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The use of semi-quantitative Reverse Transcription-Polymerase
Chain Reaction (RT-PCR) to analyze antigen-presenting
functions in mouse retina
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Abstract : To identify the possibility of antigen presentation in the retina, we
studied the production of various cytokines and the expression of cell surface molecules
in the retina by Reverse Transcription-Polymerase Chain Reaction (RT-PCR).
Lipopolysaccharide (LPS) or inactivated Bordetella pertussis (BP) was injected into the
vitreous cavity of C57BL/6] mice. The retinas were collected 3, 6 and 24 hours after the
injection. Expression of mRNA for MHC class II, CD11c, CD80, CD86, toll-like receptor
(TLR) 4, TLRY, IL-12p35, IL-2, IFN-y, IL-4, IL-5, IL-6, IL-10, IL-13, TNF-a and
TGF-B was analyzed by semi-quantitative RT-PCR. Expression of mRNA for MHC
class II, CD11c, CD80, CD86, TLR4 and TLRY was found in the untreated retina. The
amount of expression of MHC class II, CD11c, CD80 and CD86 increased after injection
of either LPS or BP. Expression of TLR4 mRNA increased only following injection
with LPS, whereas TLRY increased following injection with BP or LPS, not clear. The
expression of cytokines, IL-12p35, IL-2, IFN-vy, IL-4, IL-5, IL-6, IL-10, IL-18, TNF-«
and TGF-g increased after injection with either LPS or BP. A time course of mRNA
expression indicated a peak at 3 hours after injection, which then gradually subsided.

These results suggest that proinflammatory cytokines related to antigen presenta-
tion were upregulated by stimulation of TLR4 and TLR9.

Key words: Semi-quantitative RT-PCR, Toll-like receptor, Antigen-presenting
cells, Immune privilege site
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D, EEAERFET Y, iR NS4 -7
T Mk Thl  Th2 i~ 5B L, Ry A b
AA BB U THRERIED A Y N7 — 7753\%&‘6 n
%9, —F, KRB SRR 2FHET o0 L
ERIGEIEMECa Yy b — LT 2 REE b Dk
HEOTHS 2 > TETWBSD,

PURIRSHIILIE 28 OBIFHRICEEL T b EFH
S5NTHEY, RRICBWTHIEE, IR SR
DIAET 5 LI EDH 2 13710, AR
PHEL T2 EWw I Eiday, HE, HEICIEE
s 2027 )7 (microglia) & perivascular cells
(PVCs) &> phenotype 23572 2 — D OIS
FELTBY, ZnsOME»’ ) 5 fuyEiHy
Mg e BRI N Tw B,

MNICFEET S S 7 a7 V7 (microglia; /INHEE
JBHIID) &, HRAEER 2T 2 277 Tl (glial
cell ; MHZBMIID) D 1> TH 328, oY) 7Hifd:
5D, EREESR O BEGHIRE O BiBGHRGLS T kR
MDOARTEEEHEIHOMNICBIT L Mg F 2 oh
Tw3, 2707 )7 RBIEERICEZ I 774K
(ramified) Bl & U CEILREBICH D, —EDORETEE
REMEL, »ORVMlEZEEZFABICEY KSR T
WS HEBGRE LT WY, REERD 5 W IR IX
EHEE T AR A K (ameboid) BINJEHEZAL &2 &
L TEERMN~EEL, BRR 2 A M4 /%Ei@(ﬁ
HEYVE R L EE R s ERLTLED
DHIGNT WS, Fi, S7u7V 73707y —
Vg EEREHR O BERRMIE & MHC class 11 %2 £%
BOERAPURLHTEL T3 Z EHREN, ZOHEE
LD TEYUL TWB 2 end, Moy
LCHREL T3 EFZ 5T 51920, JEICTEE
T2 7a7)7 b ERCMEREF O L R ih#
HICIRMNICRAT L, MO B 2 aELfifg e LT
BT Ww3 EFEZ N TWBE22Y —F PVCs b %72
HFRHERIC B W T MHC class I 2B L TH D,
BREAIC b~ 2707 7 — P L TWw A 20U <
SETHYHIE & U TH 2 ST 52829,

AR S B MEER AT (immune privilege site) &
L CHIS T3, Immune privilege site iZAR Dtz
b, FEELEPHSN TS, RN TIHTRERE
TS RAL (anterior chamber-associated immune
deviation; ACAID) EIEIZN 2 RRESZGEBER>H
HINb Z s s, RPN I ERE & S K
JEEHIHS 2 BEEEAEL T D ZEDTHS T

H3&E2F

%, T, @O immune privilege site (2 B3 2 Hf5E
LI/|EEINTWB2_ Lal, IBNIZB T %5 Immune
privilege site & U C DR FERIGOBEST, fKT
DI7urZV7BEIUOPVCs DEENCEL TIRARL
BH & 2Tl e,

Endotoxin-induced uveoretinitis (EIU) &2 Z 4
e P A0 B o M e B 22 3% ¢ b % lipopolysaccharide
(LPS) e r2eHbsr idEmtsssItickd~
TABLIVT v MCABDOIEBARELERL I ¥ 281
ETIVTH 52930,

SEFEZ, LPSB X UORELL 72 5 HEIEHE
(Bordetella Pertussis ; BP) %<7 2 DR TARHEENIC
HEAL, fEICBIT2 TLR 24 %)#@:fiET?b‘ 59
A MNhA>DFEEE TR RT-PCRZEIC XD FE
KMET%Z&K&oT,%%T@ﬁE%?%%@@

e % AREMES L DYRRRIC DWW THERIL 72,
MEE L URE
1. XEEREM

B R 1 6~8 s o IEPE C57BL/6] R L 72
(HA SLC, Japan) . &REBRIC B U 2 B OFERH L3R
THHRRZEEESEY) EIEsHcH] > TT- 72,

2. LPS LU BP BEFEREAY T ADIER

Ch7BL/6] ¥ 7 A 1z %F L T lipopolysaccharide
(LPS) 250ng (0.125mg/ml) & % W\ i3 H HZIEH
(BP) (2X10°f@/ml) *% & TefEps D 4 B ALK IS W 2
u] % IR 5 1~2 mm BT 100 ] N 2V~
Yy ry, 30 G1/2 EEEHE v T PRI E
AU, &z, i FARENESIC & 2 EEIME & DR
fiE L RAIS 272012 > bu—L e UTHEEO LA
YERKBID & 2 pl % FIRED F ik THTF AN E
AL7z.

3. iBREAH 5D RNA

ARERIZ LPS, BP B Lo v b u— L4 aEk
W 2R T P A 3 RER, 6 FERE, 24 Ref#kIC
i U7z, i U 7o HRER 13 A s C ], AR, 7k
SRR L TR ERE LRIl 2 L7, %
ToREIENIC & N 2 MR A DBA TRV X S0
FREL 72, $@EIEY > 70 50mg it LT 1ml @
RNA g3 (TRIzol;
MD) %#jnz, EL .

Invitrogen, Gaithersburg,
IR L 5 SR E IR E,
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0.2ml D7 va kv AEINZTRE, EET?25MK 100 1 RNA Preparation Water (TaKaRa, Tokyo,
&, F0%, ¥ 7R 4°C, 12,000 Xg T 15 S E5E L. Japan) W¥Ef#. WfEL 72 RNA 3> 7V 260 nm O
W, KBREIL, 4 Y a7 va—L%E05ml BOEEAREET S LIk viRERER L.

Iz CREA. ZRT 2 45MRE L7205, 4°C, 12,000 X

g T10 580, RNA Zils w7, ke, 4. 1st strand cDNA DGR

75% 1.8 /7 — )T, RNA XLV v b % 55~60°C O First strand cDNA ® & % 12 1& SuperScript™

Table1 Primer Used for RT-PCR Analysis

Primer sequence (5'-3) Position Size of Product (bp)
B-Actin forward CACAGCTTCTTTGCAGCTCC 27-46 1033
reverse TCTTCATGGTGCTAGGAGCCA 1059-1039
MHC class II forward TTCTACCAATCTTACGACGC 127-146 407
reverse TTCCGGAACCTGTGGTTAGG 533-514
CDllc forward TGTGACGGTGTCTAATGATGG  2461-2481 513
reverse AGTTGATGCTGACTGGCACG 2993-2974
CD80 forward CATTCTTCTCTTTGTGCTGC 63-82 526
reverse AGGATCCTGGGAAATTGTCG 588-569
CD86 forward GTCTTGCTGATCTCAGATGC 139-158 610
reverse TTTCCAGAACACACACAACG 748-729
TLR4 forward GAACCCTCTATCATGGAAGG 835-854 520
reverse CAAGGGATAAGAACGCTGAGA  1354-1334
TLR9 forward AACATGGTTCTCCGTCGAAGG 104-124 543
reverse GTAGTAGCAGTTCCCGTCC 646-628
IL-18 forward TGAACTCAAATGTGAAATGC 83-102 438
reverse TGTCCATTGAGGTGGAGAGC 520-501
1L-2 forward TTGTGCTCCTTGTCAACAGC 88-107 452
reverse GATGATGCTTTGACAGAAGG 539-520
1L-4 forward CATCCTGCTCTTCTTTCTCG 114-133 377
reverse TGATGCTCTTTAGGCTTTCC 490-471
IL-5 forward CAGAGTCATGAGAAGGATGC 37-56 368
reverse ACTCTTGCAGGTAATCCAGG 404-385
IL-6 forward GCTATGAAGTTCCTCTCTGC 29-48 536
reverse AGCTTATCTGTTAGGAGAGC 564-545
1L-10 forward AGCCGGGAAGACAATAACTG 145-164 407
reverse TTCATGGCCTTGTAGACACC 551-532
IL-12p35 forward TCCAGCATGTGTCAATCACG 153-172 466
reverse CCTTGTCTAGAATGATCTGC 618-599
IFN-y forward TCTGAGACAATGAACGCTAC 101-120 457
reverse GCTTCCTGAGGCTGGATTCC 557-538
TNF-« forward CTATGTCTCAGCCTCTTCTC 247-266 353
reverse CAGCCTTGTCCCTTGAAGAG 599-580
TGF-81 forward TGCTCGCTTTGTACAACAGC 1097-1116 458

reverse ATCTTTGCTGTCACAAGAGC 1554-1535
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First-Strand Synthesis System for RT-PCR ¥ v b
(Invitrogen, Gaithersburg, MD) % F\>7z. Total
RNA (4 ug) 1% 10 mM deoxynucleoside triphos-
phate (ANTP) BE&W 1 ul, £V 2 (dT) 74 ~v—
(05 ug/ul) 1ul B X OEEORLA 4 > KEZIZ T 10
#l ORIGE E L, 65°C, 5 fidE L7z, 1 53 LAEokr

THa%#, 10 x Reverse Transcription (RT) buffer
2 ul, 25 mM MgCl, 4 x1, 0.1 M dithiothreitol (DTT)
2 ul, RNaseOUT™ Recombinant RNase Inhibitor 1
ul (Invitrogen) Z Nz 7z, 42°C, 2 43[4 > F 2 —
b %, W#E 5 B %50 U (SuperScript™II RT ;
Invitrogen) % 1 ulfilz, 42°C, 50 43fE% &£ Of 70°C,

(A (B)

1 2 3 45 6 7 1 2 3 4 5 6 7
4o (D)
24h C 3h L
24h B 6h L
24h L 24h L

1 2 3 4

Fig.1 pB-actin 1/2 FF5HRINC & 59> 7))V cDNA BEOHHIE.

(A) p-actin 1/2FRRINC L 2 LPS B L O BPIHEAL 24 K& L7~ AMBEIc B 29 > 7 v
cDNA = DOHRHIEH],

C: av bu—VOEBEAEKEAR (3 v ba—L#), B: NELHHKIEE (BP) #HA#, L: LPS#E
AFE,

Lanel: &L 1#%, Lane2: 1/2 1%, Lane3: 1/4 %, Lane4: 1/84%, Lane5: 1/16 %, Lane6: 1/32
f&%, Lane7: 1/64 f5%xR9.

(B) LPSHA 3,6, 24 BifiE@ L 7-~ w7 AHEEIC BT 2 B-actin 1/2 FRINC L 54 > 7V cDNA &
DOFFIERT.

C: avbu—)#, B: BPHEAR, L: LPS HAEL

Lanel: fFRfEHR 1%, Lane2: 1/2 45, Lane3: 1/4 %, Lane4: 1/8 %, Lane5: 1/16 f%, Lane6: 1/32
fz, Lane7: 1/64 f%/R7.

(C) LPS B XU BP 1A% 24 Rl L 72 ~ » A Mgy > 7V cDNA = DOHFiIER.

% Lane IZPA T QMRS T TD PCR A& %2R 7,

Lanel: 28 %4 7 V%%, Lane2: 32 %4 7 )14, Lane3: 36 41 7 )V#, Laned: 40 ¥4 Z VDY~ 7
VTR,

(D) LPS A3, 6, 24 Brfife@ L 72~ 7 AMEEY > 7V cDNA & OHHIEE.

% Lane I F OMRESEAE T TO PCR & &E %R,

Lanel: 28 %4 7 V%, Lane2: 32 %4 7 V4%, Lane3: 36 %1 7 V4%, Laned: 40 VA 7 VDY > 7
NV ERT,
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154304 > F 2 _X— b L, KPFTEE. & 51 RNase
H (Invitrogen) 1 ul Z2fi0% T 37°C, 204371 > F =
~N— b L7z,

5. Reverse Transcription-Polymerase Chain
Reaction (RT-PCR)

ERHLI:A VT X2 vAF N 7T 4 <—% Table 1
127w L7z, Polymerase Chain Reaction (PCR) i
KOD-Plus-DNA Polymerase ¥ v I (TOYOBO,
Osaka, Japan) #Hv, HANHAZFCHEIATVS
FAFCTHT 5 72, PCRIC & % HIY DNA OHEIEIZ AT
DEMETITo 721 94°C, 243 (pre-heating), 94°C, 15
# (denaturation), 56°C, 30 # (annealing), 68°CT
30 ¥ (extension), ¥ A Z VEIILHEIZG LU TR S
w7z, B2 D PCRAEBY 10 ul % 2% 7 Ha—X7 )V
FIcBREKEL, TFY AT OYA R TYHL, AT
L7,

6. FFE=H PCR
HREGTFORBEE 2 EET 5 Ak L TEERR
RT-PCR %175 7z, WifE##EE T & L C B-actin %
v, > 7V DNA 8% 1~1/64 5% TD 1/2 FH
FINEVEF L T PCR %217, £ARED PCR £HiE
T 52 & TH > 7V DNA BEOFIE%21T- 72,
DNA EZ2HHIEL 72 > 7 d PCR Ktk %2 v T
PCR %#1To7:. PCRY A 7 VBB > LT L2
28,32,36,40 4 7 VAV A4 I NTET S5 LT
PCR &= RN L, &4 4 20T &d PCR ERE
PRSI HIE T 2 2 Lic k> TER L.

& ES

1. NEMEEEEFICL 5 DNA ENHIE
B-actin Z NERE#EETF L L2V > 7V D 1/2 A
RRFIOPCREKEZILK T L2 L TH ¥ 7
DNA ®#OfIE%21T> 7 (Fig. 1A, 1B). 1/2 W35
OFER LY, 24 B%O LPS, BPBLUta > bu—
NVOEBAIEKEARICB T 2HMEZDOY >~ 7
DNARIX, FEXEETH2 I Lnrmasnlk (Fig
1C). 2512 LPS AR B WL TH AL 3 KRY, 6K
[, 24 FFfEREE L T oL 7o &Y I Vicg g
LHIEHOY > 7V DNA RS, ZIFERTHL L
»Wr&hiz (Fig. 1D).

2. EBVIURAMRICE T 2 MAKRE S F mRNA
DHFEIF
EALIE, 15~ 7 AT ORES Tk MHC class 11
mRNA, CD11c CD80, CD86, TLR4, TLR9 mRNA @
FIEMHETR S - (Fig. 2A, 2B).

3. #HRERMESF mRNA ORIFEE/(L

LPS » %\ ix BP IFA 24 BFfilE D ~ 7 ATl
MHC class II, CD11c, CD80, CD86 mRNA DOFH &
I bEinL Tw/e (Fig. 3).

(A

marwc\ﬂ\ CDilc cD

500bp —

1 2 3

Fig.2 IEH~ v 2B 8 2 MRS T O F
B,

(A) fEERE~ Y AMEEICB 0 % MHC class I,
CDl1c, CD80, CD86 mRNA 3,

Lane 1: 100 bp DNA marker. Lane?2: MHCII i
MHC class II mRNA, Lane3: CDllc i CDl1lc,
Lane 4 : CD80 /X CD80, Laneb5: CD86 i CD86
mRNA ZhEhOFHEHERT.

(B) fRALER~ Y AECB 12 TLR 485V

Lanel: 100bp DNA marker. Lane2: TLR4 &
TLR4, Lane 3: TLR9 i& TLR9 mRNA ZiZ 1D
FEH R T,
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4. Toll-like receptor (TLR) mRNA MHEIREZLE
1t
LIPS H 5 Wi BPHEA 24 Rt 0 LPSHEAEET
Ea v b e =V OEEREAKER 2 EA LR L g
LT TLR4 mRNA OFBREIIEEICEML TWwik,
BPE2EFEALLEHETIZa Yy bo—LVEE LKL T

DVwFNbar bu— VR TEREEML T
Wiz (Fig. 4).

5. %1 FH41 > mRNA OFBFEEL

P A M AORRETTI, LPS % \Wwid BP A 24
IRt O~ 7 A 8% T, interleukin (IL)-12p35, IL-2,
interferon (IFN)-vy, IL-4, IL-5, IL-6, IL-183, tumor

necrosis factor (TNF)-a, transforming growth fac-
tor (TGF)-g, IL-10 mRNA HREOBE MM A5 1

TLR4 mRNA OEBRICHEEZZIRD S khro
7z. TLROmRNA OFE{& 3 LPS & X U BP AR

MHC class |l (Diic (D80 D86

2 3 4 1 2 3 4 1 2 3 4

1 2 3 4 1

Fig.3 LPS B X U BP A 24 Rl D~ 7 A #2815 MHC class II, CD11c, CD80, CD86 mRNA
HEZE.

MHC class II, CD11c, CD80, CD86 1 Z L Z 1D mRNA I E/R7,

C: avbuo—)#, B: BPHEAR, L: LPSHEAR

% Lane ZA T OHIRSEMA T O PCR A& 2R,

Lanel: 28 ¥4 7 V%%, Lane2: 32 %4 7 )V, Lane3: 36 ¥4 7 V&, Laned: 40 ¥4 7 VDY > 7
VR,

TLR 4 TLR 9

1 2 3 4 1 2 3 4

Fig.4 LPS 35X BP A 24 B0~ » A#IEIC 517 5 TLR4, TLR9 mRNA S EZAL,
TLR4, TLRY iZZh i d mRNA ¥ ERT.

C: avbu—)Vi, B: BPEARE, L: LPSFEARE

% Lane IZPA T O#IESMATCD PCR £ E 2R T,

Lanel: 28 %4 7 V1%, Lane?2: 32 %4 7 V%, Lane3: 36 ¥4 7 )V, Lane4: 40 %A 7 VDY > 7
WV ERT,
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7z. ZNIX LPS B & U BP AR e A& 57z (Fig.
54, 5B,5C).

6. FMEREDFELIUY A FHA > mRNA OF
RFZE1L

LPSHEABIC B 2 WM, 6HFR, 24 Rz

MHC class II, CD11c, CD80, CD86, IL-2, IFN-, IL-

class IT, CD80, CD86 mRNA DFH 13 3 121z Bz
BRL, ZOBOBIENZLIZRED sk ofz, CD
1lc mRNA OFH R T 3B IR L L <, 6 B
%, 24 Kl & BREICIEA L Tz, IL-2, IFN-y,
IL-5 i3 3 Bif#e1c mRNA FHENEH L% <, B O
oty & bW L T (Fig. 6). IL-10 34L& 3
B T OB & 5, 24 BRI 2B 4 5

5, IL-10 mRNA ORFRNFH=EDZETIZ, MHC nxpoiz,

A IL-12p35 IFN- 7

1 2 3 4 1 2 3 4 1 2 3 4

(B IL-4 IL-5 IL-6
N -]
] -] -
] -] ==

1 2 3 4 1 2 3 4 1 2 3 4
(9]
IL-18 TNF- & TGF- B Ti-10

i ==1 =S
—
=== -1 -

Fig.5 LPS B X U BP EA 24 Kl D~ 7 AR BT 294 1 14 >~ mRNA OFIHFEDZEAE.

(A) Thl#+y A bAA > mRNA OFHEZE1.

IL-12p35, IL-2, IFN-y ZM1Z1d mRNA FHE2RT.

(B) Th2 #4414 b4 > mRNA OFHEEZ1L.

IL-4 1% IL-4, IL-5, IL-6 212D mRNA FEH%2R7,

(C) IL-18, TNF-a, TGF-4, IL-10 mRNA OFHEZ1t.
IL-18, TNF-«, TGF-4, IL-10 iZZ 112 1® mRNA FHE2RT.
C: aviru—nL#, B: BPHAE, L: LPS HAR.

% Lane IZPAF O#IESMATCD PCR £ E 2R T,

Lanel: 28 ¥4 7 V4%, Lane2: 32 %A 7 )V, Lane3: 36 ¥4 7 4k, Laned: 40 A4 7 VDY > 7

NIRRT,
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MHC Il

(D80

B -actin

B -actin

1 2 3 1 2

IFN-7

3

~ 7 AR 36 1 B PURTRBERE O b

(D86

(Dl11c

[y
~N
w

IL-5 IL-10

1 2 3 1 2 3

Fig.6 LPS#EA% 3, 6, 24 Kffl> MHC class II, CD11c, CD80, CD86, IL-2, IFN-y, IL-5, IL-10 mRNA

DRERFFEBLRZEAL.

MHC class II, CD11c, CD80, CD86, IL-2, IFN-y, IL-5, IL-10 i3 # ¥ D mRNA ORFERHIZL 2R T,
L: LPS HARE. B-actin IZAFIEAEEME T f-actin mRNA OFHEE R T,
Lane 1: 3 If#l#%, Lane2: 6 s[4, Lane 3: 24 Bl 2R 4.

% ES

PiESE AR 2 F ORI CHEEL T b EF 2
S5NTHEY, RRICBWTHIEE, IREE BRI
WEET D EWIERENH 2 23519, M BRI
PEEL TV D LI EREITRv, B, MEEICHEE
T APURTR TR R R OMIfE E L GEES 20 ) 7
& perivascular cells (PVCs) &> phenotype 735
%5 ZODMIKERBEIHE SN TEY, BNTOR
FERAC MR OIER~ 7 a0 7 7 — ¥ b BESRALIC S
a0, f@Es 707 ) 7, PVCs BX UER~ 7
o7y —YBPIRARELZ2FET L EEFEZoNLTY
U1 Lrl, fES 7a7) 78 LU PVCs D%
], SR IEOFIZARTEH S 2Tl R,

TR S TR & > TR CO PR R
BEREDEAEZIEIAL & 5 LA TS, MM TIE
WA I N PR~ — 2 — B 5 WIERFERRT
H w7z TLR4, TLRY & £t d 2 PR TIXEERAD
Wt Ccholz, EMETOIRRTHEEEZR> T»
LEHENS I 707 VR EHERETE 2~ —
B = EIFEL 2w ie SRl Y~V T O R E X R
THDBEHEZONT, ZDRORIN < 7 A TH
FERPIThbN T2 hE Lk s LTRSS 272
DI ERM RT-PCR I THIRBERIBRE O EAE 2 [E
BRI AT U 72, BREN PRI B 2 R o Ml o
< —%— & 7% % MHC class II, ‘B#HRDHERR~ —
A —T#» % CDllc, el OILRESFTH 5

=

EI&E2E

CD80, CD86, HilEFE~fficiFEL, BARAMEEFHE
4 % Toll-like receptor (TLR) mRNA 2SEALE - 1F
By AR FKEILL TW B DI D W TR L7z,
ZDOfEHE, MHC class II, CD11c, CDS0, CD86, TLR4
B LU TLRI mRNA T NTHIEH~ 7 A @Iz b F
HL T (Fig. 2A, 2B). Zhichnz, LPS H %\
i3 BP O FHEANEAK XY, MHC class 11, CD11c,
CD80, CD86 mRNA OFHEIT VTN HHML 2
(Fig.3). TLRIZDWTid LPS & %13 BP A%,
LPSH#Tlxa > M u—L L g L C TLRY, 9
mRNA Wi OFHENERICHML Tz, LaL,
BPE T a > b o —VEEE Hilk L ¢ TLR9 O FEHE
IniE a5 h7z2%, TLR4 mRNA OFBEICEE k&
AN hrol: (Fig.4)., 2D L 51 LPS 2GR
B2 E85% 3 5 TLR4 @ mRNA 3 LPS {ABET O &
FEEINL T2 & 1d, ZOFEBRHIEEREL T
LZEERLTWDEFEZONI, 2O EDPOIER
< v A TR REERE 2 R oM B EAE L, LPS
H 3wt BPHIEIC X > T TLR 243 2 HAGIE I
& 2 A ARBG A 235 & LT B FTREREDSHERI X
7z,

RICFAZEIE = 7 AR CHRIZER G FE I N T
WBDE5IE, RDAT v L L TEBRERIGYH
B, ZHEYA ML VDELEINTWS LRI
N=DT, BEIA A4 D mRNA EBB L U
HEOZEZDWT SR L7z, AWF5E Tk Thl B
A4 v H4 > TH3IL-12p35, IL-2, IFN-y, Th2 B+
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A NH A TH%IL-4,IL-5IL-6, BZIEMEY 1 A
YTHBIL-1B8, TTuf FROFEEYA MAH A >
T®H % TNF-a, SEFEHEY A P24 ThH D
TGF-8 8 X V' IL-10 mRNA 2B WT LPS H 5 Wik
BP A OFKHRELLICOWTIT L., LPS H 3
Wik BPHEAR, 24RO~ A#EEIC 8w T Thl
YA N A > Th 5 IL-12p35, IL-2, IFN-y, Th2
By A bAoA > Ths L4, IL-5 IL-6, HRFE D
mRNA OFHEISHEIIL Tz, £, IL-18, TNF-
a, TGF-3, IL-10 mRNA OFHEDEEIML Tz
(Fig.5A,5B,5C). 2D Z &5 LPS 5 WX BP i
AT X 5 T, &% proinflammatory ¥4 + 4 A > »FH
"3, BRUER I EHE, EEUERLMEET
BT nw3 Z LR E R,

LPS H:A 3 K, 6 K, 24 BFfE# 0 MHC class 11,
CD11c, CD80, CD86, IL-2, IFN-y, IL-5, IL-10
mRNA ORISR FE O TIE, MHC class II,
CD80, CD86 DFF R I ARIFIZ L IX % 2> > 72 28, CD
1lc OFHEIX 3 R R D % <, 6 KEfEtk, 24 K
BEBA LI, 4 M4 TIRIL-10 25 < IL-2,
IFN-y, IL-5 & TO% A M A > T 3RRICFHEHE
P b% <, BHoRE &bl L Tw (Fig
6).

EHENTRAEFNEE 2R T 2 70 REE
REFET LA =L (FRMES L OREEAEE
R) BEELTwS, FREREEFIMRCE T %
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