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LBP EE ;B LPS FS Kk HBiZE R
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wWEE,  HEEL. @ kD,
F3EA, w2,  FRE

1o VPR WA AL A W B IR AR 5 R R S SE R, T 530005
2. TR AanRleE S5 ERERE, BT 530005

HE: ATRIWH B EIHBRLELZAUBDARAEIYKFEBRELMMAENEFT(LPOFF TREMXAR®
A, EARAMZRERBREOEZ% 0% LBP A A shRNA € 2 # pSicoR-GFP-shLLBP774. #| /A % & B ¥ &
FRFLBEREMI, HATHEHRZE QRT-PCR Z ELISA #nl, £ 2 27, L E® MM E R 5X10° IU/mL i &
# LBP-shRNA774 2% & #k, B EIFH(MOD K 300, BE7dHEMHT, BEHXFEMRT 50%. qRT-PCR #7)
“RRF, 5 LPSARA AL, shLBP774 & % 20 T4 % ¥ #r 4 LBP % B 89 & ik (p<<0.01), CD14, TLR4,
TNF-a,IL-18,1L-8 ¥ % B k& B % KA (p<|0.05). ELISA %l 25 R XA 0., LHarmumAgre, @5 it 4y TNF-q,
-1 ERAEFEFBEMK(P<T0.05). AELR AW, 4 LBP AR AKX TAH LKA LPSHF TEHZE L @0 X
EAAARe AL, ML LIPS R Xm AL, 7 TH LBP 1A ¥ K BH RN R K L4 E K ek
A LPS 8 K45 5 4 54 F ALl

E B . EAELLSEG; RNAG K4 $HEaie; LPS; A B K&

FES S $823.8%3 MEKARERD: A XEHS: 1673 -9868(2018)07 —0009 — 09

5 KA 8 20 A A B WA L A S AR K NK 20 D45, e A1 JE I Hh BRI s A SR DR R R AR
Ry 56 R 928 IS IO A i R B — G Bl k. AR B A U5 RN A AT X AT e 0 I R R O . 51 R A T )
WERETL  fih & S . IE 2 88 (Lipopolysaccharide, LPS) A 22 [CRA L A0 e F 2% N+, 2
R Je e KA PENFH I s 2 B 4 8 11 (LPS-binding protein, LBP) % iy JFIE 4 8 . A0 X 4> 7 5 5 24
H6X10" K/, HEA 5 LPS 254 8 115 4 . 068 506 B SO AR RN T &0 EAUERIE T
UMM, AT R AN . R R AN R R R AT B T R R B L
B2 T4 Toll BB PN Z K 4(TLRO WY L, H N s &5 2= WP LPS K48 A, JE L LPS/LBP
EEY . KIS % 2 A BURE (CD 1O IF IR BRI 25 6, B0 TLR4, )3 2l I o9 A 88 4 7316 8 7
88(MYD88) FIHEMHT MYDSS e (s 515 %, et LeB BEBR1L AR AR . )i NF-«B 151k, i SR W kAW
FAn TL-18, TL-6 Fl TNF-o B, il & A 32 56 R g Be 40 R g, ™ i ) ] SOLAR SE T

O UeHHEM. 2018-05-22
HEEWH . A FE K LI (2009ZX08007 —009B) ; |~ FHAIHI B2 & e LI (AA17204051) 5 J7 G [ 28B4 564701 H (2016 GXNSFDA380030).
TEZ A WResE 1986 -, Lo, E#fsed:, FENH WA 55N TR,
WARVER . 2598, DFFE0.
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WFoE &I, LBP AT3f 58 LPS X 528 40 M i) o5 S 8800, 8 3Rk 7K1 5 2 b 58 e i B DI AH G, ATy
Z PP RAE PRI YRR EY . i ET L RGBT R L BRI A AT e &N L b
AR R BB e J5 AN FE R R AR, Aok R 8 LBP $& K Z2 235 R 3646 IR 55 08 05 AR 08F . K A R Jak e
LRI R BB, — e K H B A Y RRE e W AR 227, W] LR R K- LBP £ H 33k, Toddonio
ZRGE LB, LBP (—/—) 3N E R /N Bl i/ G LBP/ TLR4 {5530 % . %5 22 PG BA P B 000 A sk % 1t
FERARG, T30 LPS FIE AR BE R AN N T, Ui A B Y A b LBP SE N SR X HLUAAN R, LBP
FERTERPUAN B 5 | SR b 2 F5 19, Sun S5 HRGE & B, N4 S 4l LBP 8 A ] IR 1 054 2L 1 R 40
LPS 8K I Bi. Pretorius Z2 45 M, WA W) 09 LBP v] fE 9 FH R Bl i6 2 BUBEIRU%. 1M Fang 7 & 8
LBP #l il ik (MP12 1 P1) B %€ LBP #1 CD14 54, #1523 NF-KB {14, fe RAM K 7 TNF-o HEPH %
IR FIEE 150 W S REAIK (p<<0. 01D, 45T LPS 5 & KRR AE. Sl . f5c i #3845 13 & BT B Ik AWRKS
T/ BN B 250000 A Y v W A AR I v P TL-1B8,1L-6 Fl TNF-a /KF, % LPS 55 TLR4 m#ik, M3
B SR JOE R0 45305 » A 2 LPS 485 K ™. Huang 2679 f% B LBPshRNA Fiki % e A549 2001, &M
UiER LBP FEP eI p38 MAPK F1 p65 NF-«xB &k, Mgk LPS 55 K R 45. Bz, KA &
B, H4 LBP & 1. LBP Ml Ik . LBPShRNA Bf B % Y 55 07 P F 58 % 3L I Dy B8, 5 A AN [R] 5 5 55 78 v 3 2R
FEFE2E S, (AT P8 G 08 9 0E RNV » #E — 8 B B L BRI A R IR 72635, DA 11 59 2 B R RE . 2 FR ML AR
AR, BHETZECA X LBP FEF IR AU R TR 5 A, X RBEEFRIRER D,

IK2E (Bubalus bubalis) 3R E g 7 B EELTMAEM KA ZE Y, B0 5 w5 A 5 1 1 9%
Jir A 527 A R 928 B g AL A P A 5 R T A B, DG T DR TR ) i 1 R A R B Y 5 A 5 A X B D
BT R G5 A4 KA AR AE R 22 50, B OG0 715 BAZ 8 mRAF JF &, 0 Toll BEZ K. TR
Y0 R B 2 AR S B Ay FAn BRI A AT. Bk, S TIRA T /K4 LBP R 7E LPS Bk &I
VE I e HBUR AR 545 40 F IR MLE] . A ST LA PG A bk 4 S0 & I o0 A% 5 0 240 B A b kL, D 42 0
AL T IR JE AR AR B W A, DR SR AR SN [ K 4= LBP R 3R GA%F LPS 5% N R AE A G LR 3R A 1Y
SR, RIRST LPS Bk o F LT 2 45 # 8 5L ath Kok 4= Buom & Fh 4 4L i 2.

1 ME5R*E
1.1 FEXWHMH

KA AR R AL SR A T8 Kool . MEdE R K 4 3 4E 1S, 483k 80 mL. i pSicoR-GFP,VSVG 1 NRF
2 R B 12 s B AR AR R G 3 kL, 293T M &R . B IRL pSicoR-GFP-LBPshRNAT774 Ciij # 52 5 £ 55 iF
i%/N RNA F B I35 1) . pSicoR-GFP-1864 (NC B PE X ) 2 A S 36 % {5 78, 1 18 0 7 s 4k ok
WA ¥R DHO5« B PE. 2140 i 24 A i W F R M 224 F]. TRIzol Reagent M4 H Invitrogen 23 F]. RIPM1640 &
RS W . HHER R IR AW, FBS %W A Gibeo 24 AL LPS ) H 26 [ Sigma 23 A, Focill 438 W A
STELL CELL /A #]. PCR 51¥ i B4 TAY TRARA A K. &0 EF TNF-o f IL-18 /) ELISA
W& B S BEEYE ARATF; SYBR Green PCR 57 & i % 52X 55 & W B 35 [E Takara 2\ .
1.2 EBRSBLEEREZEBMEBTTE

ANy B s S K AR R AR A M, BT 37 °C .5 % CO, BrRMMGRERE 3% 2~4 h 5, Y oA I Rk
20 e B AT SR AT Al A 1 I AR R AL B R AN, B SR 3~4 d, FRAZE MR AN M A8 E SR F AR TH AR IR S A CD14 R
SMEPUR R BEA A, RS WSTR[ 27 ], 40 M kB G KT 95 %0 vl T R 2255 5. LBP-shRNA 4
R 1 ( GFP) 1805 5 26 38 20Kk th A S0 36 S 01T B 398 JBCHI ) 3008 Jie i o (SR R 6 i 770 P iR A7
SE, BAMEXTRECR Y Bt shRNA1864. 18055 6% R = BUORL R 40, W R 45 1k A7 4 4 OF g 3 5 0
HEAT I BE R A . 2 (0 TG T LS T AR Ak R 1 s B AR Ul D AR B A N A ) L T i e i
T 12 fLAR, 2 6X10° A /HL. W R s IR BV, B AL A0 I om0 B (MOT=300) (1 JC IfL 15 55 #%
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W, BT 37 °C,5% CO, & fikigt 4~12 h, 35 LI, Hli & 10% FBS+2. 5% A ML 7E 155 5200, 4k
BEREFR 5~7 d. Ehm . DWAMREEN 1 pg/mL LPS il 6 h. WodE 40 i f % 5% LI W T /5 225 4. LBP-
shRNAT774 1895 8 B YK A BAZ E WA JSC 50 7 6 41 O 25 14 (Blank) ; @ LPS HIl¥ 4 (LPS) ;s ©
NC-shRNA1864 4 (NC); @ NC-shRNA1864+LPS 4l (NC+LPS); ® LBP-shRNA774 4 (774); ©® LB-
PshRNA774+LPS 4 (774+1LPS). LK 4 H & 3 K.
1.3 WEZE= PCR( real-time PCR)I§iE

K HI Trizol i 77 42 B L 5 RNA. DL RNA fE B T 5 — 5 cDNA & . 519 & i1 Bl
Primer Premier 6. 0 A5 11, FEFA G195 51 UL 1. Real-time PCR #24E J 2850 & vd B B kA7, i
A& . Takara SYBR Green master mix (2X) 10 pL, 1F. & X8G4 0.5 pL, ROX solution 0. 4 pL, DNA #
Mr 1 pl, MUK EZEKZE 20 pl. 78 ABI 7500 A8 e i 20 4791 55—20: 50 °C 2 min, 1 MEH; 5B
. 95 °C 5 min, 1 MER; 95 °C 15 s, 40 MEH; 60 °C 60 s, 40 MER. GAPDH {E NS IR, KilghF 5,
FRIEAEARM Ce A, HERAWRZHANSI C 8, 183 ACe 5 5 AEHRH FTF ACe (BI85 1E 5 X R4 AC
B, 193] AACE {8, FEH 2 29 A & AR 58,

*1 EE3IMEG

SE 44 B Ell 7/ N 1
TNF-a 5-GCTCCAGAAGTTGCTTGTGC-3"; 5-AACCAGAGGGCTGTTGATGG-3’
IL-1B 5-CTTCATTGCCCAGGTTTCTG-3"; 5-CAGGTGTTGGATGCAGCTCT-3’
IL-6 5-ATCAGAACACTGATCCAGATCC-3"; 5-CAAGGTTTCTCAGGATGAGG-3’
IL-8 5-AGAACTTCGATGCCAATGCAT-3"; 5-GGGTTTAGGCAGACCTCGTTT-3’
TLRA4 5’CTGCCTGAGAACCGAGAGTTG3’; 5’GCTCCATGCACTGGTAACTAATGTS3’
CD14 5’CCGTTCAGTGGTAATGGTTGC-3"; 5'TGGTGTCGGCTCCCTTGAG-3’
MYD88 5'CGCGACGACGTGCTGATGGA-3"; 5’ TCGCTGGGGCAGTAGCAGATGA-3’
MD-2 5-GAGTTGCCGAAGCGTAAG-3"; 5-GCGGTGAATGATGGTGAA-3’
IL-4 5-ACCAGCTGATCCCAGTGCTGGTC3’; 5'TGCTACAGGCAGCTCCATGCA-3’
IFN-y 5-CTCCGGCCTAACTCTCTCCT-3"; 5-AGGCCCACCCTTAGCTACAT-3’
IL-10 5-TGCGTTGGTTTGGATAGTGA-3"; 5-AGACCAGAGGGGATGGAGTT-3’
18S 5-TCGCGGAAGGATTTAAAGTG-3"; 5-AAACGGCTACCACATCCAAG-3’
GAPDH 5’'GGCGTGAACCACGAGAAGTATAA3’; 5’CCCTCCACGATGCCAAAGTS’

1.4 ®EgBk%Y% KB (ELISA)
SR FHRUATE A S 0 it B66 88 15 ARG 00 400 D1 35 W TNF-o, TL-18, #8444 A2 4 MR g 5t 08 5 4 50 & 106 W 43
BAARAR 3 AN AL, ZIRIE. LR ER 3 K.
1.5 HESItHH
25 B3 DR A A6 3R AR B SR T AACE W15, S5 R I L ARl 227 ok, Hirh 25 BRI SR8 i 46
B2 N B FEAIE . $E R SPSS 18. 0 G 8R4 ¢ K36 20 B

2 # B

2.1 LBP shRNA BiEEBLAMX BNERMNFLR DT

SRR B VR A MG 57 24 h )5, dEMSE 0 EE, ZRNKARIREZHIE . WG AR, S ED
P, EERHLI RS, AE T P08 FE R Y TR B MOIT 2 300, BEULHFLE 7 d I 0F . A 26 6 8 B 1o w5
Y, B ML FRIA RS AU H . IR R Z S 60 20 (K D).
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B1 HBZEEAMKESERREEER(100X)
YL A AT 9t E B PCR B, 255 R L5 % B4 b8, LBP shRNA774 41 7] & 41
BINEYE LBP 3Lk, MIHIZH 49. 2% (p<<0.05); TfE LPS ST, ZAMHI Z K 58. 9%, 2 F4k

BA G753 L (p<<0. 01 (A 2).

LBP ERAANRIXE

T I
1 1 .

PPy Blank+LBPsh774 Blank+shNC1864 LPS LPS+LBPsh774 LPS+shNC1864

Note: * means p<<0. 05, compared with Blank; * * means p<C0.01, compared with LPS,

B 2 LBPsh774 2@ B LBP EEMFIRR

2.2 FHRLBP EERENETHBEXERRIENZ G

¥ H LBP shRNA 18 5 3 8 L /K 28 B g 4 f . WSO 4% 20 240 i, SR 2% & PCR J7 kA I LBP {7
S TR KA. IR EI, ELPSIES AT, LBPsh774+LPS 4 H TLR4,MYDS88,CD14 i
MD-2 R ERY TR, HEFEASH ¥R L (p<<0.05); NCH ., 774 A5 WAL ZRAEH SR

HES S E
30 b

I
p~

EREEXR

b O TLR4
= (D14
MYDB8
m \D-2

ab a a a

[TEErTIN (Ll =
NC NC+LPS 774 774+LPS

AT R Z R RA G E L, p<<0.05.
B3 LBP HEEMKTHEXEAEEARZIET



% 78 WEE, F: LBP ARREKN LPSHFARFEBEEMB X EMX AR AKX 5

2.3 F# LBP BEEREXREMEEFEERIZNZ N

K ERARTE 8 J7 ¥k, X LBP shRNA 8 9 8 8% Y4 J5 7K 28 B W 20 B v 19 28 i 20 JE I 1 A7 8 50
Mr. a5 EMW . 78 LPSIESF AT . LBPsh774 Ab B A ) TNF-a.IL-6.1L-8. IL-1p3 %4 R 40 jg K +
TR RMEFEAL, % LBP BN ER)E, RN T IL-4 £iXWBFE ETF, 1L-10 & IFN-r 3L £k B ¥
THEC(p<<0.05) (K 4).

700 -
600 F % 3 TNF-a
= B3 .
505 - Z ea IL-6
[ Z IL-8
B a0t Z
# z - /18
= 500k Z'
Z Z
Z
200 |- Z
mﬁ* ~
100 | Z I
Oaaaal % laaaaI laaaall—%_‘
XTER NC 774 774+LPS
30
b b = J1-10
25+ 1 5 ] 1L-4
0 mm /FN-r
K 20¢r
g
E 15 a
4 a a
a a a
i %
b | é
05|
0 1 L L
XTER LPS NC NC+LPS 774+LPS
4 LBP ERMEMREAREFERNREZZN
2.4 F# LBP EEFERIEN M5 idh sLBP E 600 - SLBP
BRI o S00F
X 45 552 B 4 K A R B W Al A bR i Iﬁﬂﬁ(ﬂ 400
LBP EASMUWACP TR, 25t entig 2 ol
i, LPS #li F LBPsh774 T4t i sLBP gﬂI{ 200
B Wk BE R 217.62 ng/mL, {0k LPS 4 g
100 |
(448. 24 ng/mL) Y 48. 54 % , 4» WhHE WY B 25 F&
K (p<<0.01), X 5iZE K& PCR 4 Hrai i 15:- 774 LPS LPS+774 LPS+NC
— 3 NCAHSXT AL, sLBP FHAREMA “xPRIR p<0.01, 2 RHEA G X
EH, BESARAZIEE LA 5. El5 ELISA /i# il £ & sLBP B A MR E

2.5 F#H LBP EERIEX LPS M B8 TNF-a 5 IL-1p EB S EH M

WAL 40 M 3 . R ELISA 5k SC s 4 A ffa i) TNF-o 5 IL-13 S H v b . 50K . 5
LPS 4040t , LBP 3 UUER 4l (LPS+ shRNA774) (42 R 4 Ml [N+ TNF-a }& IL-1p 8 11 40 W 5 530 R
(349.28415.31) pg/mL[vs (623.92 =+ 36.23) pg/mL ] Al (198.39 £ 26.85) pg/mL[vs (407.64 +
19.97) pg/mL], B FFHEAM. SXFRAMIL, NCHM 774 H2EFABEL I3 X (E 6).
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IL-18

750 INF-a 480 - _—

600 400
o B 3501
4T 450 4
M * YT o
300
% =H 160

150 co b

0 C1 vy 1 ] 1 0 m ] I_-—| 1 |—-—‘ 1 ] ]
pOp:E 774 NC LPS LPS+774 LPS+NC pOp:E 774 NC LPS LPS+774 LPS+NC
* RAR p<0.05, ZRAAGIEZEL; » x FR p<<0.01, ZRBEAAGEI¥E L.
B 6 ZHAETF INF-a5IL-1p R REETH
RIS & S

PAAZ B 20 RO Sl W ALK g 22 OGS, R LA T M 2 W it oY A T SR R B R A ke DR T PR A%
Y, AR A e K G Z G I B SRR A0 A, RE TR B R I AR ok AR . B TR AN IR O E I 40 R B
S, FEN T RBEVLE, PR KR T I 25 P RS AE LIS . R IR 32 B /N B i B g
Y ERE . NN RG4S ANE M R B A AR, A RS KRR E Z AR R A
ZL2 M BORBF G R K A JRAR A1 JE] I 5 A% 05 40 i R 4 k)

LBP £ TLRs 5% Ll Q8o F, IR RAE SN, 5 2 Fh 480 5 % V)M OC. HEiA ¢ LBP 4
PNE 28T DN W NS DO e o ) B S A A 1117 N = 5 s g By e e SR S L DS ER B
B0 shRNA THEARBIS LBP B HAE KA B4R 07 H A HGE. ik, ABF5E LK 4 58 B v o+
B, RS ERAAAN T RNAL A6 LBP SEH£L, H8#E LPS S 4T, LBP JLHX LPS/
TLRA {5538 M A I R IR A RE M, IR A T iz 5 e LPS B IS 516 5 S BUR i # b 19 4 F ML 24
A SL A

HTHRVHE LPS i34~ , LBP BRI UUERX /K 4 B i B W 40 Ml TLR 4 {7553 [t OG5 5 M 3R 3k 1) 52
M, R Pt ER PCR 7N T LBP,CD14, TLR4 3 H %£ik, K¥ T LBP K £k G, CD14,
TLR4,MYDS88 % [H #ih 7 B E T, JEUTER LBP JENAEA %M LPS/TLR 4 {55 1% Sl i b i 56 4
FEES TS, HMEAE LPS 5514 5. Ren 5 &, ANJEEA LBP & A A 2 3 BTN T BR2F 4 40 i
IL-6 K CD14 Fik, M KB # LPS %S IL-18., TLR2/4 Wik, X 54 S0 45 5K — 3.

A PR TLF- 95 B B 58 AT 9 45 S D7 T T B P58 1o 220 R IBOT A 8 B A I 2% vh A B AR T, R
fBJE £k A B BRIV, 9 T HFSE LBP JE R YT X TLR4 {5 5 14 53 B F U7 48 A8 40 i X 7 26 38 10 1k
M. TATE &KW T TNFa,IL-6,1L-8,IL-18 MK F A FRiE. K T4 LBP BEH KL, X LPSif
S KR R E WA TNF-o, IL-6,IL-8 1 IL-153 {48 40 M B 7 7= A= I 2R, X 5 K2 8E &
B A w IS B B LBP 3 PR 400 AR 98 FH G 40 i R T 1 Tk L W 55 R AR A R AR — B AR, Bl
R F IL-4 £k BF LT, IL-10 & IFN-y FEHEIX B FE TR FHE L, FL2 4 H 7 F a2 AG 2
RAMPTRIETT . HAFTE 1 G5 40 A E AT 20 i DR B9 g 28 RS R e s, X TL-10 A1 IL-10 A 56 3 X
JFAN G, R 2 AL TR B AN G T R 37 JR) 4 4L BR BE RN A 1 2 2 R I 5 Z s ), L 1)
e A X BILAAR BT L TR e B 401 45 18 A ) Jo i RO AR OGBS A TS . T A G A W 4N R R
e BA M AEH, IFN-y 2 # LPS S /9 IL-6 F1 IL-12 F ik, 858 42 & Pk 6 M1 A 0 240 jE W
R0 F I A S K R TFN-y SE P R BEAK, wT REXT LPS H 3 5w 40 g M1 50 4% £k 18 5l i 55
TR R 5L 3R , UL LBP 3k PR BR T 300 0 200 i 4 M R R . AR SRR AN N RS, S TR 22 1)
25 S M, TR EIR AR
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h Tt — 5T LBP 3 KGR 40 M R 1 3 43 M6 K SF RS L AR SEG R OR A ELISA J7 36 460 0 240 Mg
%W sLBP, TNF-a, IL-1B 2 (1 & fE 254k, R BAXS T LPS 4, 1L-18 FiE R B EFEME, sLBP, TNF-oa &
AR E D R T LA TN [ R R b 4 AN A T & LBP B (o, B RAE. B RTTEIR R I,
M3 sLBP AE 2 22 Bl RAE B WM TR AE L F R NBREAR DY L g R . 2RI GRS R T
FEE S M2 Wibs B A, B O L BRSSO A, 5 R kA & R BB R, Bonsale
SRR B, N R Y B N I R 4 A I FL AT TR 2R T IR SV ) TNF-a, IL-18,CXCL 8 #:H mR-
NA ik, PIRIMH T TNF-o, sLBP 25 17 $9 BE 2y i TR G5 4= 41, X SIATHEE R —30 ] W, 3t
BoKA4- LBP EEPRX LPS BT i Ui 48 6E A OC JE PR R Fl B /K3 77 A il & k. LPS/TLRA B4R
G 2B, WA R I ML S, AR FEPLIRAR .

4 &H

K4 LBP FEHREX LPS BB E AN LPS/TLRA {5 5 4% T i & kA . 3%
BEARAE 22 N 73R8 . LBP DA Al A S #8258 R i — 20 TR HR ST X K A 4 8 107 25 64 5 W

SE
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Effects of LBP Gene Silencing on Gene Expression in
Water Buffalo Monocyte-Macrophages Post-LLPS Stimulation

XIE Liang-liang's, HUANG Shi-hai*s, TANG Long',
WEI Ying-ming', SHI De-shun', LI Xiang-ping'

1. State Key Laboratory of Subtropical Bioresource Conservation and Utilization at Guangxi University s Nanning 530005 , China ;

2. College of Life Science and Technology , Guangxi University , Nanning 530005, China

Abstract: In order to investigate the effect of inhibition of LBP (lipopolysaccharide binding protein) gene
expression on LPS-induced expression of macrophage inflammatory genes in buffalo mononuclear macro-
phages, LBP-shRNA 774 recombinant plasmid was used to package the virus, and the suitable conditions for tar-
get cell infection were explored. Then inflammation-related genes in virus-infected cells were detected with the
gRT-PCR and ELISA methods. The results showed that the virus titer of LBP-shRNA774 was > 5X10* TU/mL,
MOI was 300, and after 7 days, the infection rate was more than 50%. qRT-PCR showed that compared
with the LPS control group, the mRNA level of LBP gene was reduced by 50% , meanwhile CD14, TLR4,
TNF-a, 1L-18 and I1.-8 were decreased significantly (p<C0.05). ELISA demonstrated that the contents of
cytokine TNF-a and of IL.-183 in the LBP-shRNA774 group were significantly lower than in the LPS control
group (p<C0.05). Also, the content of soluble LBP (s LBP) protein was significantly lower (p<Z0.05),
only accounting for 48. 54%. The above results suggested that inhibition of LBP gene expression can effec-
tively reduce the expression of LPS-induced inflammation-related genes of monocyte-macrophage, and reg-
ulate the LPS-induced inflammatory response.

Key words: lipopolysaccharide binding protein (LBP); RNAi; water buffalo (Bubalus bubalis); monocyte-

macrophages; lipopolysaccharides (LLPS); gene expression
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