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[Abstract]
macrophage-derived foam cells. Methods: RAW264.7 foam cell model induced by low-density lipoprotein  (Ox-LDL) is established,

Objective:To explore effects of H,S on expression of COX-2 on macrophages (RAW264.7) and formation of

then added with different concentrations of H,S. Detection of foam cell formation is conventionally practiced by Oil Red O staining.
The expressions of COX-2 mRNA and protein are detected by real-time qPCR and Western blot respectively. Results: A significant
increase of the production of COX-2 and the deposition of intracellular lipid was observed. Different concentrations of H,S can
considerably reduce the expression of COX-2 and the deposition of intracellular lipid induced by the Ox-LDL,especially the
concentration of 250 pmol/L and the difference is statistically significant (P < 0.05). Conclution: H,S can significantly reduce the
expression of COX-2 in macrophages(RAW264.7 )and inhibit the formation of foam cells .
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MZL O X5 Al NaHS (Sigma 2 H], [ );
RAW264.7 4 ifd ph g 3 BB 24 S A B2 2 B 22 55 2
FHWE , E R PCR R & (TaKaRa AR TFEAH],
H7K) ; DMEM 53745 (Hyclone 23 F), 3£ ) ; Ox-LDL
(JMNZER AR R A A IrA 5 Wi E
AR A A 1B OB (SRR S 2 v) , HAR ) 5 %
JESEIE B PCRAX, M AZIR 3 M1 {Y (Eppendorf
o), ) PCR Y (Applied Biosystems 23 ], 3¢
);CO, B3 F546 (Thermo 28 H) , E [ ) ;B T/ER
(M LZEESHEARARRAT)

12 7%
1.2.1 @fgzinls RAW264.7 fm it kALK A ) &

RAW264.7 40 Mi 3% 5% T % 10% /N4 13 (100
U/ml 5% 100 U/ml HE55 2 19 DMEM 53500+
RS R 37°C,95% 255, ,5%C0,,

IO B (0 40 M 22 70 21 6 FLARC, FERECh
1.2x10° /4L, LLE L% DMEM 5535 48 h, 1E# %)
PR ORGSR FERG 5% 48 h,  XF AL BT HUk:
K40, 75 TS IM %% DMEM i A 2 vk BE 4 60
mg/L, Ox-LDL }73% 48 h; AN BE HoS 41 . T
DMEM i A3 A 60 mg/L Ox-LDL 1555 24 h
J& A BIIMASMEYE HaS HEA NaHS, i HZ0k B
200,250,300 .350,400 450 wmol/L, 4kLE555% 24 h,
122 W& o#é

3R 6 LA, FH 109 9 [ 72 2 % 5 30 min
JE FHKHEKIEYE 2 K, 0.5%F 32T S5 N B U 2=
B KA 32 W fE L U A [ S r 4
37°CHFAE 10 min, 60% 5 NEEFHUE 3~4 s, 9OGHEE
A T AR, IFAE 100 F5OLEF T, BEALER 5 4>
PREF R R 20 i (PR PR 40 A ) B 4t s 4k, If:
TR R PEAN %

1.2.3  SBF% R % % PCR FH4&M COX-2 mRNA #9
kik

TRIzol IEVEHUAS A AL S RNA, 354 5% RNA,
HR NIRRT K . 37°CH: 15 min, 85°CH: 5 s, /5 i
SERF PO E i PCR I & COX-2 BYRIE, RV
M 95°CTASVE 30 s .95°C78 1 5 s . 60°CiE k 34 s
AT 40 NER, Hod coX-2 By LSR5
GCTCAGCCAGGCAGCAAAT-3', FHigl ¥k 5-
TTGGGGTGGGCTTCAGCAGT-3" 5 (N2 B-actin (1) |-
Wen1 ¥k 5" -ACCCGCGAGCACAGCTTCTTT-3' , F

5198 5'-CATTCCCACCATCACACCCTGG-3'
1.2.4  Western blot &40 COX-2 & & 9 £ &

WA AL AL, AR 2 b, DU 2 ik
B, B 50 g 8 FRE ISR RS o fe 64 T
SDS-PAGE 7385, FLUKAS 5K 8 5% 3] PVDF it
L 5% AR AW E AR 2 h 1:2 000 COX-2 FEFHHY
T REDUIAR 4°CORFEFE R, PBST PEAR 15 min x
3K, 1:5 000 FHTR_PUEF 2 h, PBST PEAE 15 min x
3, HEA R (ECL) B R G T R,
13 %tz

BUE IR + brufEZE (X + s) R, Bl H
Prism {4 E 47 AL B, 2 41 (8] Fb % R FH one-way
ANOVA 4387 L) J Newman-Keuls Multiple Compari-
son Test HHATRLES, P<0.05 NZEFRAHGIT2#E L,

2 5 R

2.1 H,S % Ox-LDL # F 8 RAW264.7 20 ftLieL kAL
oA

I HIMEL O Jeta iy I kAl 457 NaHS X} Ox-
LDL i35 RAW264.7 AHEaiR b ism . 255 %M
Ox-LDL 7T LA RAW264.7 4007k AL , FEE: 40
Fik(84.46 + 0.97)%., 5T 200.250,300,350 400
450 pmol/L NaHS 1] LIA[FREEHI ] RAW264.7 4
J7E Ox-LDL HRE T iRk, JEHAE 250 wmol /L
B4 i H e o B A, PHAE 40 3R (15.78 +
0.57)% (F1,E 1),

1 SEMLT O REIEEARE

Table 1 The percentage of positive cells of Oil Red O

staining in each group

205 PP A (%, +5)
IEHH 14.08 = 0.69
papictecl 84.46 + 0.97 ***
NaHS 200 pmol/L 2 4521 £ 045"+
NaHS 250 pwmol/L 2 15.78 £ 0.57**
NaHS 300 pmol/L 2 38.52 + 0.66 " **
NaHS 350 pmol/L 2 48.42 + 0.55*
NaHS 400 pmol/L 2 5227 = 1.15**
NaHS 450 pmol/L 2 65.07 + 0.47***

SIE#MAML, “P<0.01, **P<0.001; S BAML,P<
0.001(n=5),

2.2 H,S *F Ox-LDL % RAW264.7 2 it 49 COX-2
mRNA F ik 8% @

I %t E i PCR 7E 40 F 7K F LA il 25 7
NaHS %} Ox-LDL %55 RAW264.7 4iiifd COX-2 mR-
NA #9520, 455 R0 25T 200,250,300,350,400
450 pmol/I. NaHS 1] LA [F] T2 & oA ] RAW264.7
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A IEH 4L B X HEAL ;€. NaHS 200 pmol/L 41 ;D : NaHS 250 pmol/L 41 ; E; NaHS 300 pmol/L 41 ;F;NaHS 350 pmol/L 41 ;G : NaHS 400 wmol/L

2H ; H. NaHS 450 pmol/L 4,

Bl 1 H,S XF Ox-LDL iS5 RAW264.7 NI R ALAYSE IR (L O Yeft, x400,n = 5)
Figure 1 The impact of H,S on Ox-LDL-induced RAW264.7 foam cell (JMZL O Y&t x400,n = 5)
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SF B RGP
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Figure 2 Effects of different concentrations of H,S on COX-2

mRNA expression
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Figure 3  Effects of different concentrations of H,S on COX-2

protein expression
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WEAIR AR I O, IR 2 AR ) 2/ DX AR B
PR TR | M4 AR A B A LA LR R, R
755 E WA M I TR Ak i DG R 22 22— 1% Ox-LDL, B
AE_F 98 Z2 FhRH BT~ fel PR A0 A 5 N B R, A
e OB NN L N A R e S U R A S =S
YR R IR ZFPZ R, N SR B R A,
T IR E BRI E R T4
N . B —J7 B AERY Ox-LDL 38 il W4 i iy AE
(]t A3 5z B, 9 7 T A 2 35 ol T 1 s 5 7 200 i N
BAEIE T E W20 M A A iR AR B A
T2 Ox-LDL 75 S IR AL R v ] Z0 3 K A1 R
2 Jf PR 4 A8 N B AR P T (VEGF-A) (COX-2
TNF-ou 1L-6 %, N g 5t A UTAR , 3950 RAE RN, A
VEREREALERR O T Ox-LDL 7515 S B W4 i
AR B A S B RAE R F COX-2, B2 AEE Y
IR (AA) & ILETS R R (PG) ot 7 1Y BR# il , |y T
H 5 3% T (NF)-kB (25405, 24 4 i 52 5|
T3 (A B2 56 TP Y Ox-LDL) J5 &3t — R 5 {55
HREMT COX-2 5'umf iy o1), Stk COX-2 %
Sk, HETA S COX-2 BYFRIE . COX-2 FE A M il ffd 5
TR R ARV E T, B RT DA A AR DU AR PR %
1 Hi 9 R 3R 2R B W) (TxA2 \PGs 45 ) 1 B fA—
PGH,, #5546 A 7~ PGE, By 323k COX-2 I
HAE B PGE, 223K 5 REMEHG i i 48738 15 1 , 35 m
PRGN RELRGR , SRRE A A ik fe T
RN T A 3 A 4R I A RO
T LA BT AL AN A DL R A A R L TS AL
B4 B R T, {2k AS AR R DL R B R
FaE,

H,S & —Fh o | SXG BAR A AA, 2 LA
4k NO .CO ZJ5 KM 7 — MG 501, WiFL
SR Nt LR A Qe AR b mT DA TR A BB
HIW HS, WFERMNTEME HS HASEk . $iM
T BUR Prer4etk Aot SFokimes gL,
P AS FEAE I BEHATRAE A S g5 i ] NaHS 4
TR 25T Ox-LDL 75519 RAW264.7 4iifd A H.S,,
R R, 0x-LDL 55 T RAW264.7 4l iyl ik fk,
AR YR AE T COX-2 ks, 47 HA
PTG TER) HLS J5 4 M N IR B AR A COX-2 (3R
P, L 250 wmol /L HoS 5 i . AT BERIHIL
il 2 Ox-LDL S8 W4 i v R Ak il A rp— 2 95 1

kB IZE S AL, HHOREILE) NF-«B 15 DNA 455,
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