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Abstract

AIM: To investigate the protective effect of
taurine on the islets during culturing and its
mechanism in rats.

METHODS: Wistar rats were divided into 2
groups: RPMI-1640 group and taurine group.
The percentage of active Caspase-9-positive
cells or phospho-Akt 473-positive cells was de-
termined by flow cytometry. The mRNA levels
of tumor necrosis factor (TNF-a), interleukin-
1B (IL-1B), nuclear factor-xB (NF-«xB), and heme
oxygenase-1 (HO-1) were evaluated by reverse
transcription-polymerase chain reaction (RT-
PCR) in the isolated rat islets of both groups.

RESULTS: After 1-wk culture, the percentage of
Caspase-9-positive cells was significantly higher
in the taurine group than that in the RPMI-1640
group (41.03% + 4.46% vs 23.85% * 3.09%, P <

0.05). The mRNAs of TNF-q, IL-13, NF-xB and
HO-1 were significantly expressed after the is-
lets were isolated and purified. However, the
mRNAs of TNF-q, IL-1B, NF-«xB expression were
decreased gradually while HO-1 expression was
increased with the culturing time. After 6-h, 72-h
and 1-wk culture, the mRNA levels of TNF-q,
IL-1B, and NF-kB were significantly lower in the
taurine group (TNF-a: 0.34 £ 0.02, 0.24 + 0.01, 0.19
+0.02; IL-1pB: 0.24 + 0.09, 0.09 + 0.01, 0.05 + 0.01;
NF-«B: 1.76 £+ 0.30, 0.93 £ 0.15, 0.37 + 0.02) than
those in the RPMI-1640 group (TNF-a: 0.57 £ 0.1,
0.39 = 0.02, 0.29 £ 0.02; IL-1B: 0.34 £ 0.02, 0.24 +
0.01, 0.19 + 0.02; NF-«xB: 2.52 + 0.24, 1.21 £ 0.14,
0.76 + 0.07) (all P < 0.05), but the HO-1 mRNA
level was markedly higher in the taurine group
(3.74 £ 0.10, 4.33 + 0.29, 5.28 + 0.29 vs 2.46+0.30,
3.13 +0.07,3.59 £ 0.22; all P < 0.05).

CONCLUSION: Taurine can protect the islet
cells from apoptosis by inhibiting the transcrip-
tion of TNF-a, IL-1p and NF-kB gene or by in-
creasing phospho-Akt activity.

Key Words: Taurine; Tumor necrosis factor-o,; Nu-
clear factor-«B; Interleukin-1B3; Heme oxygenase-1;
Islet cell; Flow cytometry; Reverse transcription-
polymerase chain reaction
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P<0.05). TNF-a
mRNA. IL-1f mRNA. NF-kB mRNA. HO-1
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mRNA. IL-18 mRNA. NF-xB mRNA

, HO-1 mRNA .
TNF-o. mRNA. IL-1B mRNA. NF-
«B mRNA , 6h,72h 1wk

(TNF-a: 0.34+0.02, 0.24+0.01, 0.19+0.02;
IL-1B: 0.2440.09, 0.09+0.01, 0.05-£0.01; NF-
kB: 1.760.30, 0.93+0.15, 0.37+0.02)

(TNF-o: 0.57+0.1, 0.3940.02, 0.29
+0.02; IL-1B: 0.3440.02, 0.24+0.01, 0.19+
0.02; NF-kB: 2.52+0.24, 1.21+0.14, 0.76+
0.07) ( P<0.05). HO-1
mRNA

(3.74+0.10, 4.33+

0.29, 5.2840.29 vs 2.46+0.30, 3.1340.07,
3.5940.22; P<0.05).
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Bl DR A F T B s RN T S S 1 B - A
JRLARE SR T 5 RS 1) — b 1 5 i SR Pk . e
By B RV TT BRI M e AT ez —, B2
o % B8 AR IR K BT AR 22, TR B BB AR S R T
S T R AR PR B S ) 105, B A R S 1R R
STy, 2P DR 25 R i R B R ) RO R )
R A, BEFR. OBR B I ORAT R R A R
TEPERTIRE. R, RS )4y B A IR R
IONASTR] ) AR 37 TR 25 DA e 19 B 1 35 2 R Ty
REAE AT ST H bR, PR (taurine Tau)s—
Pl B2 I, RI2-20 0k LR H,N-CH,-CH,-
SO,H(C,H,NO,S = 111.1343). JL -4 &8 LA &
TEAZAE, A1 9 AN JE L 43100-50 000/1, & T
B-ZAEIR, &R MRy, HAEEAY) %
YR B4 2L, UG B it i)
SNRE T, VA4 RS RS, KRR SR R T
REfLAe e VEH, 4EFRe4H N SNEIE 1, )
0 A IR (2 AP RS2 T R R T-P CRAS I i
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By 03 B oA R v BRI 77 S5 A 4 1 1R
T RREE S I 1 I AEIE LLR O IR B 3 1 AN 2 e
(FrZm. LSRR e S PR I 7 A B
336 DAL DR o AR AR A1 1 57 M I PR 3 1 A
THRE RIS BRI OGS 5 B A DR A Y S LA

1 SRIRSE

1.1 Wistar K560 5, MEMEARBR, 1745 &
180-220 g(J) B [ BERL R 2 ) ) 0). i It iy
V#(C-9263). MAifl#(Dithizone, DTZ). Y
BEFF(Acridine Orange, AO)FIVR ZWE (Ethidium
Bromide, EB)¥I A Sigmarl; 4 &M
(PEYARIC I HT K BB B Caspase-9PifA(Red-
LEHD-FMK) A BioVision/A #], S &R %
JEZR (FIT C)bRic HT K e 5 Akl B Ab Hi 4
Phospho-Akt(Serd73) & A-11070 Alexa Fluor goat
anti-rabbit 1gG(ZOGARIE I ) HCSTA F;
AR I B ALt AR A BOR A ), RNATE
IUAFIRNAout. Wi #% 5 PCRIRF G I R PR
K TR A 51906 T Bl AR A wl;
DNA markerly T~ K 5 A4 A A

1.2 B0 KRR 2 W24l = 6), 164041 : £
FrhEHRPMI 1640+ X1 (H #2100 U/mL. ff
#2100 mg/L)+100 mL/L FCS; Taufi: B 3754
RPMI 1640+XHL(T5# %100 U/mL. %7 35100
mg/L)+100 mL/L FCS+20 mmol/L /- fif#;

1.2.1 s (V)JEATHER::
SVE R, A IS B R M (Y2 Hank' sU T
i, 1.0 g/L)10-12 mLPA3-4 mL/min (138 506 1 T3
B AL (2)DIHR: DR 5o U HUBR R OR AR A M I
SEdE, R IR AR L2 (3) BRI 1L
B B alifl: PR VIEE37.5°C £ 1°CKRBIH
11-15 min. 183 RIS, T AR FLBEIR SN U
A7 W s TSN ¥4 P Hank' sy SO mL A% 1 F 3
b3 AR 2500 17X(800 1/min, 4°C-8°C, 2 min).
FINAY FIHank's#30 mL7E 3 #R3% A, &
80 H ANEEAN i W ik 3, X ES0:(800 r/min, 4°C
-8°C, 2 min). ZFRUTIE L ERIWAR G K Ficoll
AN T 2 e T B S 0 A R Y U ) A
270, 250. 230. 20571110 g/L.

1.2.2 . . :
HE SR B i I XU B (DT Z) B ths. JBR & 4 i 4
= 3UCHE R DT ZIH 1 40 1 41 %5/3 X 20 X FEA R
H(mL). F] Y me /R 458 (AO/EB) 9 e Yt ik
ORI MG, WA = S5 AN LGS AN
AN L) X 100%. i 5 43 3 2lidk ) o 4l
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g%, 2491550, 100 TEQ/AGIL, RG34 N:
37°C. 50 mL/L CO,. 950 mL/L%" <. 1 dj5 &
DA, e, S R H el 11 30201EQ
JoE &, 2 AR BE AT 24 0 (2.8 mmol/L) ¥ Kreb's-
Hank sy 52 h, 285 & w0 il 2 % (16.7
mmol/L 474 [\ Kreb's-Hank'si i 5 1 h, W4E
SE2/INI RS 3 /NI I RS SR, SR FH T80 v A
FRFRU PR B 2, VRSP RS R #(SD):
ST = E3 /NI (e BB PR EE ) (1) [ B 2% 55 /5 2/ N I
(ICPEFRE) ) 5 25 75

1.2.3 TNF-o. mRNA. IL-1p mRNA,
NF-kB mRNA HO-1 mRNA 5/ TP
IR 2\ I B IR N A o ut$ B 71 5 W] $2 BY
HRNA. RT-PCRIZEMMTNF-o. IL-1B. NF-
kBAIHO-1E R FRIE: (D5 W % iF: R 4
GenBank" " TNF-a. IL-1B. NF-xfTHO-1[#3
BB 51 ¥ - #epremiers. 0% 1514, g
Invitrogend& & AEYIHE AR A PR A 7 & Jliprimer,
200/%: TNF-a: F-5'GTC GTA GCA AAC CAC
CAA G-3', R-5'GGT ATG AAG TGG CAA ATC
G-3'Y #4214 bp; IL-1p: F-5'GGG ATG
ATG ACG ACC TGC-3', R-5'GTC CCG ACC ATT
GCT GTT-3"#4 ¥ K 452 bp; NF-xB: F-5'TGG
ATG GAC AGG CGT TGA-3', R-5’AGA CAG
GAC CTC TGA GAA AGT-3'9 #/#)K Ji224
bp; HO-1: F-5'ACA GAA GAG GCT AAG ACC
G-3', R-5'CAG GCA TCT CCT TCC ATT-3'4" 14
P K 441 bp; B-actin: F-5'CAC CCT GTG
CTG CTC ACC GAG GCC-3', R-5'CCA CAC
AGA TGA CTT GCG CTC AGG-3'9 #4=4 K Ji
690 bp; (2)RTCU 4Lk [ W): K NAR RELFERNA,
Dntp, RNAFGHIEIFR], BEHLTIY). S 44T
65°C, 10 min; 30°C, 5 min; 65°C, 30 min; 98°C,
5 min; 5°C, 5 min. 3)¥ MY TNF-o. IL-1B. NF-
kB. HO-1H1p-actinf /. X N AK R, B-actin/ )V
ZAF R 94°C AR TES min, ARJFH494°CAETE30
s« 55CiEBk1 min. 72°C#EMH1 min 30 s¥E{T35
MEFR, 5572 °C 461417 min. TNF-o 2 NV 25144 :
94°C i3 min, 2R)51%94° CA P40 s, 54.5C
JEok1 miny 72°CHEMT mindEAT3SAMGEF, i
72°CHEAHT7 min. IL-1BATHO-1 W 414 4 94°C
A3 min, R JE1%94°CAEPE40 5. 54°CIRK
1 min. 72°C %M1 miniE4T35MAH. NF-«xBX
44 A 94°C AR MES min, 48544294 °C A PE40
s 54°CiB-K1 min. 72°CEEH1 minidt47 354N
I, BJE72°CHEAHT min. (4)PCRF=)LEE: WHL

PCRM™#)10 pL52 pL EAEZE R AT )G, AN
BURIALA, 1720 g/LERE R HLIK. B DNA
maker Al T HLK, 1EAFRUE S TSI BRI
AG: Box(FH) g ot R HEAT 404, (5) %k
Kb TR B A3 AT 2R SR 5 A A AR A IO FE AL
U] — 5 H e i 5 B-actin™ 4 4 1 B 40 W 6 JE
H 2 LEAEEE 0 AT, DA S OAE I IR FR
1.2.4 S (DR HEE0.25%
EDTA 0.02%)1 mL+37°C-37.5°Ci#4k, 7 min
Jea, AR A0 25 (2)Red-LEHD-FMK %
s R B By AN [R) B IR MR 1 150 pLin #EP
B, B TIAL pL Red-LEHD-FMK, ##48
HEE 1 hy B0 2 EIE (1200 r/min, 6 min);
(3)Phospho-Akt(Ser473)Antibody4e{f: 4l il 25
D5 VR 5 R $/0.5 mL PBSZEMM, N
AN40 g/LITCRE H37°C [ 2 10 min; VK1
min; MIA100% FE(0°C-4°C)If i 4% 75 1% LAEL
A5 40 30 57 P 0 e 4 M BT AR F #1100 wL
PBSZE M =i F# & 10 min; I APhospho-
Akt(Serd473)Antibody(1 : 25FB) S NI E
1 h; ¥540 f 887 31100 ul PBSZEMME(E
5% FCS), M Z$iAlexa Fluor488F2fragment of
goat anti-rabbit 1gG(1 > 1000FFF), =R PG
30 min; K 40 g BT R F 0.3 mL PBSZE iRt
A7 it A ARSI

¥ Plmean+ SDE RN, K
FSPSS11.5% v 8 ATBEAT J5 22 73 Bt Mk 6,
P<0.05 N Giil2 2% 5.

2 45

2.1 PR UK R AT 3R 15 £4600-700 TEQJEE &, 46
FEAE60% /AT, B Y O/EB# e Yeta(E 1A) 45 R
BRI 2 8 I i B i >95%. K AR 1 wkJE I
SYO/EB#E e e tty, RPMI 16405 77 HKE4H [ B %
BN AR R 28 1) JBke B 1 T ] S5 184 (& 1B-C).
JoE B RIS K B, AL RPMI 164055 77
P B 5 R TBARAL(ST) h 1.64 £ 0.28(Fk il
) i I 2 TS AT B J % 2 RS I i), A
B IR N A BB 5 9 5 2R IR B (ST h
2.45+0.24. Z 5 BEAG0HE L (P<0.05).

2.2 RT-PCR JB
B s aitb)a RN ST EE NN E AW E
[JTNF-o. mRNA. IL-1p mRNAEIL, {HZHE
FH R IR ) I K TNF o0 s 59, 451 1)
Y1 2% 5 BT B PE(P<0.05); ARSI o
TNF-o. mRNA. IL-1p mRNAMX 2Rk 5 11 11
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NF-kB.
TNF-o IL-18
HO-1

B 1 FESAO/EBRE( x 200). A: :B:1640 ;C:Tau .
A M 1 2 3 4 5 6 7 B

750 B-actin
730 pactn 0 IL-1p
500 250
250 TNF-q.
D
-actin
P ;gg B-actin
HO-1
NF-«xB

B 2 FEERT-PCRER. A: TNF-o mRNA,; B: IL-18 mRNA; C: NF-kB mRNA; D: HO-1 mRNA.

TNF-a mRNA IL-18 mRNA
6h 72 h 1wk 6h 72 h 1wk
1640 0.57+ 0.1*  0.39+ 0.02° 0.29+ 0.02° 0.34+ 0.02° 0.24+ 0.01° 0.19+ 0.02*
Tau 0.34+ 0.02 0.24+ 0.01 0.19+ 0.02 0.24+ 0.09 0.09+ 0.01 0.05+ 0.01
°P<0.05 vs Tau .

BEA%, Bl BE IR A ZEK TNF-0o mRNA. IL-
1B mRNAZHTIRTS, FEA% ()2 1) 22 5 AT
FPE(P<0.05); 7EAH R B R AT LR P AL TNF-a
mRNA. IL-13 mRNAMIX Rk HE, ZRAAHE
EME(P<0.05, &1, K2A-B).

FLARPMI 164017 7= 41 1) J 5 4l iU AE 1 776
h. 72 h. 1 wkINF-kB mRNAAR} ik & 55l
H2.5240.24. 1.21£0.14. 0.7640.07, BE#E;
T IR 8] PR FE K NF-e B ik 55, L5 1) [R) L ) 22
S HAT B EMEP<0.05); AEREFRIE NN AT R
Jii 5 I 8] 25 INTF-c B mRN AART 21K f 50 51l A
1.76+0.30. 0.93+0.15. 0.370.02, ifi H.[AIFE
Bt 15 R 1) R E K NF -« BB #0855, 4% I 1)
A1 25 57 AT 25 P (P<0.05); 8 AH A PR A e

www. wjgnet.com

PALIFINF-«B mRNAMX R IA &, ZR HA R
F1E(P<0.05); 1] WAL BEFIHINF-xB mRNA
(235 (F2, KE2C). HO-1/& —Fh 58 1 40 i {4
PR, SRR RAT I B AR PMI 1640385 5%
AL B AN B AER 926 hy 72 hy 1 wkiJHO-1
mRNAM X K IE &5 42.46£0.30, 3.13 £
0.07. 3.59+0.22, uFBJE & @4l 5HO-1/
W] &t 6 3k I EL Bt % 77 B ) ) 28 K H O - 134 7 434
o, LA I ()41 22 e B W3 EP<0.05; TEds
FEHE TN 5 -1 7] 25 JHO-1 mRNAAH
X ik By 43.74+0.10. 4.334+0.29. 5.28
+0.29, 1M H [F AR B 72 0 A 1 K HO-12
i, IS I A4 P 22 e HLAT 3 1 (P<0.05);
TEAH R B A LS 2H THO-1 mRNAAHR R IA
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<« <
- o
Ao B
- .
=}
(=3

3 RN
Caspase-9;E HEFIAKIBEER
k. A 1640 ;B:Tau .

|_
2y 3
o a
= S
> : . ) : k=) L C
— T T T ! — T T T !
10° 10 10 10° 10 10° 10 10 10° 10
Caspase-9 Caspase-9
NF-1B mRNA HO-1 mRNA
6h 72h 1wk 6h 72 h 1wk
1640 2.52+ 0.24° 1.21+ 0.14% 0.76+ 0.07° 2.46+ 0.30° 3.13+ 0.07° 3.59+ 0.22°
Tau 1.76x 0.30 0.93+ 0.15 0.37+ 0.02 3.74+ 0.10 4.33+ 0.29 5.28+ 0.29
°P<0.05 vs Tau .

B, 25 BT BFEWP<0.05); o WA A L
PWHO-1 mRNA[)ZFRIA (K2, F2D).

2.3 JBE 5 4l FIRPMI 164055
751 wkjii, WS ifCaspase-9°441.03% +4.46%,
Caspase-9¥iE il LA 5 40 M 3 1 i 2 B T8OK
SN BN I T, S [R] I Ak A5 R AL 41 i
1131.47% +4.08%, Akt 1k 5 fgfliflprocas-
pase- QTG ol i 4N i € 2 CRE A i 4 it
T2 AR J5 WS I Caspase-9°423.85%
+3.09%, ARy I e B RAR, JOF H 3 2=
S HAT Gt 2E 5 X (P<0.05); fEFRAL Akt4n i 5
49.14%+6.73%, B AL BT, R
HA G5 %78 X (P<0.05); AS2u 45 BAFse T
AKtBEIRAY 5 B fllprocaspase-9iih, Fr 41
T2 T (E3).

3 11ie

B 55 B A A2 VA T R IR ) e sk T Bz — 1,
H2, WIS ER WA AE [) 2 DR % 1 J 25 A e A 20 o
P 60%MIp-A o e 52 i T, Horp 2R KA 4E
Bt 53 d, i H A 2 ARy e o 2O I . 1) &5
SO FRERR I R AT B 2y B R s T R
W KT B R TR R AR T e
A G 58 27 JE N L B T R R RS A S R
Bt e B p e kU S B R ) A e e
7 AR R 9 A iR DAL - T DA AA AN 3 SRR B
T T 5% 00 Ji 05 (R 35 P AN T g, F HLAE RS A R

L0 AT B R E A A S HE R RO Ry
HEEMEY, SE RS R R AR —
b B RAEN R IETNF-0”, TNF-o /26T 5%
ATNFRIA N FCAA, TNF-od TNFRIA 454
AL S AT 2R (DR) 2 BAL Bk % 2028, I
M{fCaspase-8# /K fft i 7% 16 75 T 4N H i 12 (%E
T2 AKi&1%). Caspase-8ifith 5 ik ] LLEGf#Bid
SHtBid T J5 5 4 A7 22 b A4l 1k Bax/Bak fig
{40 i 4 2= CREION LT, I 5 4 T 8 0.
[AF1(Apaf-1)FlCaspase-9. ATPYE A K,
ZEAEEY), TR, fE3 T /KN Caspase-9
ffjCaspase IR (CARD) 5 Apaf-1/)CARDS;
B AL, RIS SN Caspase, k& SE
MO T (LRI 42). TNF-ath n] LLS R 3R 58
K752 AR A N F--2(TRAF2) 45 il iE NF-x B
7 SN TK) BT T B IK K) B R AL e BAf
2 B T AN F-ie BAE FL 6407 38 N S 80—
AUV LR B e E . TL-1 AL 3 R A I 5 2k
LI I3 b —Fh B RORE A L. 32 B i O 1
5 W 41 R o 2 R 40 R S, B B- 4 e 2 F)
A0 B DR 1) SRS A 2 WA I 98 1k A i DT
TL- 1 [F] J & 41 o 3 18 1) 32 AR TL- 1 BRAE & 5
H— RIN R e s Fif, AFIL-1B52 7 AH G
Bt (TR AK)" 43T 5 h S TN FAZ ] 5% 8
6(TRAF6)!""?. IRAK J TRAF6:l i NIK#H IKK
JE BRI B 2 N26S 8 [T A 2 1 LR,
FEINF-« B LT 5 A7 241 HuAZ . NF-«BH#RZP
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FIDNA Y 2 P IE A e 5%, AASIL-1. IL-6.
TNF-a, ICAM-1""", VCAM-1, iNOS, PGE2!
EP3 mRNA"! n WLAE 4 i IR W9 £ 175 2R 48
FIL-1B. TNF-alfAINF-kBH 4K 3, BINF-kBi%
PR HE U R TNF-o FIIL- 1 B4 3%, 1M 3 75 Fh 41 iy
PR 1~ 2 3k 2Kt B SN - B A 111 T B — 3 2
IR, T3 AML-1BIR] 5 40 F 2 1 ¥ 52 AR TL- 18R
FHE O AN F-« BT ZI40 A% A EIHiINOSHY
B DR e s T 5 SN O 11 A5 B 28 in . NOfig i it
) = R R A AN v (1 T 1% S 2 it 9 /> JE 05 25 1)
AR, R 75 S DN A SR W8 5 3504 w2t
Tk FEA MR T, A S B 1
T AE BRI Ty FRATIAE S5 R, o i 4y
B alifl Ja 4 it IRl (6 h) K IR JE AR AR B )
TNF-o. mRNA. IL-1p mRNAZEIE, 7EHFE1 wk
Jii Caspase-9PHPE4H il % 2441.03% £ 4.46%; 1IFE5K
TR Ay B Al i AR T I N R B T TNF-a
TL-1B RIS FLRS B4 g Tk 78 E a5 970k
I ZE R JE TNF-0o. mRNA. IL-13 mRNA
RIEW BI85, Caspase-9FH 41 UK 423.85%
+3.09%, MR 5 T2 0 5 d b n] A il R v] A
AN, Akt OIS A 41 i A= 71
WG, 2 MR S BOLEGE, TNF-o.
IL- 1B AL ] IR AENF-1 B 5 8 734 ) LL g
PR Ak Ak tf 2 B2, AR I A Kt AE B B IR
thprocaspase-9¥1 19647 22 28 i ik Jk M ity BH Iy 1
SO T AR 40 O T FRATIAE S b I s
JBE B o B AlAb 1 IR 1 wk i A KR TR Ak R 5 40 g
$oN31.47%+4.08%, Caspase-9BH 140 il % 4
41.03%+4.46%, NIAA-TEER J5 3505 (1 Caspase-9
H23.85%+3.09%, HLHAEL TR W] W RRAG, JF
HIZE R B G0 % 5 L(P<0.05); BERLAkt
1749.14%+6.73%, B A1 B, Hox
S BAT Get 2 5 X (P<0.05); A 520 45 3 i 4
TR HEE EA KRR 1L . JHIprocaspase-9¥LiT,
T 1L BH KT Caspase 2l IO s W 05 g & 40 B
PR R B BB ORI £, e gRAE A
TR i JBR B 2R R TR 2 (S D)W Wl T ey X 13 W) ke
Ry AEAR S G A I T] 1) 85 55 S X6 e W 0 5 )
F O WIEVERRAR, R IR I R T IR e
R 5 2650 B SR PR SR B A 7y WA DT RE. A TR
SR A TNF-0o mRNA. IL-1p mRNAFINF-
kB mRNA¥ k11520, FAT{EHank'si . RPMI
164085 7 AN 20 mmol/L 2= f 1, B 5
53 B Al Ak 28 A1 R I [a) 55 57 J5 A U B B TN F-a
mRNA. IL-1p mRNAFINF-kB mRNA#% %7K,

www. wjgnet.com

RIS B S T A A P A R R S A
TR RE R e s JLHLHI T ek 2 Rt N 48 s
BH 1T B-ouB i, AT BELLENF-1B M A 5 i) 40 i 12
S NI B SLTE 1, DRSS TNF-on IL-18 mRNA
FINF-k B, W41 LR 7 (A, A1
P A 0 6 DR D9 29 i o Bl i N TN F-o
mRNA. IL-18 mRNAH & M HINF-xBI
RZEEAIL BN A RS D) e, B R INF-«xB
mRIN A 53 BT A 58 14 40 it DAL -1 1) 5 Js AR T
K E GRS ThfE, AT REPN A EATAE, XA
THE— B RUE. B B Al A R R &l R
FENF-kB+ IL-1BFITNF-o [ 5% 39 0 M iy 75
R B 2 TR AR T A 5 1 R PR P R D e
AR A A — P OR A 1 S R Rk O\ 4 M 3 it
BEL T 2 it BT~ D9 6% 14 SRR TR N5 (24 A ke el
R AL EA% N S NF-k BREAT A4 L 1 B iR T 3%
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