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(FBE] 5 LHMHAFRREEEHEIR (EAU) 84 BR & 00 sh A, [ 48 & 45 (NK) 41 i 2
— P ZN A SR A, (A ILAE EAU FB/E AL A fe bt . B 0T EAU BB K BUK [R) & 95 By
BV IS4 20 NK 401 0 7 A4 A SO AL . sk K 36 1 SPF 2% Lewis K BUN FH B ML T 22 745 B AL
SR B RIS 28 6.9 1216 21 R4, 414 6 Ko @EBE5 6.9.12.16 .21 K41 K Bk A 6 IR Z 45 (1]
HeE R A B AE N (IRBP) KA 5 mg/ml Z5 4 0 Al 58 42 4 [R A% R (CFA) ZLAL VR SUG & 38 3 R TR 4T, 88 )5
Ji B P9 G 400 ng TOH WZ 8 3R e KBS, EAU R RUBEAY . S BRAH K BUDUS 2 3 8 T i G AR B b K 15 35 4
it CFA ZLAKT , SR J5 T8 s 9 3 4 400 ng T H I #E 3R . dE B85 45 K FH 24 B T o S0B88 08 4% R BUTR AT B 4R i I i
AR AR Caspi J7 ¥k #EAT IR B S AERER T4 o 20 3 FRERF 55 6.9.12.16 .21 Tk B 45 41 K BUIR Bk, 2R FH 95
ARG — B 1 Y 0 30 A W00 5 A R AR O S 4 i i 7 R 2 85 A T 28 2 U AR 5 SR P 8 0 S U 1 Ak T R B )
JIE o NK 20 i 79 0 A B i IR 0 o 53 B 25 L Lewis K RN BE ML AR 5 26 25 B AL 70 b A5 5 55 0.3 .69 1 12
R, A5 R, W sh S L0 2441 215 3 R IR I, R I S 9% 0 it PCR A6 K BRUAR P9 9 NK
Y i #afL 7 CXCL10 mRNA F1 CXCL12 mRNA 9353k, 58RI K BUR A1 oK & R IE RN . 348
JE A 6 AL R B A5 ke i 3 R R IR] A 4K I 4 B 5K B S W TR BB sk R, 1 AR AR
12 K 98 S50 3 W o 400 19 JEE 2 2 L A 2T S /s, ) R L R R PR ) 4 40 25 # HE B 4 57, 4% EAU BRI 41 K
B A5 i o ) S 4 347 ) AN () ) R ) s 4 HE 51 2L, A A% U2 40 B 43 S 2 TR A s i, R 40 Al K b L
RN MR, LGRS 55 12 R e b 8, e 2 6 bR 0 2 7 % B4 AN D0 3 €0 b S0 100 400 A%, 400 1) e
25 2 48 L HE S RN 5 3 A RS 5 6 R A T A T UL IR B I I P 2 K i NK 4H VR I 2 2100 58 O, B I I E K
W, GRS S 9 R4l NK 41 M =i B i, A5 55 9 K41 R B B rf CXCL10 mRNA A8 % 3% 35 &
34.298+16. 689, B i i T )5 %6 3.6 .12 K4H ) 1. 390+0. 660 3. 359+2. 581 Fi14. 711«1. 387,22 ¥ H 51t
R L (I P<0.01) ;45 40 K AL B H CXCL12 mRNA A X R BRI 2 T Lo it 8 L (F=
2.851,P>0.05), #i® EAU KEUR R HIA0IE b NK 28 iR i, H™ 5 AR B AL I CXCLI0 ) %36
A5 EAU KA R B FEMEY) A, $25 NK 41 i 7E EAU 095 81 4 5 o 72 b Rk % S %2 4E A, CXCL10 J& NK 41
NS A SR AT o
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[ Abstract] Background Experimental autoimmune uveitis (EAU) is a common animal model of uveitis.
Natural killer (NK) cells have been confirmed to be a type of strong inflammation-causing cells, but its role in EAU is
still studing. Objective  This study was designed to explore the role and mechanism of NK cells in the
pathogenesis of EAU. Methods Thirty-six SPF Lewis rats were randomly divided into expeimental control group
and EAU 6-,9-,12-,16-, and 21-day groups (6 rats for each group). Rats in EAU group received subcutaneous
injection interphotoreceptor retinoid binding protein (IRBP) combining 5 mg/ml tubercle bacillus with complete

Freund’s adjuvant ( CFA) emulsion in foot pads, and then 400 ng pertussis toxin was intraperitoneally injected to
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extablish EAU models in the EAU 6-,9-,12-,16-,and 21-day group, and normal saline solution combined with CFA
and 400 ng pertussis toxin was used in the same way in the experimental control group. The inflammatory response was
observed by slit lamp daily after modeling and scored based on Caspi criteria. The eyeballs were extracted in 6,9,12,
16 and 21 days after modeling for retinal histopathological examination. Immunofluorescent double-staining was
employed to detect and locate the expression of NK cells in the retina. In addition,25 model rats were divided into
EAU 0-,3-,6-,9- and 12-day groups, with 5 rats for each group, and eyeballs were extracted to prepare tissue
homogenate. The expression of CXCLIO mRNA , and CXCL12 mRNA NK cell chemokines, in the tissue homogenate
was assayed by real-time quantitative PCR. The use and care of the rats followed Regulations for the Administration of
Affair Concerning Experimental Animal by State Science and Technology Commission.  Results No inflammatory
sign in ocular anterior segment of the rats was seen in the experimental control group. The expansion of rat iris vessels
was found in the EAU 6-day group, and exudes and hypopyon of the anterior chamber occurred in the EAU 9-day
group and the inflammation peaked in the EAU 12-day gorup. The rat retinal structure was normal in the experimental
control group,and the arrangement disorder of retinal structure,the cell separation in outer nuclear layer and damage
of photoreceptors were found under the optical microscope in different degree in various EAU groups, with the most
serious change in the EAU 12-day group. Immunofluorescent double staining showed normally arranged nucleus in the
experimental control group,and a lot of NK infiltration was seen in the EAU 6-day group and peaked in the EAU 9-
day group. The expression level of CXCLIO mRNA in the EAU 9-day group was 34.298 + 16. 689, which was
significantly higher than that in the EAU 3-,6- and 12-day group,respectively (1.390+0. 660,3.359+2. 581 ,4. 711+
1.387) (all at P<0.01). No significant differences were found in the relative expression of CXCL12 mRNA among
different EAU groups ( F=2.851,P>0.05).

EAU ,and the severity of NK cell infiltration is consistent with the inflammatory process and CXCLIO expression,

Conclusions Retinal NK cell infiltration occurs in the early stage of

suggesting NK cells play an important role in the early stage of EAU,and CXCLI10 is an important chemokine of NK
cells in EAU rats.
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HAATERE o H BTN, 40 B 5 55 2 Pl JL 1A 14 Jak
Rl K B B B2 AL 55 2 B0 N R 2 5 40 4 1B

S i B R 190 1 2 23 S A A0 D B A1 B NKC 4R 9
HAVRIN O, TR2R NK A 7E 0 45 B A8 B v VR

1 M#EFE

(&I R DL B s AL R R R R
IR AR J8 L N2 B 40 i A 5 51 )5 B27 (human leukocyte
antigen B27 , HLA-B27 ) #H 3¢ % % I 4% . Vogt-Koyanagi-
Harada Z5 £7 fiF | Behcet 57, 2 EVE IR 0 560l T4
7] 58 14 3 2 O A HE S 0 A 55 Sl BB 0 B b i AR, A
T 3 3R ™ AL s & i o, B T, 56 T A
R S ST U B 5T UG — s RS HAE ST
XF T 41 5 5 R G2 0938 9T 7 TS BE AT AL BT 1k 9 28 FY
ko AARGEFR B AR5 (nature killer, NK) 4l il 75 52
SR AP A 4 58 48 TP RS e B SR e e HE A ) A S DA T 3 B
P8 SAE 1 & A AHL RIS PR SRy NKC 20 i ke = 30 o] 2 52
T, RTRE R A 3 R R AL AR &, T 5
i E B e, PR OG T NK 20 i 6 4 49 iR
VR B 8 2 B 6 1 B F L R oK g e
B A WF 50 004G I S G 1R BB A g R A I R
(experimental autoimmune uveitis, EAU ) K FL A% B A [6]

1.1 K

1.1.1 256 sh¥)  fgE SPF 2% i Lewis K 61
HOR T (200+20) g, Hy Ak 5t 48 58 F] 42 5250 3l ) B R
A R A AR AL 78 SPF 200 T & PR 37 1], S
) 4 2R SR A T POKFIgE o SE 56 3 Y MR SR B Al
FH A B R 2 AR 22 51 23 i A 1) € S 3 3l ) 4 B
1) o 2% 2H R Bk 455 iy 45 28 24 B AT S B A A, LA HE
I3 At IR 95

112 EmR R BT R A K
4 % H (interphotoreceptor retinoid binding protein,
IRBP)1169-1191 ( PTARSVGAADGSSW EGVGVVPDV)
i R AR5 8 & A S mg/ml Z5 A TE 1Y 58 &
AL ( complete Freund adjuvant, CFA) | 'H H % &
R (£ [ Sigma 22 A ) /b BT K B CDI61 — 41
(ab175313) APt K CD3 — P (ab5690) . & H i K
(FL[E Abcam 24 ) 3 I T e 4% (0 %< 0L 25 H (green
fluorescence protein, GFP) #1ric 1eG — i ( A24221)  Ip
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B/ B4 9¢ 625 H (red fluorescence protein, RFP) f
it IeG — 1 (A24411) ( 35 [E Abbkine /A @] ) ; DAPI iz
& (i1 Roche 22 7] ) 5 foft i RNA $2 B0 & (3¢ [
Omega /A7) ) ;9 6 E Y4 R .SYBR Premix Ex Taq 1l
G & ( HAS Takara 22 w]) s DNA 08 8% s 357 & (56 [
Thermo 73] ) o =i i MR 5 &% (32 BD A 6))
1.2 F¥

1.2.1 KR EAU BEARIRG S, B KBSy %t B 4H
BEAIZE , 2 BOSCHR [ S ] 19 28 B8 K IRBP 55 5 mg/ml
LR R CFA SRR G IF R 7L 2 h, TEA KR
BB A2 H BT, TR ST IR 24 h 28 K USRI Py 3 5
400 ng 71 H %R R, @ KRB EAU BIRL, X B R B
JE REH R T A AR B K 5 S CFA 70 7L AL
W, S EAU BERLZH R B ) A4 J7 200 S A 2 i 7
HIZ#R .

1.2.2 BT RGO T WA IR F A RAE Y T
LIEE RN IR RPN IEAY PSR AT € WUE SIS e DN
R P S8 AE 1 B0 , JF M4 58 E Fo )i ™ 5 A% 2 IR Caspi
SR GARHEIEATIEAY L 0 < IR T B TG S8 A SN, WAL I
LT S IE #5530, 5 43 - 0 B I A8 R T 5K L sl s 1
3 R4S AR R TE AL, M L 40N 52 40 R Dy R R TR
M, L0 BI85 53 43 < il B R R TR e (E AT ] L
AL, BRJIG L6 S 5 15 54 4 < 115 B o 32 VR e, ] DL iy 5
AR, IR FLIREPAD , R P S 250 S ST 2% L IR BR S 1

1.2.3 WMEH LR B KA R I BEHLEC T R
¥ 36 H Lewis K EUBEHL 3 X B2 Mt B/ 5 6.9 .
12,16 21 K4, B4 6 H o & M7 478 AR N I 1) A5
AEFE £ 2H K R, o7 BRI AE IBCHR Bk (O B Bk S LA &
4 mm) , ZRSCERLT I A7 8 T FAA [ 8 K (AR

B 70% 1 90 ml+ K G ER 5 ml+ KB K 40% H
5 ml) Y E 2 h, H A IURE S ) B BR P4 3 A D i [
W, AR5 PR T I E WA [ E 24 he IR IR % T £
T IE A6 A 8 A b AL B AL, AT 4 pm JE D)
B H IR AR B an e 8, Ot BB T WA R B
o 5 2H R 54

1.2.4 A0 fI5E B 22 2 5l L 325 A6 0 AL 0 i b NKC 41
MO O AT R IR BRAR AR E £ 3 um JE A B
VIR, s i o b R, B I 28038 7 15 1,90 “CAtt
15 min, — 1205 LB 0, B E QO BEOK AL, UD B8 A
0.01 mol/L, pH 6.0 {44 # B2 £h o & &2 $i Ji 10 ~
15 min, /KIE¥E A1, PBS PR 2 W, BIK 3 min, 5T i 73 4L
5% 4 Mg & A 37 CEHME L h, ARSI KR
CD161 —#i (1:50) MifPr B CD3 —$i(1:50) ,4 C
VKA, F PBS Y 3 UK, BRI S ming il NG BT

GFP Fric IgG —Hr (1:100) A1 RFP FP i/ i 1gG 4
(1:100) , 8564140 F 37 CHEH 60 min, f§ PBS k%
2 KBRS min, i 0 DAPL, G 2544 F 37 TR
10 min, PBS &% 3 WK, B K 5 min, T H ) 5 )54
WA T T2 6 T K B 70 B Fr, Leica 306 49 4 3t
B TR

1.2.5 P96 E & PCR LK I AR Bk NK 41 ifg #4
{6 F CXCL10 mRNA 1 CXCL12 mRNA () #is
TG B A TAEBG B, ST Wk 1, )
B 25 H Lewis KRN Bl B &K S 4 125 B BIL 23 h 366 A5
JE550.3.6.9.12 R4, 45 AR BOR BESUI IR
BRE T 2 ml EP B HH S S DL LA 21 50 3%
FH mRNA 7] & 3R BUE mRNA 3% B8 ) & 19 s2 56 48
PRAS ) FE 30 wl B mRNA, FH Nanodrop2000 I 4 5T
HUWREE JE A 1 wg A AR FAY S mRNAL R
1 pWIBEPL 514 . DEPC /K 5 1 pg AR AR R 1) mRNA 5
PRSI E 12 pl R R, Se it A 65 C i1y PCR X
5 min, R )5 3L 2B T K 2 min ARIRINA 4 pl 5 £5 %
M2k .1 wl RiboLock RNase #1177 .2 wl ANTP ji§
B pl RevertAid, 5 20 pl (K R ilbf7ii 55k, R
I3 4% 1 242 °C A Fi] 60 min, 70 °C 4 F] 5 min,40 °C ff ]
10 min, 5% ¢cDNA, #Z/# SYBR Premix Ex Taq Il &
PCR A & 145 /E 4 8 % 1. 0 pl ¢DNA 7.0 ul DEPC
K15 0.4 wl ROX LA R 5 10.0 pl IR G 1.6 pl
CXCL10 i CXCLI2 51 9)E & 1k 7 4 B Lo m A% , Tic
il S O6 PCR SR M4 5 20.0 ply SR 45 4F:95 C
AR 10 5,95 CARPE 15 5,60 °C iRk 40 s, 3t 40 1§
FR395 CHUAEME 15 5,60 °C 251k 1 min 95 CIEAf 15 s
(KEfiih2k) . UL GAPDH Jg N2, il 2754 Wit &
B F mRNA B A X Rk

&1 PCR3|#F5

5149 4 L5 IEHI(5°-3) TSI FS(5°-3")
GAPDH ~ GCACCGTCAAGGCTGAGAAC TGGTGAAGACGCCAGTGGA
CXCLI0  GGCCATCAAGAATTTACTGAAAGCATCTGTGTGGTCCATCCTTGGAA
CXCLI2  AAGGTCGTGGTCGTGCTGG AAGCTTTCTCCAGGTACTCC

¥ :CXCL: #a b N 1

1.3 Stk

KA1 SPSS 20. 0 GEit 2 Bt AT e it o b o AAF
FEH I A2 45 B3 9 B0 R 28 Shapiro-Wilk 5 5 52 1E 25
Gri, Lk axs Fon. RAZERBEIFHARR T HZ
HKFORFRE B SRS 5 3 KR4 ERE S 6 K4 i
PG 28 9 K 4L A KBS 45 12 K 41 1E] K B Bk
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CXCL10 mRNA fil CXCL12 mRNA A%} 35 ik 8 1 2 {k
ERHERARRE T EZ00, 4E £ &E R A
LSD-t Kz 56 o R XB KM 15, P<0.05 i 2 % H 4T

2 #R

2.1 AL BRHR AT Y S8 AT S L A BE ) BE

Xt 8 2 A B IR O R I B 285 T B B
M7, R UL A& E IV, AR 19 JBE 0 5 B 3 T 5 AR IS S 6
FRAGE IR 21 A R 2 T i, A7 3 Y 75K 5 SE AR 2R 9 R
IR BRI 58 LA v BE 5K TS I 5 S B 12 R R I
IR AL fe Dy 7 A B E TR, AT UL By AR A
Fi LA PAT 40 I JBE £ 0 B 5 i 2k 5 B R i 2 16 KT b7
ERPETR IR A Py BUME IR 2%, B2 nT LA I 5 21006 B 3
TEARE A 21 KT A R BT 5K, JE RO W R T
EALE T AT A EAU K RUAR 30 9 A aof 2 A ML (I
U)o $ZMEPRIr b3 ofiE, EAU SRR A 100% o 3 At
JE AR ] EAU KRR RAE 7 22 AL R 34 L P 2.

B R BUIGEBUG SR 6 KAl W B ML ok B el C . R B MR 4 9 SR .
APPSR FE AN, LD AT LR ) D K RSB E A 12 K] DL R 5 AR A
LB B R BUE BG5S 16 KHT R R M, HAMKE L P RRERUSE 21 K
T DAL L A B 5K B K U

5r

MR PR S AE R ILPF I3
N W B

—

/\\}' H2 SRR E A
H*\ RIS & EETITH B2

| /' I 451 B 1 19 9 4, K B
O01 2_37& 5 6 T89WMNRIBM4ISIEITIE192021 MR 5% AR 2% B VF o 5 L e
i) (d) TG T R A

2.2 K2R RAL I 2 S B R B
Xt AR ZH R SR I S 2 R 25 M HE 51 8 5, & R R
O P 5 GRS A 6 K2 R LA T2 P IR0 I A4 i e e

HIMZ A 5y B 5 3 B I 5 9 R AL R R R R B I
[ s = P A /A 0 N L SR e
0L, AR )2 I K B s RS 28 12 R 2 K R A
Do 5 25 g HE 0 ZE L AR B, A Z 5 A AT UL A
HRAGER G 16 K 2H K B R R 25 1 2 7 15 5
R A 28 755 400 22 55 N AR JE TR S B K O 2 i
OGS A A 2T R RS 5 21 K4 R BUBT 4=
MWD, SMZZE AN AS F B |, 5 6 IERSZ 45 40 )= 5t
FRASRT (14 3) .
2.3 FAKEMMRE A NK 400 A T 40 2h ks

Xof B ZH R BP0 S 3 W £ 5 Dl b 1 1) A A
ORRSZHE TR G RR A 6 RA KRBT I
PR R P 2 R £ 8, 96 bR i 19 NK 41 i & 4 )5
559 KL AT WAL M I N AR 2 2 N A% JZ 1 NK 4 if 3=
5 38 S 5 12 R 4 R BRI 45 4 st s , KK 4 L
T REA S A5 16 K 2 R I 45 4 4 1 A IS 5 12
REH#E S HLIN, NK 40 i =5 0L, (B R0 19 8 ob I 4 s 2R
LRAATOEHR I T A0 MR 5 35 AR 5 5 21 R4 R R
P Ji5E R e B NKC 240 L, AH 4 J23 400 R 2 T
LT A 4) .
2.4 KK AW S CXCLIO mRNA F1
CXCLI2 mRNA [f) 335

TS B I ) AE K, R BRIR AR
CXCL10 mRNA 1 CXCL12 mRNA #] %} 32 ik
HEYE W EIHE T B E e, CXCLIO
mRNA Fl CXCLI12 mRNA [ A X} 25 35 & 3
DL 525 O Kbl RS 55 9 R4 K
AR EK Hr CXCLI0 mRNA A7 X 2 35 & W] &
TG 3.6.12 K41, 25 ¥ A 4%
B (¥ P<0.01), #% 4 KBRS
CXCL12 mRNA A% 2 35 5 (Y G A o 55 2% S+
TG E L (F=2.851,P>0.05) (£ 2),

#F2 ZBHAKXREBRAKEF CXCL10 mRNA 71
CXCL12 mRNA 8% R ik 8B L (x£s)

20 5 KA CXCLIO mRNA CXCL12 mRNA
MRS 3 KA 5 1.390% 0.660° 1.377+0. 320
RS 6 R4l 5 3.359+ 2.581" 1. 625+0. 843
WRE S 9 R4 5 34.298+16. 689 2.727+1. 149
WG S 12 R4 5 4.711+ 1.387° 1.707+0. 596
F 14 16.997 2.851

P 0. 000 0. 700

Vs F R 5 9 KALHCE ,* P<0. 01 (38 % 97 2% 417 , LSD-t
Frg) CXCL: @R+
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25 pm

B3 EEEARAMNEAXRANBEALAFREZRA(HE R =
20 pm) A IEHE KB AL SR B E A 6 R4 KR
A 2 UL LR e e L M2 A A B CL SRR SR 9 R BRI
REEA R, L AR JZ D T, Dl %2 i A0 B K P LA 46 1 A0 IR (3
3K) DG EE 12 KA BRI I 45 0 2000, HE 51 i v, BRI A
B2 SAMEIE W AE A (A #i k) E B H 16 RA KM
PO J5 455 ) 503 U 55 12 K 2 5, A o0 B 22 3T AN )2 5 9 AR 2
Z IR A R (F k) R AR R P RS
B 21 LA I B A o 20, A 0 B A AR A M 8 A (R
k), 52 AR AN A2 SRR (2 k)

25 um

3 it

FEB P E W L BCE R —, R R
TE L 1 T b R4 B . BESE R, Th 20 g
1 Th17 46 i 16 4% 6 48 rh % $E 48 2 /E ), — J7 [l Thi
ZH M43 W 1) B S VE A0 R BT y T4 & (interferon-—y,
IFN-y) 5 Th17 40 g 43 5 i B0 %6 B F TL-17 ALK 3%
FIAE T LSS At S % A0 M, P B g S R
55— 5 ThT , 336 46 6 3 240 M0 3 Ao 2 43 A 43 A R %
R KA RE , DT HE — 45 i ) 48 R S R . AR
25l o 0 2 M I I 0 B TR 2 R OE R SE e 2B . ML

Ed4 RBHELEERNESEKRANES NK HBF T 406052580
(BRR =25 wm) LIS BEA0 BB 52 6 6,92 9% ( DAPT) , NK 411 5 21 3, 5%
Jo(GFP) T ANMI RS 5 A« 5k 20 160 0 G 2 i 5, 96 O e
6, % 2RSS BN B v B 45 6 4LHL IR I 7 2 Tk
i NK I, ST 0506 () Co i BIR 45 9 K 41 ¥0 I AT 1L NK
MR ENZ)Z, RO A6 (Fik) D &R 12 KA W B
SEFHES B M L 7T L 24 10 40 % (7 Sk ) L NK 20 9 68 860 , 9 S 0k
3R EEUGH 16 K410 I AL R RS 55 12 K ALHE SR L K
WL NK 20 AT L 5 3 R B AN R (k) P iSBUR 45 21 &
ZH R UL NK 4 AH T 46 o B0 A0 P i 4 2 174 T 41 Bt = v (5 3k )
A2 37 A0 0 5 A 15 00 3 B G U 8l K AR A 5, 4k T 5|
R S O A 7 A B RN, R AR 9 T RE i
Ik 20 M IR B P A R S s R R e . R, ST
Al e S M 5 A0 M A R 25 8 R B4 ek AR ek
B RO BIMESE 0, SR RO P NK 4 it mT LA
HRERAE fE B i Thl 40 A1 Th2 40 i 51 d 69 HE Ff
N, NK 20 i 3 A sh 4 9 J5 Thl/Th2 He 5] BF &R 3,
FEH] NK 20 i /e 5o 26 IR 2T A 48 8 22 4 S vk R I g
BRI B, BIFSE NK 20 0 7E 4 2 i 48 B op
(A FF AT i A 80 R R AR LR B IR 2%

AWFFE R IRBP Xt Lewis K FUIEAT 558 , MBS K
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B AR T ARRE AR B, [ B 3l 25 W 0 NK 448 it 7 K B
WL 2 i R R S O, R B K R J5 55 6 KT i
FIAL I S 2H 2R e R AE NG, I R4 2L A NK
Y MR, HL AR T AR 9 R ARE SO AR R TR 04, AL 1Y)
 NK 4 A i 3 d5 ™ i, 2 Ja 4 12 K K BRI R
H o R 0 84 AE S5 I D%, B 8 I 26 21 R OR RUIR
RAREFERL, U B H NK 20 ff 7 2%, 878 EAU KRR
P 5 rh NKC 200 322 10 o 0 300 1 o B T EAU SE 1Y
Fe A HEDN NK 28 i m] REAE EAU 4808 R &L 45 /EH

W WY, 76 A AE N 1) B0 NK 48 Jfd 31 58 R 5
WAL, 32 RME 48U ok A I R . CXCLY
CXCL10 .CXCLI1 f1 CXCL12 & NK 40 it % W i #a 1k
B HH 6 F CXCLI0 Al CXCL12 ffF 58 + 43
Z o AWFFER I 45 R KW, CXCL10 mRNA 7E IR 4 ¥
P RBEAERREEGS 9 RiF#mig, B & & T
HoAtb ], T K BUHR P e CXCL10 mRNA A X 32
ik 5 NK & 8 35 28 1k 58 4 — 3, & W] CXCL10
fE EAU WAl 68 & ¥ NK 4 il i #a fb /6 F . BEAE A 5%
WY, PO I A5 PN B A0 BT o3 s 22 Al AR IR A
CXCL8 .CXCL10 1 CXCLI1T %5, S5 NK 40 . T 40 i
FT1 B 40 0 258 3 AR DN fih % — R 90 e o e g E
AHEFE Y CXCLI0 J2& 75 by A1 190 5 i 787 P Bz 2400 i e
AT A 1 8 — 25 B 58I 52

Giannice 2" B} 5% %2 B, IRBP i 5 1) EAU % Jii
R B e IS 5 12 K, S A IS Y 4 R AR —
o B T A EAU 9 05 i 72 v 45 | ZAE A,
HYE5RERE T2 £ EAU &, NK 401 &
PRI G 8 A N RO, T 40 . by st o] AR, —
T, NK 26 i 0 66 38 o 5 2 41 g B 7 )3 2 T 240 Jif 19 3
REN 3 73— J7 1, NK 2} 7] fiig 38 3 53 206 Ht 26 24 g [
FRESREM . PPRE BN, 150 NK 24 ] DL
53 W TIFN-y, 52 TL-12 @ - Ft, #E 135 5 ThO 4i Jid 7]
Thl 40534k, S ECH I RN I & 4. NK 4 B
BB LR ] NK 40 3 T MR SR 88
“F (tumor necrosis factor, TNF) -o 1 TNF-B 45 T J#k B2 4]
MaE AR R T, S A s L 4240 R, NK 41 5%
43 W o T 4 R TS 0 B AR A A I R I 7
— B,

AR, NK i fI7E EAU B R S SR,
AIRES 5ROV P T 40 ML g fk . AR it — 2
WESE CXCL10 f& EAU % NK 40 ffl () 2 A 72
— G AR O A AR PR IR T AR R B AR

Sk
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