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[ Abstract] Autoimmune diseases ( AIDs) are disorders in which the body reacts to autoantigens, leading to tissue
damage. The exact pathogenesis of AlDs is still unknown. Many studies have shown that genetic factors play an important
role in the occurrence and development of AIDs. In recent years, the development and application of whole-exon sequencing
technology has identified several genetic variants associated with AIDs and has confirmed that these variants are involved in
various disease processes through different mechanisms, including breaking immune tolerance and affecting disease severity
and prognosis. This has promoted a greater understanding of AlDs. Therefore, this article reviews the application and
research progress of whole-exon sequencing in patients with systemic lupus erythematosus, rheumatoid arthritis, multiple
sclerosis, psoriasis, Sjogren’s syndrome, and Behget’ s disease in an effort to more clearly understand the pathogenesis of
AIDs and provide new ideas for diagnosis and treatment.
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YL 2 AT, A0 T T S e S IR A Y T 40 i
ESHFEEAT I | N H B 505 A S ) B I R
T2 AIDs 1K E 5 AIDs (19 32 ZRHIE 2 J A I3 P
AR B s v B Y A B PUA B R 5 A A
AL S IR CL A B B R B, A TR 3R R st A% ]
FAT LSS AN B R ATDs B KU Y K i
L2 W50 R WY, AN TR 1Y AIDs A & 3 [F] 1Y 35t 4%
T

5L A 2] ¢ B 5Y ( genome-wide association
studies, GWAS ) | 4= 4 i F 241 I /¥ ( whole exon
sequencing , WES) 154 3 [R 4 Il Jy> 45 3 AR 1) Kk &
JE BB IR T FRATTXT ATDs AH 2 35t 1% [F &K 11 B
fift'® . GWAS MR R FT 50 F 78 5 A H AR B
ARZTA] 8 DCIR , Al KA KT X e i DB =X ADs 35
R 2 1) A, AE U RE 5 o0 i BRI e MR i st %
P ANREHR 2 1 1F (%) B0 JE R B0 5848 A6 A5, % 3
RS 20 58 R &R A8 BAE ik = 2 6% 1 OC 3R A 5T
GWAS WA AR S A1 7 U AR S i Rzl 58 0t -+ oA
BRI A LR A I R A XA T A 5 PR 8
AT o3 B, D S ) Es 22 | 0 i TR M
Lol | 2 B o, PR E e DR i H
IR T WES JU ST DNA 8940 i X35,
BRI 2B AL, R B bR X0 a5 R
TSR  EAR WES SRS w5 NS R 1
9 1% ~ 1. 5% 1 X 38, (H 2% XA & 1 K29 85%
) L RN B0 e PR AR S | AT — U A T e I N I 35 A
24 20000 2~ H H 180000 ™ Fh ik - Y B0 48 5+
{75 WES I8P T GWAS X 2% WL AR F g #4748 5+
PEANGEUR A i e 38 2o R A% Ty s R S B Y
BYADAAR OAR R ARG BER A K
KRBT % 2 R PR AL AR B0 . TR G
fiE 289 555 WL AIDs S, %) WES & AIDs H1 i)
I B AF o ik e AT 2R

1 WES 5ERGMHIBIRE

RBMELLBEARHE (systemic lupus erythematosus ,
SLE) J&—Fl B [t 2 R GLr 18 P AID, i 2 1 4E [z
T TR RN SE /N RS B R S L 32
(T FHRRIE A2 T 9bK 20 400 B 19 2R A, S B0 T LA S e
AL R E H SRS R SR A LB E | F R
REBZRZGENRZ a4 ERZ, HA5OM &0,
B ok il | A I, DL RO R G 1R 3R EOCRE
Y EOR A 70/10 T, AR R B ABGE— T,

e = R S A SR IT F BT . GWAS KB SLE
TEAERAE By, HATE & L SLE &9 5 £ 1~ 5) Ji&
FHAL"

SLE 14 &9 1 Re 2 LA G e Al P 8, I 4F 0k
WFFE A Gilad WES $ R B 28 % 5 2L 48
SRl BRI FT e 32 2 5 SLE R4, A
FEAET S —1 SLE SBJL K LA HEIEFT T WES FilA:
YE B 22500, S5l Sanger 556 1E 28 28 A7 5. I 7F
H R R FHAW AL 5L rh B 4758728 73 A, e A5 3] 92 >4
SO R E) 1 AT RRECRIE R B SLCTAT 4
BUYIIX IVS4+1 G>A i 578 5, eIk R 2848 m] L5
R I 0 41 6 R 9 £ 200 o S R AR 57, DT
FRPEM Z IR, B A B b, e RN X
93— SLE {8 LR HACREHAT WES, K3 T 105 4
AR S T 1 T RE A B0 SE ] NRASe.38G>A 2%
HRAE, LS 7 6 SLE B KK R kAT
WES, 76 4 il B FZ SR kb BT 2261
NRASc.38A>G 248 HILACRER AR AT, Wl &
A% 5 2 ] B A KL B TNFAIP3e.559C > T Al
PIK3CDc.3061G>A 245 9378 ; NRAS 5& H g it 85 1
J& RAS/MAPK {55 B h i E 55 30 T2 — %
5T TR A ANME K R S AL M, X
R O R N o A o s~ 0 & W VA
TER, i R 24 5 2 A8 23 RAS/MAPK {55
PR SR T TNFAIP3 J—A R G il A
¥, FEHFRPEM 27, H A H R A8 AT REFT MUK
G RE-AT, FEL AIDs 19 % PIK3CD 4 it 1
NEMEAILEE 3 -4 ( PI3K) 78 G 5 4 i 1 S0 AN g
HR OCHENE R 28 A8 5 1 PI3K I M1 R 23
SEADs B & BRA, A 09T & BLA G HE A
FyZeAs b a] LGS i JH 5 B 40 A DG 15 5 0 B 5 8
AIDs (9%, Al-mayouf 5% X — {5 ¥ 5t SLE 7
B4 YT WES, M i E T B0 P TALDOc.
793Cdel 44 T 78 5 A PTENc.518G>C 2R A28 5+
PTEN W3l B 4032 (R IE #1555, I g or
SR TE TN Z T R EAE R, e G R RRiAS
AIDs [ % 4, Jiang %5 XF 116 ] SLE & 17
WES, X} 97 24 3 47 12 1 9 s =0 1) i 3¢ & 4 A 47
GWAS, I %5 BLK R 6 4~ 7% L 298 748 s 1)
5 LBAR VL B BANKL J: M 264 2 5 T SLE
1R

DL EWFFE I o WES 7] LIS I £ 5 SLE
A B BE PRI A S A7 i, 3 BB AR 7 S Gm T Tk B B
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GRBENS 2 5 (55 100 ek S5 AN TR AL ] (A5 B A B 2
RN 2 SLE A X ARt A TR T SLE %
s N R AYINR L rl B804 SLE A2 W 53R 7 $2
PEHEAR ,H A — L5837 i ik =2 X A B AL 119
BB b ot — PP TERUESE

2 WES 5ERUBMETR

R RIBPESTT R (rheumatoid arthritis, RA) J&—
Ffrs RS R A P8 22 % 1 ATD ) | LR A 1 i A
S RS A B (A A, I 328 S B OGS e R
BRI | 5 28 W] 350G T IR R ) e A, 5 T
TR 1% Wt AN T, s AL F R fa I PR 3% 3
FIVE 3 b st R 65% 27, i
T GWAS FIAH CHEWF IR T4 2 T 50 £ RA
Gy BT, GWAS AL LLERH A B2 00 5 s 2 W
A AN DL AR S AR TR A R BT RA R R
B LT AR, KE AT A B B WES $
ARRFHEIXT RA 8% R R o,

Okada %%l i WES, 78 AR YL A ik 2423 X
W PLB1 LRI T —A~3E R LI ¢.2263G>C (p.
G755R) AE IR G AE i M it AL AR X ) R 2 B 0 v
5 RA BE I8 b5 7 1088 4l RA 35 F1 1088
S Ag R FRE (BRI IS8 ) kAT PLB1 R (4 7
O3B IESSR S AR A7 S B 2 B0 KU . Wang
ZEVSE ST A B AT T S5 M il 555 (interstitial lung
disease , TLD) [) RA H# 1 45 #]4f TLD () RA
#(RA-ILD) i#£47 WES, B 5% & BL#E RA-ILD BA %1
o 5 MUCSB 7% S5 1) R 3 2 PRI E sl gk T2 iy R
W6 B T RA R MUCSB RAEHR K 17. 6% , Rt
HAR SR F RS W AE N RA-ILD U5 BRI
I 5 TN EE (AR R

Zi L WES MR R L T it i 2 5% 25 RA
(R A, T A0 2 B AR 3 X A A S R 1 7 5 5 R
P 118 ™ B AR A DG, A B I R R A U Y
FIWT {5 T WES 76 RA H A9 R FHBFIE AR SR 470
B2 AR AN e T i — 2B RS

3 WES 5% &4 EE

Z KA AL SE ( multiple sclerosis, MS) J&—Ff
RAENE | H B S e Ve I SRS B, LA SR B 0 bl 22
TCE R RR B2 2R G0 52 4 R AE O Ok i
Z IR R BT, MS 1 % 4B h PR 85 Fh st 4% TR R 3 [A]
VERIS 2 IR GWAS Fl Meta 23 Hr & 3, A

KA DR (HLA-DR) #4922 250 5 B Fn b
5 Hh I Y IR EE MS 19 5 S 5 DGk T
G045 A R PRSI A MS A9 & 28 3G B
HORIR AL S T R MS A At G B 1 a3t
AR SFARPE Y RE T WES PR & T HATH MS
HHSER AL I AR

Wang 250 X2k {1 E /719 8 il MS H3 il
26 44 fd FEXF HR 2 A1 & ot B A A% 20 i e ) 3 R 4
DNA #1417 WES, 2L 23 T 41227 AT REAYAE 5,
17 A8 S HAT Wl 25 1 837 R PR ) 28 Sanger I
FFPUESZ, 3 I MS 3 B S A 5, B T
TRIOBP 5 7 #h 1) 7% WL AZ 57 ( Chr22 1377235206
>T,1s201693690) , FE T IR B, MS HE 1 Ik
S5 SE PRI 5 W S vy T g R X R4, X Uk TRIOBP
AlfiE R b R O ABE MS BT G G L E
TRIOBP 4nAn] 5% Wi % 95 5% 48 A 1 AL ) 1 AN T 28
Kattimani 25" X} 1 61152 & 1 28 i Pk 22 O P Al AL
( relapse-remitting multiple sclerosis, RRMS) % 4: f&
F AT WES 43471, & I8 miR-8485 #5741 CA B 3L Ay
AL a4 T i T NRXN1 #5457 401 8 ) CT 3
TC BFE ARSI 4l & B fft , 22 20 R B Ry 5 AR 5
XA RA AR T E5FR A NRXNT/NLGNT 4 it
KGR 2> 7454 26 F1 /7, miR-8485 W55 NRXN1 %&
PLUTRBR , T NRXNT 7818 775 55 38 38 15 P AN 28 il b Ca™
fil e 1) A st SRS B TP R R AR R g AR AR
miR-8485 X} NRXN1 ¥ 45 3235 KM, & 58 NRXN1
(L B 238 il & Ca™ PRI IN, Ca™ FEEETH i ml fig
5 R AR A SE T, B A

IR S G R R 2GR RS S T
MS B R4, HIEEARF AR A BT 2 5%, 75 shid R
TS S ) L 3 Ak A R ATL A i 8 AR A EL A
AR X TG AR BEIE IT 7 AR AL TR A L H R
TS A AR S A R SR FHAIL R o LR B A otk —
HHEE .

4 WES 55RB%%

R o — b A = 1 B 2 I g A 4
I S MR A8 A 8 1k B IR, L1 20 g BBk A
JBTEG S 2 L 8 A= R 7 U 240 o 92 3 Sk SRR ALE s R 3
K, 98K WG B LA, R RA R
TSN Y 2% , Bz K9 AT AEAF O 38 % A6
F1%) A it R AFIHS R 0 34 3 1045 I ) o J
e S0 AR N R A GWAS B E T £
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AR T R A G B 520 SR AT o5, AELATS A B 17 48 i B
RIFHLHE, T WES AR B InGR 7 3A T 4R 8 9
KRB A B AT

Signa 2SN HF5E T — A LU IE G 0 21 1
VR B NRHE A 3 XU i R K BE , SHZ SR
R 5 AR AT T WES 4387 7 CARD14 %5 4 5k
WP R BB 24 A 5878 (C.446T>G) L ZEAR AT
LRI 21 Hz 95 T AR i 9 R R AE 0 AN S 4 I
PR H A2 19 L2 SR i s 1) & A, %78 5 B A7
TE 1T Sanger I ¥ 45 FIHIE S ; 6] BHZWF 58 & BEAS [R)
(1)) SNP 1] X A= 9y ] 77) (47 R4 W i), 5K A Bl
FAT B AR TT . AL G IF 9 LA
BB AR 5 R AT TR G, Kuang %5 R H WES
XF 22 5 T B JE A R (11 I = SRR T A
ORI 11 5] FR BB YT TR HEAT TR, W AR A
3 AN EE X978 (SMG6/1s216195 T > C. IMMT/
151050301 G>A Fl UPK1A4/1s2285421 T>C) W] fig 5
FH R A 7 3500 %, {H L EL ARV R LB A 75 fF —
WFFTIESL, Carlsson 25 P WFSE K R, UPKIA TE4R
J 995 5 98 RE M Bz R rh 2R 3k I 2 T (HU2 AR
UPK1A/1s2285421 T>C 5 L SR7% fr SN AN G AE

VI EAFGR 3B, WES 508 A3 T — 25 54
JE s A HE Bt A8 S 3 B S AN A AT OB 1Y
KA A O] BB S IR T AR A SC, 5L A i B L (R
B, R EF i — 2 HIR A BB

5 WES 5FREE14

FHEZEBAE (Sjogren’ s syndrome, SS)J&—Fh LA
CTHR 48 o0 LA R B ALD , Bl 1% 0 8 o 88 I 4
BEANRGWE Y SS Al 4y kSl K 1 Rk
FHEZEAAE (primary Sjogren’ s syndrome, pSS) Flff:
A H Al AIDs 1Y 4k & PE T 1 28 & 1 ( secondary
Sjogren’ s syndrome, sSS) , HIF R Z% , BAK L L
1l 1 AN B, A 3k A S R AL o R g I
OB ZRN AR R AN SR WES B
FE, eI T FATTXE SS KL i BEAR

FE5EO R WES 4381 T 91 6] pSS & il 152
AR IEE T e ] 25 AT AR A7 05, 2P
I3HT K IR, CREBBP H1 OAS1 J2: pSS 14 5 BRI A {5
FORAAAE FIBLH i AT 2, £ 8l A5 X 11
pSS JBH N 6 A fEEEXT HH HEAT WES, il £ 3145 25
AMBEEAR S AV 5, J5 8 5 Sanger W 6 IE, 45 R %
B, IFIH1c.2115A>C SIDT1¢.1216G>A A fig 55 SS k&

SRS  IFIHT Ym 5 MO RNA % e i , 7T 75 9 75 2K
Yot AR AR dsSRNA (R 3E 24K 3 i Sk
HUR TS5 R (M0 IFN-1 {5538 1% ; SIDT1 J2—Fil
LR IR 1, HL A X 8 0] 45 & dsRNA , FF K
dsRNA ez 4oy, HAEHI TR £ 22 5 pSS &
HUAR) 2 RGN 2 A G Btk #E0 1FIH1 7]
AEE T B pSS KA ERFEA 1M SIDT1 A A Horp
P — AN TR, T A8 S o7 A P i) i R A 9
I3 Y LR AR B AR 75 T RE S 6 AAIE S, Shen 451
AT 15 1] SS HRE AT 100 44 {8t X 1R i WES %
¥ Wi T PRAMEF13 . TARBP1 ,UGT2B28 . TRBV56
FINAPB “h SS #i 1) 5y J&3E I, IF & 8L UGT2B28/
rs72552705 F1 MSH5/1rs2075789 ~ SS XU %& [ {3z
R UGT2B28 78 I 1 24 [ B 28 7 1 R 4 o 24
FH LA 45 4 T S0 IR 3 15 R O 9 25 %) T RE T, 28
o] P38 2R ) S e A A D RE AN 9 i L (HH 5 AIDs (1)
KA e Z BRI

WES [ 1 A RE T SS 5 10387 i) i A4 A8
SR A R A S 5 AR A S S PR ) R A K
R R T AN R 1 R, X R HE— A R SS 1Y
SR HIL AL T %) SEL S R 5 A

6 WES 58ZER

1 ZEJ% ( Behget’ s disease, BD) J&—M H K £
RGN H A B RBEN T RAEMEB , DUAER 5 1%
A8 AR Sy 2 g A 3, JHC B AR (0 I PR AR A A 5
IS FIT A BB 1t 9 | e S AR R B R e 7 A ) LR
HLA AN BR A, H A DA BD 9% R 45 8t 1%
2 T AL 2 e MO R AR
K WES W52 858 KWL T 2 it %25 BD 1y

Dimopoulou %' X — ] BD &3 f& H AL £E ik
177 WES,B52 & 3L BD i35 ERAP1 35 shFIX
B WA LG F 9848 (1-bp B2 ) , H BD B3
H ERAPL [R5 7KF i AR T 1R 5 % | I o
KL WES 1] LI#h 785 T DNA 74451 59 GWAS TF
58, AV A AR g i 284 . Ognenovski 26 %if
14 F>k A fEFE ) BD B & AT T WES, I8 i
Sanger {730 1E WES 253 58 KB T 5 BD &
AR AROCHRIY 77 AR S o 2 A A A BRI Ok
5 AR ( LIMK2/1s149034313 1 NEIL/1s5745908 ) ;
LIMK2/1s149034313 5204 £k R 1 F 41 i 515 5
AT RAE T A0S DL R A AR, 155
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4 200 P v SR A i 40 R R R BD A
O BH R AR B9 0 s NEILL/rs5745908 & — > 5i4)
MRS RS A A FEMHN S FRE, FE8ZL0E
BT PEET B, S A AR SR A e SRR X R A
(AN P g 2% A N 305 19 DNA $5i0051& 52 7=
ANRJEF T X S X BD H 40 35 3 4R
AR 7 3G I 28 S FE Y, PR G T ke IR ) 5 L AR
ST AT RE 23 S0 R R 1A R 5 $2 13T B 5 o 0 A
K4, Shigemura L] 1F]§T*/\ﬁ BD J 52
) H AR E  %F 6 41 4 fRLL_E BD #BE dE 474047, X
B 1AM R (B 2>$/\WH}H@%E¢E’\J%I£
DNA #17 WES, 5% & Bl BD B34 Y4537 TVFAIP3
T A5t AR (chr6_138197226_G>A, C243Y) |, i%
27l GEE oL ) NF-xB B8 Al T G i 258
A0 M 7 (IL-1B, IL-6 Ml TNF-o) 19 75 42, M
TNFAIP3 7% ( chr6_138197226_G>A, C243Y) A fig
B e (K B BD ARG LA

HHr, R4 WES 76 BD H R /0, (H A

WES W55 O &% 2 WAL 7 2 '? BD 1y &4,

AP S 3 o ) % 1 20 L PR Y A T 4
ARG IR ENLH S5 T BD k4
% BMER T AR BD e A A G35 4% R A
A T e ks LA 2 g AL T 7 ) g O 1 FH T
l RIZWIFRIT .
Wt UL EFRIR AT, WES B LRI 5] 5 AIDs
A B SER w28 5 (FEDL R 1) (HRESE A 3 i A
AR PR T —FP s , Z2Fh AIDs 7E 35 1% XU 1
S 2 ey B L R (R DL 2) , 9lan, IFIH
YERA T T BUTHE R 77 2R W00 25 A e B 2 I 2
—, AT TR T T F1 NF-kB 4556 S K19
PO DT fish % 56 R B 8 I 8¢ X AT BE 33 N AIDs
RS | 289 TE S a5t AL A8 S5 5 Z2 AIDs Dy I
7@ KBk :1s1990760 & SLE . RA MS 25y 3t [&
S H 5 mE IL-18 WUk B 7K¥£E%IE7FHBQ
IL-18 AT T 40AE 74k, T AILAAR e 2 V- 47, 5 3
JUHE AL SURAE AN F B S0 WORLEE B Jd i e 41
PR A Y 7 A TR F B it T A R AE AR AR
GPER B H SR R TR A EEEH, ]

X
B

R WU AIDs SN TR S

Table 1 Exon variants in common AlDs

L AL SR IR 75 S e A 27 30k
Gene Description of variant Disease Variation type Reference
SLCTAT IVS4+1G>A REMELL BRI SLE 4li 5748 5% Homozygous mutations [19]
NRAS c.38G>A REELIBRIE SLE 745 575 Heterozygous mutations [18]
NRAS c.38A>G RGO BEIRAE SLE 4— 9< * Heterozygous mutations [2]
TNFAIP3 chr6_138197226_G>A,C243Y 1 2E9% BD LBV Heterozvgous missense mutation [44]
TNFAIP3 ¢.559C>T RGO BRI SLE %%% ¥ Heterozygous mutations [2,20]
PIK3CD ¢.3061G>A R TERIE SLE Z 45 575 Heterozygous mutations [2,21]
PTEN c.518G>C ARG MELT BEARIE SLE P i Heterozygous mutations [22]
PLB1 ¢.2263G>C(p.G755R) FRIBPER T RA ] L 227 Non-synonymous mutations [28]
O-1H [X 13 N § e e i L ZR7AE Missense mutation
MUCSB O—gly?is%lffion fred FRIEL TS RA 3E@E§$ﬂ§x§zﬁmme shift deletion mutation [29]
TRIOBP Chr22.37723520G>T 15201693690 ZRMERIAIE MS ZEWALSE Rare variations [30]
MIR-8485 li::ezﬁi Z R PEEALRE MS T4l &k Frame shift homozygous deletion [31]
NRXN1 iy ? g T @J TC Wi Z R PEREAAE MS JEFAT4L AR Non-frame shift homozygous substitution [31]
bases CT to TC in exon 8
CARD14 C.446T>G RJEIR Psoriasis Z 45 57 Heterozygous mutations [38]
SMG6 15216195 T>C 359 Psoriasis G L 287 Missense mutation [34]
IMMT rs1050301 G>A AR JE R Psoriasis il LA Missense mutation [34]
UPK1A 152285421 T>C B I% Psoriasis 5 SLZEE Missense mutation [34]
IFIH1 c.2115A>C TIRZEATE SS A = Heterozygous mutations [41]
SIDT1 c.1216G>A FHRLEAAE SS G AR Heterozygous mutations [41]
UGT2B28 1572552705 THRLEEAE SS 4 LA Missense mutation [13]
ERAP1 11_];Zfii;:ffg 41 16:;53 H2E5% BD 4li 5537 Homozygous mutations [42]
LIMK2 1s149034313 H2E5%5 BD 4l L2875 Missense mutation [43]
NEIL 1s5745908 H ZE5% BD BIFAAAR 7 Splice donor variations [43]
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Table 2 Common exon variants involved in different AIDs

A RUETETBUN Ap IS IR R 3 SR
Gene Description of variant Variation type Amino acid change Disease Reference
ity SR S REMEL BRI SLE
IFIH1 1s3747517(T> C) Missense variant R843H £ 9 MR ALAE MS [45, 48]
f Y AR RGPELLBRAE SLE
IFIH1 1s1990760( C> T) i AT l TY46A RMIBIESETS 2 RA [45, 46, 48]
issense varian .
Z R PEREALAE MS
it 75 RGEMELLBERIE SLE
IFIH1 rs10930046(T> C) HAEIT R460H % RAERIALAE MS [45, 47, 48]
Missense variant . o
R JE IR Psoriasis
i S S F1278 FYGNELLBEIRIE SLE
TNFAIP3 rs2230926(T> C,G) Missense variant Fl27C TARLE AT SS [49, 50]
A AR K528R R B9 Psoriasis
ERAP1 s301 T> A,C 1, 52
kA 1s30187(T> A, C) Missense variant K528M Z KAEALAE MS [51, 52]

PIGEIE 1L-18 AU TS , 10 1L-18 7£ SLE . RA \MS 15
H SR E . HAh 13747517 5 SLE MS 4 & ke
XK, ST SNPs [ H5 A 55 7 2L A 1510930046 745 51y
PEAT XA JE 5 MS SLE A SRy 7E 0 i 22 30
WG &I, TNFAIP3 ()it % 728 St 5 SLE RA \MS,
HJE%E . SS.BD 4§ AIDs #H ¢, 1s2230926 J2& SLE Fl
SS By A A A A5, VB R NF-kB 3872 A4 T 2 67 5k
P R, 152230926 7 B NF-B 38 F§ 19 K45,
RS 5 AIDs WY& A KR 1 BD A S I
T ERAP1 758 S0 45 rs30187 S4B W Fll MS 135
& 5 JENEA Bk, FLRE S R4 MHC 1 280> T3
I8 A BT R 5% 1 A0 i R ) I Az A il
TG R A A 3R 2 R e KB BY S 5 PR
RERL T MSHS g & BLAE SLE MS J SS
RAFNER AR S A5 1 2K 8 7T R - B0 DB
Zy M, H B R HL 8w AW 5 R IR
St s3s6l T L ATDs = (9 0 B R L B ]
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