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FREZE VR, EAT IR IC ARSI D IERE CRRRE S IR T, T o S HRIEIR & S
BT 2 REDRINTH 5. RN MR E DO — 2 TdH 5 Zim Ml R LAE

(amyotrophic lateral sclerosis: ALS) 1%, #EfT1E DA v Zn B ML o 22 14 - Bidg
I X D EBIERESE LA REEINEHRTH 5. ALS OFRENRE L L C, fERIT PR Ig
HRDHERER 2-CAlESE 2 EH I T & 7223, T4F, AR CR2FICHM L& o |
RPE L EHEED & v 3 — &4 5 BBCRMINEDS, ke R O fEFEPERGE I - TEME LR
Mzkzd b, REPERLT 2L OOH 5. AW TIE, HERRMIED 7
2 Ch, HEICHRMRNICEEST 2 377 ) TICEH L. Az n ccibtk
I 7u 7V T70oAHT AT 74— PNy ZIRFE LTI NE A A4V THS
Interleukin-19 (IL-19) %[ L (Horiuchi. et al., 2015), SREMRKR & OBIfR %2 RET
LHAZF T 7223, IL-19 ORI ETRRBIC B T 251D W TIEAHTH - 7-.
%ZZ T, ALSETL~T A TH 5t b superoxide dismutasel GI3AELE 7 vV AV ==
7<= A (SOD1%ATg v v x) & IL-19 RiE~vv R (IL-197~vv R) XKL, % DiHE
Bhikne, AR, ERE - WE AT 5 2 & T, ALS OJREERICE T 5 IL-19 D& E|
Dfifi% & XL 72.
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£9°ALS EF A=Y 2 TH 3 SODICHA Tg = v X DFFELRNTCH 5 IR & W15 2 2
o 7)) 7 25 RNA %, complementary DNA (cDNA) #{ER L, IL-19 Bz T HIRED
RRIFAIZEAL & AT L 72, RUC SODI1G%A Tg = 2 & IL-197= 7 2 %2l $ 5% 2 & ¢, IL-
197//SOD16%A Tg ~ v 2 % {EK L, 10 2 & 25 BRiEZ oM~ v 2 i\, EFHM, &
HIZHN 2, Wire hang test, Rotarod test CEBEIFEAE % FEIRFHYICEHi L 72. X 51T, SOD16%%A
Tg~v A& IL-197/SOD1%A Tg ~v 2 %, JHgIH (12:8), FHHE (16:38), ki (20
W), AR (24 3H~26 ) 1o FHBRARIRNT 24T o 72, Wm0 <2 7 4 v, B
fY R Z{ER L, Nissle Jetts, % iTo 7. iz~ AOREHNOEGEE 770 7
PIRKEE (32w 2707, 7A RS A ) 25 RNA Zihi, cDNA Z1EK L, {5 ER
T, HIRGERN T OBETREELZ ) TA 2 4 LERE PCRIETHEL 72. UKGRES: F-A-
19-032)
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SOD1S%ATg = 7 Z DJERE &L HIUIEEE 2 7 1u 27 ) 7 Cl, WEEITICHE - 72 IL-19 mRNA
FEIBEIN % 38 72, IL-197/-/SOD16%A Tg = v A 1%, SOD16%A Tg ~ v Rt~ A 77HAR
WKEEZRZED R -7-2 (173 Hvs 178 H, n = 30), A= EBHEEE D GE #3800 7=, iE
BtEReGE 280 7l O MERE T IL, MREHEEI 7 n ) 7= -7 —TH % CD68 [k
17u 7 )T O EMRREEI 7Y T~ —H—ThH 5 Arginasel [G1EI 70 7Y
TOMMBAELTnEZ & #HLHIC L%, F72. Tumor necrosis factor alpha (TNF- ),
Interleukin-1 beta (IL-18) , Glial Cell Line-derived Neurotrophic Factor (GDNF),
Transforming growth factor- 81 (TGF- B 1) O FHUEM b Ro bz, X bic, IL-197
/SOD16A Tg = % A kO WG 70 7 ) 7, 7R F 0% 4 b T, SOD1EA Tg =
7 A HR, TNF- o OEASEME, 25 72 Frd 4 F ko GDNF EH oM %
7.

[(#%]
AT, WL 202707004 T4 774 —F Ny 7ATE LTI N BT
RIS A P A4 v IL-19 1220, ML HRE DRIEIZIIC 351 5 &% % gt L 7-.
W, PIRIEES A A4 v LTERIT 22 8 D% W IL-19 2 RIBX 2 &, MRREAE
DERLIC X VIRENE(LT 2 2L 2 THIL Tz, Yo FHICK L, ALS ETL~T R
T®H 5 SOD1A Tg v v 2 TILEBEREDSWE T 2 2 L AL 2T o 72, RfFE Tt
IL-197/-/SOD1%%A Tg =7 AHRkOWIREEEI 7 v 7V 7, TAbad 4 b, X6 I
BT, SOD1%A Tg =7 R, KIEMWES A4 P AL v e LTHIbNS TNF-a OFE
REEAERIN 2RO 7. B B WTdH, TNF-a DA TH 5 TNF- a ZEE type 1 ©
RIED, ALS € 7 v~ v 2D A o Fff -, EBEIiRoAIcB 53 5 L olEnH B
(Brambilla et al., 2016). Z#1iF TNF- a &K% L7z TNF- a o 7 F 153 ALS ICERFERY
T ZEEBRBLTWS. RIfFEICEWTd, IL-19KHEIF, 17a7 V707 )
2 A TECTIA, RIEEF A4 P AL v eEZ LD TNF-a® EFIC XD, R
R#ERK T TH 27 AP ad 4 KD GDNF it 280 X & 2 2 & CHiiRE#ESH R % D
726 LCw B AR E 2 b7z,
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