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(=) BW BT8R 2 ( carbon monoxide-releasing molecule-2, CORM-2 )
¥ T bk ELAR Y A S PR AR R P ER SR B R . Frik 56 R RlfEE SD A Rldi b
MU R M FARA . RTidl. LT ( dimethyl sulfoxide, DMSO ), K i il — %1k
BT 2 20 (inactive carbon monoxide-releasing molecule-2, iCORM-2 ), CORM-2 2 mg/kg #H .
CORM-2 4 mg/kg 2l }¢ CORM-2 6 mg/kg #7241, 4340 8 H. SR Wiggers i R il 4 2% ML PE K 7
KEBA, CORM-2 #7541 iCORM-2 ZH Tl 4 R e84 i BV Z N8 v S AN [m] 37 i CORM-2 il
6 mg/kg iCORM-2, DMSO 4115 3415 iCORM-2 251 2%DMSO, R el F I FARLANRL T2
P, 45K B SR S 5 SR 5 AN R A B sh kR AR, 441K BB B 5 23 h R
HOCE TR EMRER (fliorescein isothiocyanate, FITC ) - 5 A J B B AR iC My 2 i Bl 55 1
F B U A 2B WA TE R BE A . o e A 8 U 86 b E AT At 5 S PR 7 T-bet. Foxp3 119
F2iK , Western Blot #6:00 K FRAAEEELL 2L TILE - v (interferon- vy, IFN- vy ). 4% 10 (interleukin-10,
IL-10) FAbA4HF -8 (transforming growth factor- B, TGF-B ) A, IEAS AT EFRZ
YRR L 207 220087, AR IEAS /M B R H Kruskal Wallis FAAIEE S . R ST
R, R5ezl. DMSO 411 iCORM-2 A1 H FITC- #i RAHHk W] 3 fm () P<0.05); 5
PRVE AR 4 L4, CORM-2 4% 5145 2 1fiL 75 P FITC- 5 SRB U B KAl (45 P<0.05 ). 5 B 2F ikt
A R4 . DMSO 411 iCORM-2 2 K KRl 41 2345105 s 5 CORM-2 T nf Uk i A il il
B, E CORM-2 4 mg/kg ZHH CORM-2 6 mg/kg 41 [l 7 45 B 52 % . R 341 F1 DMSO 41
i 8 AR L AT T-bet FU IR F RSB FAR AT 5 (¥ P<0.05) ; CORM-2 457l i 41 T-bet B K ik
IR TTAHIEAR (1 P<0.05). CORM-2 2 mg/kg 4. CORM-2 4 mg/kg 41 iCORM-2 4 Foxp3 Hi/5
FEIRBAR T A DMSO ZHIIAE () P<0.05), {H CORM-2 6 mg/kg 41 5k 50 A, DMSO 20 H 4%
ZRIGIER L (B P>0.05 ). SEFARAMLL, KT IFN-y FikTHE (P<0.05), IL-10 Al
TGF-B FIERWESR (¥ P>0.05); SKF4IHHEL, CORM-2 &5 IL-10 A ERETHE (¥
P<0.05), JLr" CORM-2 4 mg/kg 41 fl CORM-2 6 mg/kg 21 TGF-B ik I8 (¥ P<0.05), {HAYL
CORM-2 6 mg/kg AHHARFLL IFN- vy Fih T4 (P<0.05), £5it CORM-2 Wik 1 AV RIYE T 40
MGk, FRACIIER 7, Smbrse 7, WA RsT g BE 50, R4 A bR
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[ Abstract ] Objective To investigate the protective effect of carbon monoxide releasing
molecule 2 (CORM-2) on intestinal barrier by regulating the differentiation of T lymphocytes in
rats with hemorrhagic shock. Methods Healthy male Sprague-Dawley rats (n=56) were randomly
(random number) divided into the sham operation group, shock group, dimethyl sulfoxide (DMSO)
control group, inactivated carbon monoxide release molecule-2 (iICORM-2) pretreatment group and
three pretreatment CORM-2 with the doses of 2, 4 and 6 mg/kg separately. The hemorrhagic shock was
induced with the use of a modified Wiggers model. Rats in the CORM-2 group and iCORM-2 group
were intraperitoneally injected with CORM-2 with the doses of 2, 4 and 6 mg/kg and 6 mg/kg iCORM-2
instantly before shock induction. Rats in the DMSO group received intraperitoneal administration of 2%
DMSO with the same volume of iCORM-2. Rats in the shock group and sham operation group were not
pretreated before inducing shock. Mean arterial pressure of each rat was recorded at different phases after
catheterization or shock. Twenty-three hours after shock induction, the permeability of intestinal barrier
was measured by FITC-dextran flux, and then ileum tissues were harvested to observe histopathologic
changes. Immunohistochemistry was used to detect the expression of transcription factors T-bet and
Foxp3 of intestinal mucosa in rats, and the expression of interferon-y (IFN-y), interleukin-10 (IL-10)
and transforming growth factor-f (TGF-P) in intestinal mucosa was measured by Western blot. One-
way analysis of variance or Kruskal Wallis rank sum test was used to compare the difference among
groups for normal or non-normal distributed data. Results Compared with the sham operation group,
serum concentrations of FITC-dextran were significantly increased in the shock group, DMSO group
and iCORM-2 group (all P<0.05). The concentrations of FITC-dextran in serum of three CORM-2
pretreatment groups pretreatment were significantly decreased compared with other groups undergoing
shock (all P<0.05). Rats in the shock group, DMSO group and iCORM-2 group showed severe ileum
injury. CORM-2 intervention resulted in alleviation of intestinal mucosal injury in rats with shock, and
rats in groups pretreatment CORM-2 at the doses of 4 and 6 mg/kg exhibited integrity of anatomic ileac
structure. Compared with the sham operation group, T-bet levels of intestinal intraepithelial lymphocytes
were increased in shock group and DMSO group (all P<0.05). Compared with the shock group, levels of
T-bet were decreased in intestinal epithelium of three groups pretreatment with CORM-2 at the doses of 2,
4 and 6 mg/kg (all P<0.05). Foxp3 levels in intestinal intraepithelial lymphocytes of the iCORM-2 group
and two groups pretreatment with CORM-2 at the doses of 4 and 6 mg/kg were increased compared with
the shock group and DMSO group (all P<0.05), but there was no significant difference among the shock
group, DMSO group and group pretreatment with CORM-2 at 6 mg/kg (all P>0.05). The shock group
showed increased expression of IFN-y (all P<0.05), but unchangeable expression of IL-10 and TGF-f (all
P>0.05) compared with the sham operation group. Compared with the shock group, the expression levels
of IL-10 in three groups pretreatment with CORM-2 at the doses of 2, 4 and 6 mg/kg were significantly
increased (all P<0.05), and the expression levels of TGF-f were increased in two groups pretreatment
with CORM-2 at the doses of 4 and 6 mg/kg (all P<0.05). The expression of IFN-y in group pretreatment
with CORM-2 at 6 mg/kg was significantly decreased compared with the shock group (P<0.05).
Conclusions CORM-2 inhibited the activation of type 1 helper T cells to decrease the expression of
proinflammatory factors and upregulated the expression of anti-inflammatory factors. Thus, CORM-2
reduced gut inflammation and protected the intestinal barrier.

[ Keywords] Carbon monoxide releasing molecule-2; Shock; Intestine; Lymphocyte;
Inflammation
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19 T BN AR T B8 5 O i I i g e 22
MEFR T RERERG Y “ K ahbl” Y. il R AR
AR E, BHE AR 70% MR iE, JLHE
RN AT 2 BT R R A B AR
ESE Ji 8 ke 0l - FRE 4545 (ischemia reperfusion
injury, IRT) HASAS M 40 i 45 [ e e i i =
5, WK R PR AR T, U M e
) FEAME T A0 2 5 AR RGBT Z R g E
(R TRIS, R IGAFF ST i T TR Hh b 0 290 it S0 7 A Ak
B LA, X IR 5f B, 08> 4 B ROE
BN, PR as s, SCERTE IS A R
o HHTEXT A RIS AR TFB . SR
P—F AR5+ -2 ( carbon monoxide-releasing
molecule-2, CORM-2 ) J&—FfrEnr — 4 fb ik ( carbon
monoxide, CO ) MHi G @IREIMM G, CO BA
PURAE . PURT . Spefir S 2 FEaiun . AR
HI AT 52 UE S5 CORM-2 ] ARk o K U 26 AL
TR AR 10 1 o ARAIF ST AR ST % P AR T R FRUASEA
CORM-2 FiAb AR B, WEERBUA R I f 1 AU
Wit TCT helper 1, Thl )il 5357557 T( regulatory
T, Treg ) 4L KAHDCHRAER T3k, #f CO Xt
R MR 5w R U B e e ) R 1 PP

1 #MRERE

1.1 LN EESIAF

AHHFEAE FH R SE S 5 (2 A ],
). AEYPLRR S R g (AR A, HE)
E A HEOHL (Thermo, 6 ). LKA
5 CORM-2 (Sigma, F[E ), %¢I0E 55 TR e
(fliorescein isothiocyanate, FITC ) - # 54 ( Sigma,
[ ). T-bet HPi R Z PR (Abcam, FE[E ),
Foxp3 4t Bl 2 e PR (Abcam, YE[E ) 4
ik, Tt & -y (interferon- vy, IFN-v ) T 1A
(Abcam, = [EH ). F 4" %= 10 (interleukin, IL-10)
Ly EPUA (Thermo, SE[ ), HAHBFELAKF
F -B (transforming growth factor- B, TGF-B ) 1
& ( Abcam, FE[E ),
12 AYHlE

CORM-2 ¥E W il £« 1 mg CORM-2 ;7%
T20 p LB DMSO, #kZ 57, IIA 980 w L1 0.9%
ALK, IR AT, 15 DMSO By 2R
Ol 2%, ZiYIHBLEC . iCORM-2 IR L - ¥
B 459 CORM-2 VRUICE: 37 CARIlAR 72 h, 4T

Frgsees, WOGIRAE 48 h, R RE 25 1T .
1.3 kMR K RAER AL

SPF 9% M ¥ SD K R, 9~10 J& #, f& &
280~350 g, W [ TR BRSPS e, T
IES : SCXK (T°) 2020-000-1, K FLSZHFY 24 h
B, BEMROK. SEER ARG T R R A R
EBE s Pe 2 51 2525 e (R34S 2020-
841 ), ARSZHG K Wiggers B R il £ 2 ML PR 7
KEBAL, 1% M L2240 (40 mg/kg ) M8 45t
PRI R Bl 43 5 247 BBl ki & 23 5 PE-50 R &
5 P WS4 sl ki . ( mean arterial pressure,
MAP ), Zhlik 348 —mAabail, 267 5k e
MFE AN . FE B TR AR K, I
Tt A5 A 5 B R R e SR
A7 A, 0 S I U B ) 2E s . S Ik g
FAREMG, FFRRAEBRSERE RIS SR,
FH IG5 2% A 38l ik 548 — 38 Ak L 0.5 mL/
min [ 3B FF 4R I, 7F 10 min P9 MAP B 5]
40 mmHg (1 mmHg=0.133 kPa ). i1 &l ki 1L 5k
Bk e 4 (24 MAP >40 mmHg B I, MAP <35
mmHg A [\ % ) DA 4E 435 52 56 K B MAP 7E 35~40
mmHg [A] AR TEIRES 2 h, PR TEA A B g <7 mli 2.
Ry 2 h 5T 75, Sk S8 2 05
W, IRk I T e 1.5 A% 4K
AOMRKR I, 30 min PIHF MAP TH2I 1M A E 45 1k
N, W) J) 252 30 min, SCHE5HS,
WS IEL 24 h, CHALEEN .
1.4 LIGHHANTAIE

56 H SPF ¢ i P SD K B R H Bl AL 50 - 3%
oy TA, BMRF R4, R4, DMSO 4.
iCORM-2 #H. CORM-2 2 mg/kg 4. CORM-2 4
mg/kg 41 F1 CORM-2 6 mg/kg 4, 48 H. T
ARARROCEAM R, AT R MR A
K HEMRAE . A AW B CORM-2 2H T hIVE IR v st
TR ED 20 B e 1 5 2 me/kg . 4 mg/kg M 6 mg/kg
CORM-2 Zj#), iCORM-2 4254k & A 6 mg/
kg, THIAVEOR OB A R B 20 88 % vE ST 5 DMSO 4
Tl VR e A Y i R 20 0 s 7 5 5 iCORM-2 41 4%
Y 2% DMSO I . R4 AT AR AT HiAl
AL HE
1.5 KRMiFEzh 7= EN

AL 5351 K R sh ik 4 Fe B 2 (P o
h). 1.5h, 2.5 h#13 hicst MAP Zfk., HAy 6 41
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KRTEEFZ (SR ), B85 1.5 h (5
HWFE 1h), BE25h (Bik7E/52h), &
J& 3h (BB G ) id% MAP (Hsh 7281k .
1.6 KRIFEEEENNE

B ARG 23 h i FITC- 5 B BE Jis v
BRI R FRU) — RO B B il B R . 1% L H
ZHN (40 mg/kg) WSS R, @ T FUE
R G FHREER, 2Esm5RE, 454045
4 em ARyl Wi, IFHF 400 w L FITC- #iZRM
(25 mg/mL) {F9#IHE T 1 h 5 8B FUMR
FRAS 5 mL, B0 (12 000 r/min, 4 °C, 10 min),
B3 (500 wL) 5500 wL PBS IR4G, it
PENAY I CRE TGN K FUMLTE A FITC- R 2
R IE (R EIK - 488 nm, KFPHEIK . 525
nm ), MRIEFREMLITE FITC- # R, T
I 3 5 T AR
1.7 KBRBBRHERERSENER

BRI 24 h IR FUR—BA AL, 4%
ZRPBERIGEE G, 2 OB AT 5
AN - 40 (HE) Yot Je8 PSR ZIOE A,
F£H Chiu 6 HIFo 5N ARG B U TR
1.8 REAMLKRN KR E 7 HEL KB MM T-bet

#n Foxp3 #REFRIRIE

HAHARSG 24 h B HOK IR — &R0z FA L, 4%
Z R BB I dd-H0 vhik. Uk
BJE, A1 500~3 000 mL ¥ RR £ 2% mrild, 1E
P 28w RIS 30 min, AR HFBER — DL 2%
MRTE 4 CFE I, B T-bet HLlK . $T Foxp3
BUARREL /09 1 2 250 F1 1 ¢ 150, 7EVES—
PUE , INAGE &1 HRP ARic et il =ik (40
min, Ei ). #8)5H DAB (ZSGB-BIO, "1EJt5T)
BRSNS A S e LAz
MAEE S P, A RORRIEIR 3 kIR, AEak)
R BELEE 5 ASREY, WAMEE T AR A Yl
o FH ImageProPlus K4 5 B £ AR 73 B #8285 11
(R - 2 S A
19 KXREBFHSRIFN-y. IL-10. TGF-p #

iE B F K HIRIE

KA ARG 24 h B HOR B — 007 [0 i 2H 21
Western blot £l [71}ZH 4L IFN-y . IL-10, TGF-B
FHKV. 2 pd iR EH, H BCA .
)5, 1T SDS-PAGE HLJk I # % PVDF fix,
JI6 g W% k3 P 1.5 hy, 43 S A TFN-+y | IL-10,

TGF-B Hifk (#1 : 1000 7kt ), 4 CHEE LK,
TBST PEA% 3 ¥k, A HRP FRicilSEpife (1 2 3000
B ), EWTFWEE 1 h, TBST VR 3k, fnA
ECL .52, H Image] 7B A4 5 45 25 1 557 K
JE(E ; SCREE 3K,
1.10 SitERE

i I SPSS 22.0 # A4 iE A7 48 i 43 B A g 3 ik
B X R ORI AT IR SRR U6 X 25 SRS
5, RMIES DRI « brifE2E (x+s5) £
IR, RN ZE T 2507 Student-Newman-Keuls
R 5 AEIE Ao AR A T R A 8 (Uo7 450)
M (Q,, Q;) 1%, R Kruskal Wallis BEHIKEE .
2 P45 SR B ) A Ak R P AR 0 i ) 22 D R 22 4%
Mro DAL P<0.05 AZSFEAGIHFE L,

2 #R

21 FAKXKBRARERE MAP K

o5 4% 21 K ORURR BE J5 MAP 2 (101+3)
mmHg, KM (6.5+0.3)mL J5 MAP [&{% &
(37.0+0.9) mmHg, KEFFLE 2 h 5 EIRFNE, #b
WG KB MAP 4E+F (84 +5) mmHg, i F1K 7
J& . RFEAS AR RIS T] A i R TR F AL (3
P<0.05), H# K55 A B MAP 2% T4k
FERTIMLE (3 P<0.05 ). BRIEFARAZSIN, Hpak
HZBEEE3h (BERG) MEEF TG
B (¥ P>005), WE 1, %1,

1 BAKRBAFGAEMAP (n=8/241, mmHg, x+s)

Table 1 Mean arterial pressure of rats in each group at
different time points (n=8 per group, mmHg, x +s)

250 T, T T, T, Fi PfH
BFARL 101£8 101+8 102+8 103+9 0.118  0.949
N 99+ 15 37+2° 37+4™ 84+12° 81.681 <0.001
DMSO 4 102+£15 36+2" 373" 83+9" 114247 <0.001
iCORM-2 4 98+ 12 37+3® 37+3" 83+9® 137.611 <0.001

CORM-22 mg/kg #H 100+ 11 372" 38+3™ 85x11° 127.514 <0.001
CORM-2 4 mg/kg 4 94+ 10 36+2° 38+4° 78+9° 133.004 <0.001
CORM-2 6 mg/kg 1 96+ 10 38+3® 37+4 82+ 10" 129.433 <0.001
F1H 0.457 339.190 244.197 5271
PfE 0.836  <0.001 <0.001 <0.001

TE Ty HEEEIZ (SRR ), T, WEEE 15h (SR 1
h), T, WEHE 250 (B4R 2h), T, HE®)E 3h (BE )5 );
ARSI ), SR TR P<0.05;" J2L N A IR ALE,
5T, L& P<0.05

22 RVAKXREOPFARESEHENE

mE2 R, SEFRAHMLE, Rwdl.
DMSO 41, iCORM-2 41 IfiL 3 H* FITC- i J M vk &
W (¥ P<0.05), 1 CORM-2 45 4, 1% 2 mg/
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A RFEHT 5 B W RRRE 1h; C: SRS 2h s D2 B0
B R RSB AH MAP 97454k
Fig 1 Changes of MAP at different time points in rats with shock

kg 20 1ML ¥ (% FITC- 4 28 8 Wk B2 39 &5 (P<0.05),
CORM-2 HAA&K N 5 IMFRA K2 F LG I+~
B (¥ P>0.05), 5K 4. iCORM-2 4 il
DMSO 4 A kb, CORM-2 4% 51| & 41 IfiL i FITC- %

BV FE R (2 P<0.05), CORM-2 A [
2 albede, 1ML FITC- # Rk i 2 5 41t
2R X (# P>0.05), {H CORM-2 6 mg/kg IfiLiE T
FITC- i RMEAT BRI 5
2.3 FHHEKXREFELFERLESZEUE
FARA KRR A R [ 525, BARS5 T
W, SRBHESHE ST K T4l K R R 9B 5 R 2
WERRMENGE, WA IR EIRE, g
ML, BRI, A RERIEAMERLE ; CORM-
2 4 mg/kg 41 F1 6 mg/kg 41K R 01 b Rz 200 fif 2 e
I, GRS AES:, A LB K,
AR e B ks 5 W 2, g2, 5
BFARAL, KRS AmFEHLE P Chiu PF5
¥t (3 P<0.05) ; S54R 54, iCORM-2 41 il
DMSO 4 # It %, CORM-2 A [A] 7] £ 2 Chiu 3
g3 BIBEAI (¥ P<0.05) 5 {H CORM-2 £ 7l it 41 2.
M) He A, o I 4 4056 B Chiu PE/> 022 57 (3
P>0.05 ),

iCORM-2 41

e

IE#A

o ~»m""‘,d3@,g-z s 37l
i

L

CORM-2 2 mg/kg 41 CORM-2 4 mg/kg 41 CORM:
- g

2 FAKRRFIHHALRHECE M A (HE 3461, % 100)
Fig2 Comparison of histopathological changes of ileum of rats in
each group (HE staining, original magnification x 100)

2.4 FBHAKRIAFELRE T-bet, Foxp3 Fix

FH KR A5 JZ T-bet, Foxp3 ik 1H
LI 3,

S5\BFARAMLL, 7SR E R AR
DMSO 41 iz Zh 5 bk EL 41 B T-bet BT Ji 35 38 T &
( ¥ P<0.05) ; iCORM-2 4] Al CORM-2 4% 5 & 41
T-bet LR S MFRA L 2R LGEITH4E L (B
P>0.05), HKFIR w4l (¥ P<0.05); CORM-2
A F 4 T-bet )RR IA 5 iCORM-2 4 b 22 5
TGt EE X ($ P>0.05), LA 4.

H5MWFARH R, k4. DMSO 4
CORM-2 6 mg/kg ZH 7 Zh 155 Itk [ 41 ffd Foxp3 $t it
%3k FF & (3 P<0.05); CORM-2 2 mg/kg 4 .
CORM-2 4 mg/kg 2 K iCORM-2 #{ Foxp3 ¥t J&i %
KR 7 20 A DMSO 2l 3408k (35 P<0.05), 1H
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F2 HARBUNTEH FITC- HIRHR I KAHZEEA L] Chiv P B L (n=8/ 41, x=s)

Table 2 Comparison of FITC-dextran concentration in serum and Chiu score in intestinal mucosa of rats in each group (n=8 per

group, X + s)
. CORM-2 CORM-2 CORM-2
& SN 2 DMSO £ iCORM 4 H P
fabs TR LN il i il 2 mgke 41 4 mgke 4 6 mgke 41 fii P
FITC- %8 (wgmL) 00200016 5.699+0438 4517+1.571° 5117£1.519" 0.729£0396™"  0454+0261 02200214 27345 <0.001
Chiu 14> (4) 0892066 443+051" 364103  358+099° 3.00 +1.68° 2.88+0.92° 258+1.02° 47214 <0.001

W SIRTAREAHIL, “P<0.05 ; SIKVEAMLIL, °P<0.05 ; 5 iCORM-2 AL, °P<0.05 ; 5 DMSO #HAAL, ‘P<0.05

DMSO 21

T-bet

Foxp3

(HESIE D)

iCORM-2 4

AR IR A,

CORM-2 4mg/kg ZH CORM-2 6mglkg 2H

CORM-2 2mg/kg 41

2 e

FFEPEAR

3 HEKBIABE T-bet, Foxp3 FKik (Huiedfh, HORAEL x 400)

Fig 3 Expression of T-bet and Foxp3 in intestinal mucosa of rats in each group (immunohistochemistry, original magnification x 400 )

CORM-2 6 mg/kg 2H 51K 35e2H 5L DMSO 4 2% 5
TGt X (¥ P>0.05) ; 1k 541 F1 DMSO 41
Z[A] Foxp3 $iJiik 22 R Igeit2¢ 5 L (P>0.05 ),
L 4.
25 HHEKXREGALIFN-y., TGF-B. IL-10
BEARIEKTELR

51 F R H M, kw4, DMSO 4.
iCORM-2 2 Fl1 CORM-2 2 mg/kg 4 IFN-y % ik
Tt (¥ P<0.05); CORM-2 4% 7| & 4 H, X
CORM-2 6 mg/kg #H # {k 5 4. iCORM-2 ZH #I
DMSO #H Lt IFN-y 2 ik W] i A% (34 P<0.05 ).
LA S,

5 F ARA W, (U CORM-2 % #l & 4
TGF-B H H #E T E (¥ P<0.05), HAaK4AH

T-bet Foxp3
1.0 0.6 a
El bc pec bc ad
0.8 a b b b T
c
. T bc 0.4

FRIHE

A

e
N

0.0

0.0
N v L) ™ ) © A N v o ™ “ © A

ST 4 i F R 41, 4K s 41, DMSO 41, iCORM-2 41,
CORM-2 2 mg/kg 41, CORM-2 4 mg/kg 41. CORM-2 6 mg/kg 41 ;
HERFARLAMIL, P<0.05 5 SRTLAIAHL, "P<0.05 ; 5 DMSO 41
HLL, °P<0.05 ; 5 iCORM-2 4itfLL, ‘P<0.05
4 HAKRIHEE T-bet. Foxp3 HLI5 BHYER 1k 1T X e )i
e

Fig4 Comparison of average optical density of T-bet and Foxp3
antigen-positive expression in intestinal mucosa of rats in each
group

1 2 3 4 5 6 7
IL-10 _'.".-ﬁ—l 18 000

ACTIN S e — | 1> 000

PNy [ s————— = | 15 000

ACTIN ‘---- - - o | 42 000

TGF-B |gv "0 e w0 0 @D | 44 000

ACTIN [ e e w @ @ | 42 000

IL-10 IFN-y
z 15 £
g bed ¢
a be 2
< 10 .
2 £
3?3 05 i:
& - 3
= =
Z E

—
@
T

=

-
o

-
o

AR FiLAF (TGF-B/B -actin )
(=]
e

e
°

N v L] > “ © A

1~7 MR BT R 41, 4R 32 41, DMSO 41, iCORM-2 4 |

CORM-2 2 mg/kg . CORM-2 4 mg/kg 2. CORM-2 6 mg/kg 41 ;

SERTFARLAMAL, P<0.05 5 SR, "P<0.05 5 5 DMSO 41
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