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(HE] B #HAFARAEEEARTE)@RL #A®ELFEAKAMA S Dectin-1.1L-6 = TNF-o 8 £ X B & L., HiE
DARSNEHR G RTE@RE R AR ALBRAREA BTSN T 246 h WA RTE@RBEIZTHL  ARESLELAKREHF 4 RTE @
ok st B4, M Western blot & # M| Dectin-1 & & 89 & ik ; £ i % b £ % PCR 4] 1L-6 ## TNF-o mRNA #j & i ; ELISA % #%
M b E ik 1L-6 fo TNF-a 89 5k, G5R MAMF M H 2% RTE & 837 % # m € & Dectin-1,11-6 #= TNF-q # & ik 2 #47
WG, MA2hALSBALK . MF4hA5BF 2hARKR ME 6hAE5MEF 4 h k4, Dectin-1,1L-6 fo TNF-o 89 & ik
ERALTFEL(P<0.05), it RTE@MEAA RARSE M. H Dectincl 55 T 2 &2 A F Ak 695, 58 % IL-6
Fo TNF-a 695036, A F XM R B, 1642 7 HiAFER,
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Effects of heat-treated candida glabrata on the expression of Dectin-1,the production of
IL-6 and TNF-q in rat tracheal epithelial cells”
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[Abstract] Objective To explore the effects of co-cultured heat-treated candida glabrata with rat tracheal epithelial (RTE)
cells on the expression of Dectin-1 and the production of IL.-6 and TNF-o. Methods RTE cells in vitro were co-cultured with heat-
treated candida glabrata bacteria liquid for 2,4,6 h,while without co-cultured RTE cells were used as control group. We observed
the morphological changes of RTE cells,detected the protein expressions of Dectin-1 by Western blot, used real-time PCR to detecte
the mRNA expressions of 11.-6 and TNF-o and measured protein expression of 11.-6 and TNF-« by ELISA. Results With the pass-
ing of time,the RTE cells were damaged extensively and the expression of Dectin-1,1L-6 and TNF-q became more and more signifi-
cant. Obviously, there had significant difference in the expression of Dectin-1,1L.-6 and TNF-q between the co-cultured 2 h group
and the control group,the co-cultured 4 h group and the co-cultured 2 h group.the co-cultured 6 h group and the co-cultured 4 h
group (P<C0. 05). Conclusion RTE cells have natural immune function. The Dectin-1 involves in the recognition of heat-treated
Candida glabrata,activating secretion of 11.-6 and TNF-« and mediating inflammatory reaction. IL.-6 plays a negative regulation role.
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UEAR T RS0 25 ) A g 0 1) R S 0 0L o 4R 2 1 #wREFE

7 B (invasive fungal infection, IFD i & %5 R 5 . LI E 1.1 ZAiMekss% RTE 24008 F A6 5 0 R g i 5 95 op ot . 55
it WP B (ICUD B 2 LT . ICU BB 3 2 LR 28 M il 3500 0 7 7T DMEM F12 1 11RA B3 b (G 10 06 4 i X 56
J& YL (invasive pulmonary fungal infection, IPFD £ & % U , IPFI TR, LRI A B35 44 37 (C 5% CO, 40 M 15 3% 44
O SFEEREREIE T ERFEEZ —. DU IFT /95 5 K.

WL G ER T Y R R B 6 S BRI T L B L2 AP PRI R AT 9627, 1 L I A= W)
Horob e SRR SR RO A RGE IS SR BHCABRA R L KOG SR TR R E T AR B R T R B R Ak L T
JLT A 1CU Ak (Bt 3k 1 v i L0 i ™ o AR B g 5t K 37 CHWH A 48 h )5, BRI & T i & 5 K PBS
B3 I % (rat tracheal epithelia, RTE) 41 ifd 55 4 4b 3 % ¥ & PP 2 YR TR AR R IR oA ) B OB T S 1 200
R E T P BT SR B RTE 40 Dectin-1 324K | rpm 4 CELGFE B3 JHEH PBS Zhili#E &, T 56 CHIET
IL-6 F1 TNF-o Rk R0 AT AL 30 mint™ L4 CHEFEACH .
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1.3 RTE 4 it 5 #4306 S 2R T T & 5550

1.3.1 EERTHMER 5 PBS ik, 5% PBS, g
AL 2T AL B0 3R T bR (8] 8 R T a5 A R g
Jfi%% B & 52X 10° /mL, AR FL A L 1 mL 40 = A 6 fLAk .
MABEFAR ISR 24 h,

1.3.2 WBHEERMEGH WU ERER T Wk E
75X 10°/mL, LN 100 L 1 . % F £ H (multiplicity of
infection, MOD 2 117, &5 1 ¥ 1) 7~ FL AR AT 3 — fL I A &)
Jo BB 2 b a3 SR 1) At S AL AR AR B — L A TR R 3 T
W3 WA MARCIFE 6 hdl I E A h A MIFE 2 hdl.,
AT A% L BEATL 18 B — L, AR 30 S X IR AL

1.4 Western blot £ Dectin-1 & 4 &I &AW T . ¥4
JL WS BRI A B R B BRI EVE W . ] BCA g i
TR PO BE . £+ e B R B 2R D A TG i B R L Uk
(SDS-PAGE)/r B H . BT EO%® £ PVDF i |,
TBS-T Y. MG, 5—5iHE. k05 ZHiHEF. TBST
VMRS AL 22 260 X R B 6. ] Tmage J %fF
G370 I T A 4 A K E AR

1.5 sEnfzeoba | PCR &P IL-6 F1 TNF-o £ 1F 4% 4 %
B MMM A 1 mL Trizol, #i¢ BUL I 4532 B RNA, LI2 pg
S RNA S AR, e B8 B 5 B0 ) 3906 5 5% S W AR R B L cDNA
58—k, 1L-6 314 )% 4. FiiF 5'-ACA GCG ATG ATG CAC
TGT CA-3", Fiff 5'-ACG GAA CTC CAG AAG ACC AG-3';
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TNF-o Bl ¥ E 5. it 5'-CAC CAC GCT CTT CTG TCT
ACT-3', Fi# 5'-AGA TGA TCT GAG TGT GAG GGT C-3;
Bracting Bl 41 7% 51 : [ 5'-GGA GAT TAC TGC CCT GGC
TCC TA-3', Fiif 5'-GAC TCA TCG TAC TCC TGC TTG
CTG-3', 9B} 589653 /B PCR R M £544:94 °C 2 min, 94 °C 20
5,58 C 20 5,72 °C 20 5,40 f§ ¥, FFEAMNT IR L 27409
FR.

1.6 i%# ELISA Kz IL-6 1 TNF-o B 7 £ &40
B AT E 100 pL 2 g% 3 40 i B3 WK, % ELISA A3 ) &
VLA IEAT il i 26 . 15 441 IL-6 A1 TNF-o B9 R B % .
1.7 Siib2ab 3 ffi f SPSS18. 0 S8 i1 4k i 47 & 4 1 L
TR RL T s R RAMWMSIHEAR « K5, DL P<
0.05 hZHAGIH¥E L.

2 & ®

2.1 441 RTE #Hiftai Mg RTE 4085 A6 1 &2k b
B LB T WA R4l RTE 40 B AWM 588 IFE 2.4.6 h4l
AW RTE 4i B S84 0. W5 F 2 h 4l 50 R4l
BWEAWMERE 2 h4ILE.WEFOhdA5HE 4 hdlle
L, RTE 1M i BOGIE Sk MM F R @i L. WHE 1.

2.2 4 4 Dectin-1l ZREHMFEIENILE  Western blot EJ

P 2. 4 4] Dectin1 (&4 1. WH 2 b 4154 T4l
BB F 4 b 41 HE 2 b 4LHE HE 6 h 415 E 4 b4l
B Dectin- 1 2 F 19 334 % B G2 3 3L (P<00. 05),

AR BEE 2 h A CEF 4 h 4D HE 6 h 4.

B 1 4 48 RTE R 5 #4028

Dectin—-1

LX TR 2. 058 2 h 3. 057 4 h4H:4. 9% 6 h4l.
B 2 4 %8 RTE 4 Bl 4k Dectin-1 E AR IX

*x1 4 48 Dectin-1 EABIRIE (L)

24151 Dectin-1 4 [

Xof R 4. 0.261 740.017 54
WEE 2 hal 0.490 740.019 98*
EE 4 h 4l 0.794 4+0.051 54°
JEE 6 h 4l 0.907 940. 025 64¢

4, P<C0. 05, 54 R4 L4850 . P<<0. 05, 5% F 2 h 41l #¢. P<
0.05, 505 H 4 h 4l HL#.

2.3 4 4 IL-6 il TNF-a mRNA S} 2¢ )% 2 i PCR 45 5% Kt

BRRENERBEUE(X20)

B SRS f PCROE] 3~ 6) 7% Fr I 5 B 1) 38 )l 5 2 1 5
. RTE 4 5 AL ML SR EWE 5.4 4 1L-6 M
TNF-o mRNA YLK 7.8, % 2.3, BH 2 h A5x4 4
L WE 4 h A 5WE 2 h 4l WHE 6 hdl 5 F 4 h 4l
Fo48 . IL-6 1 TNF-o mRNA (R XHH B &, 2 7RG 51
3 L (P<<0.05),

3 IL-6 mRNA #3878 B &k 547
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& 4

IL-6 mRNA KB X EE PCR # &

& 5

TNF-o mRNA #3874 /8 % B 28 5> 47

& 6

Relative expression

Relative expression

TNF-« mRNA LHEHEE PCR i &k

XTHELH 2h 4 h 6 h
B 7 4 #8 RTE 40 f ek 1L-6 mRNA
IR RFEE PCR RiEx

*FERLH 2h 4h 6h
41 #8 RTE 8 & TNF-o mRNA 5Zff
WAk EE PCR WFRiE
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®2  4#A11-6 mRNA IR XK ERE PCRRIE(T+5)
A IL-6 mRNA

popsE il 1.000 0+0. 000 00

WEE 2 h 4l 1.631 0£0. 107 422

EE 4 h4l 2.191 5+0.168 94°

E 6 h4l 3.598 74-0. 130 98¢

i P<C0. 05, 5% JRAT Ho g5 P<<0. 05, 50F 7 2 h A H <. P<
0.05, 507 4 h 41 b4 .

*3 4 48 TNF-« mRNA %KX EE PCR IRIE(T+s)

415 TNF-o mRNA

S B2 1. 000 0+0. 000 00
E 2 he 2.257 440.040 99*
WE 4 ha 4.632 940. 208 95°
W 6 h 4l 6.758 4+0.619 87¢

1, P<<0.05, 5B LAY P<<0. 05, 508 % 2 h H 4. P<
0.05, 5 & 4 h 4l b,

2.4 44 IL-6 1 TNF-o B ¥ ELISA £ I i1 25 £ & &
ELISA B/R B E 2 h A 53 BALE WEF4hdl 5 2h e
BOME 6 h4H5 4 h Ak, 16 fl TNF-o B33k 14 53 T)
B (P<<0.05), W 4.5,

x4 4 48 L& IL-6 B FRFIE (s, pg/mL)

4151 16

%t a4 52.80+7.19
BHE 2h4A 76. 46414, 53¢
W 4 h 4l 167.9347.81°
W 6 h 4l 269.72+20. 94¢

1, P<<0.05, 5B AP P<<0. 05, 508 E 2 h H k. P<
0.05, 5% F 4 h 4l tb%s.

x5 4 ALE®R TNFo BFHFRIE(TLs,pg/mL)

43 e

it B 44 41.90+2. 69
E 2 h4l 54,6649, 04¢
WEH 4 h4 103.524+8. 10"
WEE 6 h4l 137.12+15.87¢

4, P<C0. 05, 5% 4L b4 ;2. P<<0. 05, 505 & 2 h 41 L4k ;¢: P<<
0.05, 507 4 h 4H L%,

3 4t it

T HEANTIOE e SOE LA RN
ML BIHER RS A BB AT N B e R . 24 R
JIARTR G 928 DR 25 410 ) VR A T T K e < I A e
T B AE ) I FURE B AT R AL IR S B e e . e, KB b
B A0 ) SR RE T B g Ak 55 R AR e g DR AR L
W DIESIE bR A A A 5 B B 5 AR AR
B R ADE 5T & B ACTE b 5 2 i S 2 P WS 7 X g D B A
YL 77 A A 95 N 2 B R Y 48 MY (sentinel cell) , B8 5 3L ) 2
i R 40 R 5 g IR R 5 52 1 (pathogen recognition recep-
tor, PRI HU51 B 4 I 4 1 51 X1 6 348 S e DT J80 4 1K 9
T 6005 S A 0 A R I 55 — T B R

PR AN - 8 S5l i PRR X BB 2% % 5 A 2% 43
F-#i:; (pathogen associated molecular pattern, PAMP) 3k 475
BB Bh R ARG . PRR 28 338 A4~ K 4K g B & iR At
T A A 0 BE AT ] 5 43 #8 TT AR R T AE 19 PAMP, i T 41 ifg BE fi
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WEM B R EE R PAMP, T R Mo H 28 Kb
H&EMEAZES, AMBH 1L PRR X H A B0 . M40
BE G VR B B SR A R, i R B2 A X 2 1Y B TR OME A iR
MRS RAR s . AW RIS RTE 4 it 5 #A0 BOE T &
TR VA0 B IR 09 K K RTE 40 T 45 58 48 M 3% B 038 - 40 i %
Al WA W I G R ™ L A R O T 2 TR AR RS
WL . HEILTEZ S RTE 1M, DL LB 84 /R $oabh 1
PR T A B TR 470 LA AR B O T g A A T AT Ol i A Bk
TR L BE N2 1V B SROME A R L T AR ER T B SRR O &
T i S50 1) T B - 35X 5 A A BATE K B R S 3 o i
FEE R -5

C 7 %k 4 2% 5% fK (C-type lectin receptors, CLR) J& K 4k e
BEHEER PRR 22—, CLR BB FA MG SE S . CLR
FEME P ¥ A 5 AR 40 AR 56 P Dectin- 15 B Y 3 DIAR 56 L &
UG BT B BB B A PRR™, Dectin-1 i g 415 i1 1) 44
#415, (carbohydrate recognition domains, CRDs) . 5 JIK [X 15, F1 4
T T G 5 A7 AR R 24 R 15 Ak 3L FF (immunoreceptor tyrosine-based
activation motifs, ITAM) %5 # 5k # 5% . 1E # % % F Dectin-
1T RMRREK . ALRUFTLRBREEE RTE 41 5 #0705k
W BRI A E K L Dectin-1 (9 R B R #FTHF S B
B PR i . p kAT UL RTE 40 AR A H A <36 /Y BB T fE
[ B 38 A BT LR 19 K AR S T g, H Dectin-1 J2 1R HIDGHT & 2k
T AR 2 PRR,

Dectin-1 P51 8- R WE 5 38 W] 75 & — R 5 19 T ¥ifF 40 i
TR E R R RN . Li 058 & B B S TR A R
WA S BN 2P B L 2 B L AR | [ A R 98 I i I il
T T TNF-o 1L-6 F1 IL-8 A8 . Gow - HF 5t &
BN S ] i SR A% 2 A BRI S I Wk 4 L S35 I TR T O
- FAKL T A R RO 8 ) TNF-o TL-6 . TL-10 Al TFN-
vy SN, ARFIRLE R IFFE R RTE 40 # 5 $04h B 6 W & 2k
FE 5 1L-6 f1 TNF-a mRNA )ik .11L-6 F1 TNF-a 443
WA A B 7 D S T R 9L S L SEUY R Gow PRI
OSBRI R S AT TNF-o f1 1L-6 5 [ 7 &k K
TR PR R AR — 8. Leal 0 BF 58 & BB Dectin-
TP/ BB T R e i TL- 13 45 200 i DY 1~ 2F A 52 B KL 200 i
TR Ul /0 B 22 BR AR 0 R L U TE B RS B SR FL
TRy IR R W SR, B ETX T IL-6 7R B R e b
Y& AR N o R I R SR S VA (N N e B
HAIa), TL-6 119 43 W3 X T~ ML A4 =2 ke OR 47 B A0 4 T 1 . (L3 4
2 R 7E B M 0l e T TL-6 R TNF-o [ 4330 5 15 98
P EREA K. AR R K BEE 1L-6 Fl TNF-o %
KM AT M 5 RTE 40§ B 4= 0l L 7% 0% 35m 2. 3% . $7R 1L-6
TSR B L S R R B TS A R AR L.
WY L A A JRR e ok AR T Ao R Y S N B B Y A 2
B g R K 1 R A ORI A JR B S 10 5 X LX) A 32
B &2 R F

L5 BT A SE RGO AR A RTE 28 i [7) FE B A
PLE R M KR BEINAE . RTE 411 %) Dectin-1 25 T X #uib
B W AR B AR, 4 Ak B B 6 T S R R AT LA R B
Witk R ER Ty B R ME AT B HME SN PAMP 3¢ RTE 4 Jifg
Dectin-1 P51, FF 555 T We i Ml B Je & M 5 5 11-6 F1 TNF-

FHREZ 2016 53 A% 45 5% 7

o R IE . TL-6 Ay 5088 SOV H IR B 22 (9 240 i I 7 RTE 4
MEout GBI R PR T AR AR FE. T2 R
Dectin-1 Jz TL-6 A RE7E G5 2 J7 T 9 s PR 910 K 3 16 7 $2 1k —
AL AL
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