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Fig.1 Schematic diagram of the treatment plan

of each group of mice
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Fig.2 The effect of camel milk on the weight change rate and DAI score of colitis mice

o R 2022 4F45 3 4]
*3 5lMF5
Table 3 Primer sequence
E3 el
IL-1B  Forward-5’CgCAgCAgCACATCAACAAg-3’

Reverse-5’CCACgggAAAgACACAggTAg-3’

IL-6  Forward-5’ AggAgACTTCACAgAggATACCA-3’
Reverse—5’TCATTTCCACgATTTCCCAgAgA-3’
IL-10  Forward-5’ AgTggAgCAgeTgAAgAgTgAT-3"
Reverse-5’CggAgAgAggTACAAACgAgeT-3’
GAPDH  Forward-5" AAgTTCAACggCACAgTCAAge-3’
Reverse-5"CATACTCAgCACCAgCATCACC-3’
2 HRE5S

2.1 /NERKET DAl T

o B, DSS 5 5 /NS W 2 5 N 251
IBD FEARABAIS AbFE /N BRUFT, R X 45 41/ BRU i
IfReE Rl /NRRE TR F 2R, K 2 s,
B 2.5% DSS (KA, 25 FLALFT CM 41/ B T 5
KRB K, BRI A CM+DSS 434 % B A &
R T RE BT RET 14.29%H 6.1%,
Ha P, BEA /NN 4 RIFIR IR E AR
EREAFBEET (P<0.05), MR CM+
DSS 41/ AR T R R AN, BLS F RE
IR ZE, I 4 RIFIRIRE AL R AT B0
it 22 5 (P<0.05), % W] CM i J5 nl DL 2% i
S 9 /)N B DR i R

TEABE /N URT 1 K, DAL PE45 Hy W8 22 % 3 1ot
ZEERE RO . O S AR A 1 DL 2R A
PESEATIEAL . BRAKE SN, B DSS By L LA ZH Al
CM+DSS 4 ik & Aok et - dh i 2>, HES 3

12

& — a4
:ﬁ‘ ) i —— fRRA
e s
;R/ S 8 |——CM4A
&
é 5 6l CM+DSS
= =
9o 7
I o, 4f
BE
=g’ * "%
té w ?/"*
K g o —
3 t 1 2 3 4 5 6 7 8
o
(=1 =
I 1]
Time/d

(b)



9228 %3

B Be SUST R RAB AR BN T R4 W KGR 1E 65

KIF/INRIF US55 4 K W Oh 1, AER
2 RIFIR, 525 U4 A H BB 4 DAT W5 HAT &
FH G255 (P<0.05), 25 7 K DAL W43 ik
Py, =ik 9.6 7y, SREAZAANLL , CM+DSS 4
DAL 343 ¥ I T #5881 40 (P<0.05) , #1567 K B 3F
O30 6.1 43, ELYG IR BE AR AT 2218 2R 4 KIT IR
SRR A e B BN EES (P<0.05),
A, #MFE CM 2 M T 45 I 9 /N B e s B2
FRAE , A48 KA el FIAE TS .
22 ZHFKEMKEAZFITS

fife N BUS U 25 I 4 2R 45 i K AR
. o G5 K BE AR A R A o A Y — > AR, R

SE IR, S5 R 2s Ih k4 . il 3 BTOR 28 /DN
FRZE W Al 2K B e K, R MG ELAR WL K, b 9
FEAH A A I 2 45 B K R R, S A AL g
KEMILEA B &S 7F 25 (P<0.05), HE R
HH K P 2 R B K FE O, B CM
TG , 25 W 4 4615 LA BT 22 g, CM+DSS 41/ i
ik E SR AL BA B ENSI AR
(P<0.05), W] CM 0T LLZZ i 25 i 9% /)N R 45 W 4
T E IR

WE 4 s, @i HRE Qe g5 SRR a5 [
N CM /N RGS A SRR HES & 5%, S5 B
FR 56 B BRES T, oA DL A2 5 1S AU 21 /)N B4 s 4

10p

8k

i
Colon length/cm

T HBOA M L, #P<0.05 ;45 725 [ 418 H L #P<0.05,
B3 ZIAXMNEBR/NREHKENZI

Fig.3 The effect of camel milk on the colon length of mice with colitis
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Fig4 HE staining pathology and tissue damage score of mouse colon tissue
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Fig.5 The effect of camel milk on cell apoptosis

in mice with colitis
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Fig.9 The effect of camel milk on serum inflammatory cytokine levels in colitis mice
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Fig.10 The effect of camel milk on the mRNA of inflammatory cytokines in mice with colitis
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Preventive Effects of Camel Milk on Dextran Sulfate Sodium—-induced Ulcerative Colitis in Mice
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Abstract

(DSS)—induced colitis in mice, which might provide a new entry point for the research and treatment of colitis. In this

The aim of our study was to investigate the protective role of camel milk (CM) on dextran sulfate sodium

study, ulcerative colitis was induced by oral administration of 2.5% DSS for 7 days in drinking water. A total of 60
male C57BL/6 mice were randomly divided into 4 groups: control group, model group, CM group (10 ml/kg) and CM+
DSS group. The protective effect of CM was assessed by weight change, disease activity index (DAI), histopathological
scores and immunochemistry. Detect the level of inflammatory cytokines and myeloperoxidase (MPO) activity in colon and
serum by ELISA and real-time fluorescent quantitative PCR to further reflect the influence of camel milk on inflamma-
tion. Compared with the model group, CM supplement decreased weight loss and DAl (P>0.05), also significantly re-
duced the levels of MPO activity and inflammatory cytokine (IL-18, IL-6 and IL-10) levels in serum and colon tissue
(P<0.05). Meanwhile, CM can relieve the colon shorten symptoms (P<0.05) and protect colon tissue structure. Camel
milk has the effects of inhibiting neutrophil infiltration, reducing inflammation and protecting the structure of colon tis-
sue, and has a certain protective effect on DSS—induced colitis damage in mice.

Keywords camel milk; colitis; dextran sodium sulfate; inflammation



