0. 05) s 5BIRIA L1 %, BrMC
425 i R 70 L K b B v R A B A5 B B ok
45 i g £ B & 2 980 (P<<0. 05) 3 55 BrMC 4 b4,
BrMC+ELFNI1-AS1 24 %5 Jlj b B KO 1 . 78 1l . 7K i
St des 90 4 I =, 25 M I 9 B B A i 3 B (P <
0. 05,1 BrMC+NC 21 25 iz el 3% 82 & 5 BrMC 41 %
A MR H L EF LG EE L (P>
0.05), LK 2,

2.4 HA/NRS AL R E R Y A SR XN
B2 o A SV BED) B 1 AT 5%, ) IR A 25 i 2 S 4 41
e R SR SERE b R 20 R S R HE A 5 1T 2H 4 T
FIE A 2 R At B HE 90 25 L K a4 20 MR T 2 A
R A 2 B i SR AR A, R N
A 20 L A, BrMCHL 45 i 26 R5 20 23 1 Bz 4t i HF 5] 45
SRR ST, SRIE 20 M R v R R B SO L A o LA R
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Figure 2 Colonic morphology of mice in each group

AL NS S B. S5 R E. 5 IR e # , D P<0. 05 ; 5 EIEIZH H s, @ P<<0. 05 ; 5 BrMC 41 H# . @ P<<0. 05,

AN B A KR AR B4 5 BrMC 4 b AL, BrMC +
ELFNI1-AS1 241255 B B2 T Bz 25 46 W 3K R 0 2 M A7)

B E B E A R . W BrMC+NC 21 45 7 25 Bk 25 o
FHRRE S BrMC 440, WA 3,

B

BrMCH4

BrMC+ELFN1-AS141

BrMC+NC4]

B3 BFANMNREHARREFZTHHE FE.100X)

Figure 3 Changes of colon histopathology of mice in each group

2.5 HU/NREEHHALNHMMAT L F4/hR
5 LN AR T AL G B 25 SR R X IR
B BRI 25 B A 20y TUNEL R i 98 - 48 i %5 H
M3 £, TUNEL PHM: b ] & 35 5 (P<<0. 05) 5 5
IR L3 . BrMC 41 25 i 4 40 TUNEL #ric #9 94
T4 B % H B Wk 2>, TUNEL A F ] 5 35 B A%
(P<<0.05); 5 BrMC 4 [ # , BrMC+ELFN1-AS1 4
Zilmd 40N TUNEL bric 998 T- 40 50 H g £,
TUNEL BH: H 1] & 2 F+ 5% (P<<0.05), BrtMC+ NC
415 BrMC 401 TUNEL FHPE H ) 25 R E G i 24 B
X (P>0.05), WL 4,

2.6 FUA/NREHHARENRHEF KT L A
/N RE I AR RN T TNFo IL-1B8.1L-6
Ko TL-12 I 5 45 5 7, 55 00 HR 2 b e o A5 7Y 21 245 i 4]
41 TNF-o, IL-18, IL-6, IL-12 7K F & 3 F+ & (P <
0.05) ;s 5H 820 [ A&, BrMC 4 45 4 40 TNF-o, 1L-

13116\ TL-12 /K 3 K F (P<<0. 05) 3 & BrMC 41
He#, BrMC + ELFN1-AS1 41 45 i 240 41 TNF-a. 11
13116\ TL-12 JK - {3 T+ (P<<0. 05) . BrMC+NC
45 BrMC 41 TNF-a,I1L-18.1L-6  1L-12 /K - [t 4%
ERY LG FE X (P>0.05), WW#E2,

2.7 FHH/NRG AL ELFN1-AST &Ik KF 1
BORS A/ NRE A8 ELFNT-AST 328K i
PRI & B, 5 % B 41 b g, 455 R0 4 25 g 4l 21
ELFNI1-AST A%} %3k & & % 8 (P<<0. 05) ; 5 #
2 #, BrMC 41 45 7 41 21 v ELFNI1-ASL fH X} 3% 18
Wi E NI (P<<0.05); 5 BrMC 4] [ &, BrMC +
ELFNI-ASI Z45 H 4 rp ELFN1-AS] A X K3k &
i3 | (P<<0. 05) , [AlB . BrMC+NC 41 5 BrMC 41
() ELEN1-AS] A X} ik it Z [0 22 S ¥ L Ge 12 3 X
(P>0.05), W 5,



WA ESF 2025 F 4 A % 37 5% 44 Med ] West China, April 2025, Vol. 37,No. 4 e 495 .

X i 2H LT 2 BrMC#4 BrMC+NCZl BrMC+ELFNI1-ASI41
50
DAPI 40+ @®
30
20

2
TUNEL 104 2

TUNEL positive cells(%)

@’w‘%&%dx‘%@

N
&SP
9 @] N
;&

3 N

Merge x
$\C
Q)&

: el X g
W « >

4 BSHNREGEHLNARBATER
Figure 4 Cell apoptosis in colon tissue of mice in each group

W APAT Y BL (100 s B T4 M P L4 . 5% B4 Lk, O P<<0. 055 S5 AI 4 L 45, @ P<<0. 05; 5 BrMC 41 L4, @ P<<0. 05,
*2 BEANREHAR/XMEARETFKENELE R (x£5,pg/mL)

Table 2 Determination results of inflammatory cytokines in colon tissue of mice in each group

25 51 n TNF-« IL-1B IL.-6 1-12
Xf B 21 10 14.49+0.99 17.57+1. 82 21.47+2. 25 19.36+2.02
R4 10 68. 38+6. 730 94.16+9. 70 154. 20+16. 499 70. 33+6. 999
BrMC 2 10 14. 66+1. 529 30. 9243, 07@ 28.19+2. 862 21. 46+2. 342
BrMC—+NC 41 10 13.81+1.28 31.14+3.18 26.9742.73 20.9642. 15
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