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Abstract: Autoimmune thyroid disease (AITD) is a common disease of the endocrine system, and its
specific pathogenesis is not clear. AITD is the result of a combination of genetic, immune, and other factors,
and cytokines are a kind of small molecular protein with the ability to regulate immune response. This paper
mainly introduces the relationship between interleukin, interferon, tumor necrosis factor and the occurrence
and development of AITD, and reviews their involvement in the pathogenesis of AITD and their potential as

predictive factors for AITD, providing a new idea for using cytokines as the diagnosis pathway and treatment

target of AITD.
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SRR, 4 R4 S — R EAE X 431 B 4T
MR 5 20, VT S S B LA K s 1) B 2 4
FRIN 52 M0 5 2h B B e g% 2 Ta) R ~F 181 07 T R 45 5
KEEAEH, A T RYEFNIRAS P S0 08 DL K
(1) 28 i KU T S A AR, M2 5 AITDI K
AR ESRER . RN EEARE AR R
(interleukin, IL). F#b % (interferon, IFN). JiJ&g
IRBEIA F-(tumor necrosis factor, TNF)&, A4l
FEDR 7 5 ATTDZ [A] 56 R UL AR B FUl— LRI


https://doi.org/10.13488/j.smhx.20230171

R S5 AR T 5 B B G Bk HUR IR R S BT T HE - 765 -

1 ILZEAITDHEH

TL 5 W) 4% A R H2 H 40 B 7 A SOAE 13 4 i T)
RIEAE B — R4 K ¥, 5 RIZHTNIRE], ILA]
FH 22 PhAt i = A - AE 2 PR A b i R E R . ILFh
KEZ, HAWEDKIN 7415, 5 5w 4 HIL-
1~IL-41, ARG R4 i) e WAk TR AN
e — RSP R E AR .

1.1 IL- 13X 5AITD

IL-15 (L1 family, IL-1F)A 1167805,
FETHE R 37 (IL-1a. IL-1B. IL-18. IL-33.
IL-36a. IL-36B. IL-36y)fl45h A 4 iE PE A #5
PUAIAL-1Z AR FE PR IL-3622 K557 1L-37.
IL-38).

Tbrahim %5 “F & 1) ¢ T GD L& 1 8 & ML i IL-
37, IL-38KIA/K-FHIHE FE R I, 51 e Xt HEZH A
b, GDZL & IMEIL-37/K 2 THm, g
IL-387KF R REAK. FFER, XuS 5o R,
GDZH FTHTZH 235 1 I35 TL -3 8 7K ~F- 45 i J5e xof Bt 4
W EREAL, HFHAEROCH LS H, (KAKF
IIL-38X1Z Wi GDMHT B A — € I {H . 1L-387E
B Ho % M5 1R 2R 08 AT 4% — B T 3 1) A
FUEE AL, o FURIRAH O IR 2 5 GD % VI AH S 1)
PERF R A SRR . Pan B LA I,
FRCDR R AR G IR 3 18 2 I35 BT -3 87K P S ik e A\
Fhir, AR BE (P TL-3 8 Tl Ak #8119 A1 J I B A%
ZH {9 (peripheral blood mononuclear cells, PBMC)#
HRHE 2T 4E i i, ASAAT b PBMC HYIL-23R A
IL-17ARFR %, & 7] N IRHE B2 440 HhIL-6 40
IL-8M &L . £ LRk, MiEIL-387KF i nf
Re SAITDI AR A K, JF BARKFIL-38 W {E K
AITD 2 5 E e 5.

IL-38 1] I 45 5 8B EH T-AITD. 2T
W RN, fEAITDEFH P AFEZIA T -kappa B
(nuclear factor-kappa B, NF-xB)F122%4 JF iG55 A
¥ (mitogen activated protein kinase, MAPK)f5 %
WE ST SEHTEE T, MAPKZR K Ip38
A 4 M SMME 5 T B E B (extracellular
signal-regulated kinase, ERK)Flc-Jun Nl (c-
Jun N-terminal kinase, JNK)UAMNF-«xBZ & HIp65
TE 152 s FUm R A P8 T e e N 5 3 1

7EGravesHR i & o, p38FIINKHIBER 1L /KT 7E
B il st B A ™. p38. INKLAKNF-
B % HH 1) T B IS AR S5 4 55 7 701 T g 3 1 4
GDHEE L Tl 420 mRNAKIEIEY; NF-«BI
He IR 2 /48 N 1R %2 257 2 Graves HE 9 9 XU [A]
£, XL WINF-«xBNIMAPK(E 5iEKINZ 5T
AITDII K. TIL-38 HPBMC. BAfiL. ¥
FSC 240 6L A0S T 24 4 FRLRE T A R o, KT
IL-38%E F Al 51L-36 5244 45 & JE iIL-38/IL-36R
SR BELWT L 52 PRIL-1 52 AR B R (A 5545, AT i)
NF-kBEMAPKAE 5 & F K9 D 98 i - Joit 1 R
M, B, IL-38%NF-kBAIMAPK/E 5 il I f£7E
EIER , AT REXT AITDRZ GRS EFH
1.2 IL2X R 5AITD

IL-2% JEE(IL-2 family, IL-2F)H16Fd 4 il b1
MR, AHEIL-2. IL-4. IL-7. IL-9. IL-15H1IL-
21, X6yl RT3 [ — AN ARy FE 2 . IL-
2F A R 7 B AT 2 Fhosk B A0 B v R A A7
TGS R AE RN . Hod, TL-200 5840 i 3= 22
ATYIHL. B, HER R i(natural killer, NK)4
PRI BRAZ - A W M, 7 I e R A0 i (1) 3R TH 2 3Rk
IL-2324&(IL-2 receptor, IL-2R)!'”,

IL-2RAZE— M il = 58k (a-+ B-Fllyc-) I FE 4 Ak
0 A 1, o o ST 366 6 A2 K T A 11 555 0 g
B, I HIL-2RoJE N 2 5 AITD R A 9% 1) S %
W HEHERY ) KR ST b, BaE
MEaAAH I, T HIL-2RaFIE ZELIN N 5 5 & 4
S REH Ko IL-2RadE K 1] 1@ T DNA F I AL
AR T4 H i 52 RS 4R . THtk
By, IL-2RaZ: N 5 3+ W B 3% 46 ] 3§
CD4". CD25 Wi PE T4 i H IL-2Ra(CD25) I &
15, e EgE 102, T4 2 & Al
GBI ThRE, M S EAITDRI A ZEY . Kyrgios
SIS IL-2RaJE R 5 Bl T HHDNA F B IR A7 76 3
TEMN, KIGDHEHIL-2RaFIER G T IDNA
HRAG T 2 PO R B AR TN o (FZAF AR AEHT
B R IX A AL . BARGDAIHTHS & 5 T4
WOAH G B & S e, (P Z [AIfEE B4 i
R N 22 5, GDAZ FE HUIR IR IR 2 R Pk
(TSH receptor antibody, TRAb)FIHEGI#LH, HTZ
FHFFOPR AR BR 2 1 B0 A R0 FE R B I 48 4k 40 B B A )
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Bol R, BN 32 ETRAb, Frbl, 5HT
HLL, BANMRAEGDR B & 15 5 S E i fE N,
TMIL-2Ro/EBAH M & A G AN 2 SOk 5 H
FAEMH. Fk, IL-2RamBEEE S TA0H . B4
M Dhaek 2 5AITDI R, I HHEFES 51
FEGDIF AL, MFEHT.
1.3 IL-6/125 i 5 AITD

IL-6/125 % (IL-6/12 family, IL-6/12F)fLF&IL-
6+ IL-11. IL-12. IL-23. IL-27. IL-35F1IL-39-&
e 7o Horb, TL-39/2 8 & PR 40 i A 1,
FIL-23 p19FIEBY 5 175 ‘3 % [K3(Epstein-Barr virus-
induced gene 3, Ebi3)MA I, H AT TIL-
39/E N RIE KT HRGE = T JEI . H W5
FR, IL-39EEAARESF A HIL-6. IL-
8. IL-17AMITNF-aff) 3k, MImxF AAR4H i A
somts M, BastianZEURBL, AT AT
IL-39fith e B2, IF HAE B A S A dirE £
1) £ 2 L -39 7K~ A8k R /A 2 T i 1. R
N T FEIL-397E N R4 R AEAITD B i &
i, Weng25U"hil i il 52 AITD B 2 135 IL-391)
KPR, SR, GDFHTEE I IME
IL-397K°F- 5. 3 P&, ZROCHIZ 0 #r 5 Hi, 1L-39
ATAENATITD B3 76 T 87« AITD &3 IfiLiE
IL-397KF AR LBV 5B A %, MR4MiE 5T E
52, BT PR ARIL-39, I HAEHE 2 FEGS 5 B
4 Hfd A IL-39 0 3 AN 0 3 (p 19 FEbi3) ik 8 3
WY MAITDRI A4S B & PiidFBAI R RS A
%, K, AITD & i H A TL-39 7Kt 8L
TR

AL, IL-397EAITD & # 1 (1) 314 5 Janusif
Wi /A5 = e 5 R % S 0% Rl 7 (Janus - kinase/signal
transducer and activator of transcription, JAK-
STAT)JE 5 5. JAK-STATIH % /& £ Fh 4l i[5 1
() FEZAZ 5 FHLE], 1E 5 i 305 0 A
f(signal transducer and activator of transcription,
STAT) & %l i | R4y, 2 5AITDIIA
HLEl. BFFEREE, EHTEE W HFIRIRAL 7
TESTATH FERIL, Hrf, STAT1/E FRR AR I
b R R T AR AR R 5 R IE, STAT3Y
FEARA PR T Y8 5 44 ) LT 52 A A IR 16 HHOIR iR 4
U AN STAT3HEIR b ) P A% R £ A A

AITD 5y Bt R B EAE R, JFf2 0 AITD B3 1
HUIR R SR, Bk, JAK-STATIE 2
HAITD KA K e B VA HIME 5 iE s, MIL-39H
B 0 A 00 P 2 i JAK -STATIE 1% 1) B0 KA 5
[ E kAl L, TL-39 0] { A ATTD ML 2 T
K¥-, FEAT R JAK-STATIS 5l % K 2 5 AITD
R AR
1.4 IL- 175X ik 5AITD

IL-17Z J(IL-17 family, IL-17F)f36/NEA,
A &IL-17A. IL-17B, IL-17C. IL-17D. IL-17E
FIIL-17Fo IL-17F ZEHTERI TR 4, nldnt
{RHENF-xB  p65FH H At 1% S A7 Jk (K] ) 2 35 % NF -
KBIEE, FIL-6/13RZ, A b8 H R R 4E i
P27 M40 fAE TR AR 1 3R, 0ol HR IR 4 RE =
P, A, BEFERE, H0EHINF-«BIE A A
IL-6+ TNF-aff )R, M H S G i HUR R
heePY, LS R BoR, SR R 4LAR B
GDHANHTH B & IL-17. IL-6. TNF-a. NF-xB
K HmRNAKFHEZET &, JFHIL-17 &3
mRNA [{) %A /K F 5NF-kB. IL-6. TNF-a. FUiR
R A A . R IR BR S PUAR 3R IA K
PREFEIEMIC, X UiHIL-17 0] GBS NF-
kB 5iEEE, SHAITDHIELERE. Bk, 1L-17
(AL TR 2 S S AITDR IR IR # A 5% . Cai
SRR R, TL-17RAHrs4819554 (12547 FE K G
FZH A R T AG+GG UL K IL-17F Hrs9463772 (1) 5%
P EERTHAH S HEEBCT+TT SHT ™ HEALE 5 &
FHEPS ) X, IL-17RAH frs4819554 MIIL-17F
W rs9463772 5 A HT I PRI R 2 1) 5 ik . 45 b
Bk, IL-177] GEiE I NF-kBfE Sl g/ S AITDHY
R, HH IR 2 A v fe 2 B IMHT 1) &
g RS, IXUERH, TL-17804F RERCAHT IR TT
B, AR R — 2RI
1.5 HEftILSAITD

HT, &4 @ BILAGe i E 8 T —A
KW, WIL-32F1L-41, 1K, KTFIL-32. IL-41
[t 2 AGD B EH AT AN G, R THTES
(R PRI

IL-32 e W] /& 7ENKAH i A L -2 03805 1 T
MRS R, HT i A NF-«BAIMAPK
BRI B TNF-o. IL-18+ IL-8HMIIL-645{1E 74 4 iy
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A, d3hm S8E 5 Rk ER ., 1L-32
S5GDREA K. YaokP W 7t Bk, GDHEE
IMIHIL-327K 7 BA X PBMCH JIL-32 mRNAZK -1
SEEmTREN, FHY 50 = R R
2. TRAbDZIEAHIC, HHIIL-325GDHHARIRT)
Re M P EFREEAR G, B PR AR G R
N, SiggEn AL, GDALEE FPBMCH K
IL-320 4Hfis. CD4' IL-320" THHAICD4 IL-3204H
0 E 7 EEI EE N, Wi ZEGD 2 A PBMC
A[43UAIL-32, CD4" T AP~ 4 1L-32. HUkA]
WL, TL-327 HTZRM . PBMCZ: 40 = A= 31 ] i3
I BOENF-«BHIMAPKGHE /- S GD I K A

Ty PR B G PR T A R P IL-41, AR
WO &N, S BN, v RS B
M R R IEMER . ERT, Z IR L, 1L-41
FEAN [F) G B 0 Hh B R IB KB 22 5, InAE
Bt g 98 v % B LA S 2 BN PR A L -
A FRIE AR N B3 R, 1R RIE T
ST P FNER G 0 5T AW A 2 AR T -4 1L fg e N
BETEPS, E, NWTRIL-41/EGDEE )
RILTEDL, GongZ PRI THIXW T, 4R E
7N, GDA B IIIL-417KF 5 2% T 1g Xt B4
It H5 HUR IR K G A 56 % . IL-417EGD
BERRIEP TGS B Ec. B
Wik 20 PR A PR PP R A s R 48RE 1Y) 8 BLVE Ak B A
fid(classically activated macrophage, M1)F1HI] %
JiE 122 B G AL B 41 B (alternatively activated
macrophage, M2). 75Kk, GDEFEHHITh14
Mo e % S BN M1k, GDRIUIMIEER
A, MIRAE AR EM2R R R,
TL-41/2 FHM2FE B =25 (15, i S 50041
FKIEH TR, HIk, IL-417 663 5GDII KRR, I
EMUM2IRATA %

2 IFNZEAITDH Y {EH

IFN & 20 f R o R A LI, e R L
ATHurE Ew g E W R a4, 5 oRE
INRBIFNIE B A PR EE . HUs . 040 2
LT RS2 MAER . IFN =35 T/
IFN. I BYIFNATI ZUIFN, 2495 32 B fE 52 2 Pk ikt
PR, TRNAT R S AL Ao S5 A4 () e 3 S . T30

77 A F-(interferon regulatory factor, IRF)j& 3
FIFNAE 5@ s 7, P IFNR) ™ A2 A0 5
HAHRBEEH.
2.1 | BUIIFNSAITD

I BUIFNS AR N T 8 TP vV v
THERILN), BFEIFN-a. IFN-B. IFN-oFfIIFN-
Kk, FERIUE, RiEE) T2 2 IFN-oMIFN-B.

IFN-o =5 2 b - B g i = A4, Sl 151
BN B ERIE, BEPURE R4, T4
MOFIBA AR, (R IEGHH N T e TR TE A, i
RAEGRR A& R e B . BEAE, IFN-o% AT
18 1 2 B I R A0S FRRDRE YR YT, BEETEIR IR b
N, RILFN-a2 38 INAITD R JF % . IFN-a
(EE A 2 0 5 AITDI R IR A 5%, LinZEP {5t
SRR, HMEEAME, HTEE K IMIETFN-a/K
SERE T, MGD S AR AR LR E R,
{H2GD B LR TT e S5 IFN-a/K P56 77 7 H I
B N, HFHGDEE BIRF7R A rs1061501%%
FIIERC. CCRIFF & B B TC+CCI T 43 bl fi
BN, Kk, IFN-ot IRF 73R £ 451
BCVFEGDIN B h K H#EAEH . IRF7:2INF-aff] 1E
WP, SRR TE ORI, @R T Irf7 5 R /N R
METFN-a/K PR IE /N R FEAC, JF Hix /N RA
Rer A 2 E B PR, XERW, IRF75HUAHE
HHARIIE A %, IRF7-IFN-of3 5 126 ik
SRR RAERBEEM . A, ChengZP7LU
AITD/DN OB FERERY, K ILIFN-asb BEZH 1)/ BB
MBS IR T (B cell activating factor, BAFF)ZK M
J K3 FIFN-ao R B A . PR K
I, TFN-a4bE /)N BRHOIR R 1 R B H B & ) CD3”
TR FPRNAN P TR, /NERAEF IR
JRERE A )G, LIFN-oAbF G il OET40H . B
4if. NKZML. IL-6. IL-2. #fbPFFITNFRE SR
WAE S . XULET, TFN-oX 56 K 1k M I 1 4
RUEMMFE T T YRGS 5K
ARIBER . I, TFN-ofE 3 3 FR R % % F 4
RERTE S T EA BEER.

IFN-BEH N S 2 48 i 7= AF ] 00 T 248 3
e XBAMRE , FFeAR (R 28 4 M PR R0 28 1 2
7P Bk, AHETIFN-oR] 3950 4 5 40E
A BB AR, TEN-BIN AT YRR R B 408, %
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AITD A ARG {EAPY . Cheng W70 &I, HT
B P MEIFN-BIK-F A B2 3 P, B PEGD
BHTFN-B/KF FI B AT 5] &G TRAb. BAFF/KF (1)
FEE, ARIXFhAR G R E L EGD M5
F|. BAFFZB4IHEA & Aok UL HUARTE BR 1) 9%
Bz 5%, MIEIFN-B/KF5BAFF/K-F £ fifH
K, IF I AR GAR G B AT VA RR S . Lin%E00HF
FRI, GD. HTHEH FIBAFF/K T 5 {8 A T+
&1, BAFF/KT5HUARIR B &Pk 2IEFX,
ANE IR, P AR A AE Lotk i AR 55 14 o W 2%
Bl o XA ) R T BRI R DL
BAFFIIThREE o<, BEAEWF7CRME, MEME T i
BAFF[1) R 3R IA , 177 =2 i w401 BAFF [ 2 A 3%
R 2 W ME R 22 [ T BE (EIFN-BXT BAFF )
RERIIA W R REAFEM . 28 EBTIR, IFN-BTE
AITDRIA R A BEEN, A mfiEIFN-B2 IE
W KCE A BEE R T TR AITDRI R J&, {H7E 5 &tk
B RAFEESR .
2.2 TRIIFNSAITD

1T BUIFN DL BE R P2 ) IFN-y AR, TFN-y 3
ERE A T M FINK A =4 . TFN-y/E N —Ff
HEPThI B A 7, 7E FAR IR P a2 3 28 o
YA, PASS T R HEAE . IFN-yRIE
By 2 2w AN 0 e 2 2R, B
BV G P28 S N PSR R A Y R R A
MRS B & B PR [ R AR K« TFN-y3RiA
KT E SHTZ VM % . RashadZE" 9 3% T B 1)
— IR TR R I, HTZL 83 I MIE TEN-y 7K F G
IFN-y%: R R 8 /KA Bt B 4H B 35 . i
FHT, TFN-y— 7 TH o] 38 1 (5 200 it = i 1y 3= 2
SUHBMEE G KT K0 FRIRE, B E g
BPe R EaRE S 59— 77 R A] I8 I B i R 4 i
RMFeZMIRIE, RAOLHE B MRG0 AW %k 5
HEYIREE S, N 5HTHI R E™ . Bt4h, TFN-y
AT SR T 1 S 5 AITDI K A
I HIFN-yxf L 7 105 3 5B-1E M & A MRk
A XK, WoSEMH R, SR, HTHE
H I HRARH LR IFN-yRIAE 0, MR- EHEA
RIEPEAK, AIFN-yOH G B- & E A MR IEHE—
LR, EILE TR . xR, B-ERER
2k ARG B THTHIEN-y 5% SR 20 Wh o

g LRATIR, TFN-y AT e ok 386 5% 005 40 B 16 T g
B0 JERE R 1[0 2 W R AR HEATTD I R A=
2.3 MMEIFNSAITD

I RUTEN SCFRONTEN-A, A2RFAE 820 (TFN
%, A4EIFN-A1(IL-29). IFN-A2(IL-28A)FIIFN-A3
(IL-28B). IFN-AF] 55 — KA N 12 A 45 &
RIFVER, %2R HIL-28R45 & 4 FIL-10R24H
B, HATL-10R2 X S5IL-105 L5, (At 11 7Y
IFNWJE FIL- 105 . IL-105 A AL FEIL-10. IL-
19, IL-20. IL-22. IL-24. IL-26",

BE S S R, TRN-AR S R 1 1 45
FE L, HSAITDRIAAE %. ArpaciZs! "
WERC R, HTEFEIMEIL-28. IL-290 £k KP4
fEENEZE TS, 3FHIL-28MG/TERZ &S
HT 2 [B 776 5 A e, HT 3 G/ THE R A L
HRGEHN LR N B3 PRK, RS 3R
G REXTHT BB 41 . [AIN, Falkowski%g™”
WFRRIL, SHEETRAMLL, GDAEHE MIMmE
IL-29/KF &2 T . IFN-AEAITD & % h £k T)
i, XLV SIFN-MEH T e 4 it 1 /- 3 AITD
R . B, TEN-METH MR M4k b % 3%
YEFE, TFN-AR] 6] Th2 40 i b 4k 5 4 K5 Th1 40 i 4%
. HR, IFN-ABERSSZ I BAN R ThRE, B4
M5 5 @ JAK-STATIE B & £, WP A, H
IFN-MAE B AT 75 5 B4 M o (R STAT VRS RR fk., FFHL,
TEBZ 52 A S0 S5 (B2 i H AR ITFN-A ] i i3k %))
FHEB A L 17 2 B 40 P o1 PO 356 TRy e s, dx 2 B
BANMITE D AE L X IFN-ME N o Bh4h, TFN-AE AT
TEHR TR, EVEgNiE. WoRgnfe. it
O 20 A AR A A, T O T X SR Y 43 T R
PR IR, g8 AT, TFN-AAT 8 o 1 15
T Bk EL A0 i % 7 ok 40 i 55 5 928 200 i ) Th RE A 3
AITDHIRE .

3 TNFZEAITDHH{EH

TNF 5 0] A2 KA /N B I3 o B T — b R
1 22 Fb MR & A I IR BE P SR T AT 4, RS
FORIE AN G5 KA A 73 Y TNF-0 M TNF-B

LAESR, TNFZEAITDH [T 70 3 B p 7
TNF-a. TNF-of EWE4H0M . T2 M & NKAH ™~
A, SR IEH G SN IR A R A, A0S
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PRGN RPER L, T H = A Bt 2
2 SHAITDII R AER . BEAEFRKBL, fEAITDE
1 HUIR R 2R AE AR B 2 T S I TNF-o AT TNF-a
mRNA, 1 2 75 FOIR R 2H 23 H 1 9k B2 40 B 2
TNF-off) EERED, Bo, Kobawala: P HEH],
FBR J 200 A 5 1 B 72 42 TNF-a.. SRTHI, ZhuZ55Y
TR TGDEE M, AR GDAE
H LS TNF-o7/K T3 fg FEXT IR AL & AR BB A, &
MAZATNFZA/K(TNF receptor, TNF-R)/K- 3 F}
e X ZE AT BB T TNF-ofE 4140 25 5) 4 %
fife, R HBLZEAE L, T TNF-RTEAMAE 1L
HEEWE K, WTNF-aB % . TNF-REHE
TNF-R1AITNF-R2, 31X P 52 A #8235 S 4 i FH 2
JH G % S N kAT, RECE PRI, TS
HAITDI R4 . TNF-R15TNF4 4 5 il 2 s
B RSB R B R, XSRS S
AT, NF-xBIiEFILFINKIG 1L ; TNF-R2
FE IS TNF-RAH G R K 4E/ER, TNF-RAHGH
X T-NF-kBif 4 AIMAPKGE 16 30 25 0 B30,
BEAR, TNF-o ] i ik FFBR i A L 38 R A7 2 1) A2 )
SN T RS MR KT GD R 2 i . TuZS I 7T K
L, TNF-a3ER Hrs18006291) % 2514 5 GD R %
BEMK. MoritaZs W AR, SHEFEA
L, TNF-aE K b CpGAL 1) B 3E AL K F 78
AITDEE R B ETHE, GDEFHKICPGHL & AL
KR THTES, U AITD K 52 TNF-odi:
N2 MR, HAET, TNF-ofiHl5 cHEZ f
H & g M a7 2997, Rk, JEFTNF-a
F N 2 B EEAITDH FI/ER, TNF-odi #i17
HEBCANAITDIRIT HTi&E.

o4 gk

4 J[ERN=—] = |

Hj, #kBZutstst, MpkrE
AITDEH R A A FFREEMFRIE, Holdid s
53 R DL KA 5 2 TR A N A A R A
FEETER, IS 5AITDRI &R, 3F H4u iR
T EBCHAITD 10 5 67 FE . Bl
S TAEE IR LR AR VE R B B 8, AITD
1B R AR IR AR N, X R R fa ke 2
Hhn, Bk, XFAITD/R FHUZ W fG T & 02
o SR, 20 M R o] B T 1 R 12 W DAL K 2

b7 1K) R B ) AT AT P R, R, R
A7 B T I PR AE R 7 1) 2 e tE s AesE k. 2
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