IMMUNE SYSTEM REGULATION IN INFLAMMATORY BOWEL DISEASE
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Fig. A - The percentage of initial body weight of CCL1 treated mice remains steady at
around 100% while that of untreated mice decreases (****p<0.001).
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(D) Photo of Colons

3

METHODS: CONTROL TREATMENT
Medium rse CCL1
Defreeze R Filtering & eccn S . : -
containing injections in = o4l
(1) DGM’CC*LI ™ ccL1and =1 column o ™ Treatment ’—3 (33 =
cells isolate CCL1 = L& |
DG44 group ;
. i n ' |
- N W w >'
p I It = | v
= .
un o ' ‘

3
il

L

{ b 8
sl st s oot

58—
st

(2) e DISCUSSION AND CONCLUSIONS:
Csr:?c:m DSS %\ PR TR * As the role of CCL1 has not been studied
%\ K * extensively, our project researched its
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” function in the progression of IBD
vay 0 z * Injecting the chemokine CCL1 inhibits the
'1. Isolation and preparation of CCL1 injections | progression of IBD

2. DSS model in mice: C57BL/6 mice (6 mice/group) were treated with DSS (4% dissolved
in drinking water). Mice were Intraperitoneal Injection (IP) injected 24 hours post DSS
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administration and twice more on day 4 and 6 with either CCL1 or Phosphate Buffered e There is a potential anti-inflammatory role

Saline (PBS)[3]. . . ]

| | of CCL1 in the colon in the DSS-induced
*DG44 CHO dhfr-/- - Chinese Hamster Ovary cells, dihydrofolate reductase (dhfr) deficient mutant. Creating CHO-DG44 mOdEI Of acute COIitiS in mice.

mammalian cells clones that are highly expressive for recombinant CCL1-lIg was described
**The Wallace score rates the severity of inflammations on a scale of 0 to 15. A low score indicates a healthier colon.
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