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Methylation of non-histone proteins by SET7/9, a member of PLMT family
GAO Li-Li, YU Wei-Ping*
(Department of Pathology and Pathophysiology, College of Medicine, Southeast University, Nanjing 210009, China)

Abstract: SET7/9 is a member of protein lysine methyltransferase family. It contains a SET domain. Recent studies
demonstrate that SET7/9 methylates both lysine 4 of histone 3 (H3-K4) and lysine(s) of non-histone proteins

including transcription factors, tumor suppressor and membrane-associated receptors,so on. SET7/9 is exclusively a

monomethyltransferase, and it is mainly related to protein stabilization and transcriptional activation. Additionally,
mathylation by SET7/9 can be blocked by lysine specifc demethylase 1(LSD1). Thus, the equilibrium of effects

between SET7/9 and LSDI1 is important to maintain the content of some active proteins and to regulate the

expression of some genes.
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liff (protein lysine methyltransferases, PLMTs &,
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) A 5 e R R £ 5 TR R 2 110 A 28 25k R ik ik
M, WU R IR IR FE T = AR, R
Su(var)3-9. enhancer of zeste fll trithorax [/ 1§ /> F

RRYs HoAy 4424 SET 45 fdk ¥, CUESE % SET 4544
1) PLMTs it 700 i, Horpr AJ5#EZ) 100 250 P,
AN PLMTs A0 3R 2 0 £ 57 1R 2 130 A2 5k
PRIRILAL N, DR I W A I 5 IR 00 X PRDI-
BF1 1 RIZ1(retinoblastoma protein-interacting zinc
finger gene 1) [m] Y5 1M B 5 1 7~ BEKF Mg 44 O PR
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KEALTHEATN I 5 & PR &5 K301 £ 11 )50a o
17 {ERE e DNA 455587, SET 45 k38 11 5 U 1
SERZAZIEST  MAh, SET 5K, 15t e et
SER A rp gl AR, T PR &5 R AR ] fig a2 ) Ade
fe SET gt sl ) —Mir Ay, SiEAsEmE
FRIWEDIhREH <. MIXF SET gifikim s, AN5H
4 Ay PR 45 R 1L D 0 H A A5 B W A8 4k,
SET LD fE e BERE N AL rh A7 ~7 A, AE g o ol
ik 30 A, RME A ~20 A4S, b ~20 4, A
KB A A ~25 > 5 T i REFIUL R 71k = 75 PR
SERJIR IR, %I DRAE Fm A2 ey BT 2
A, AENFERI P HIEAE 20 AN A W JEAERFSY
K, &A1 SET/PR &5 Fa 35 A ¥ S0 7 b 98 o A2
T SRR I B BH AR FHAL, RIS i 45 h 3l
DRI LA R T, 0 0 2 2% 8 A 358 11 S R L AT i
VEF, IR RZRIE IR A2 Th e — KA A B

CL%N PLMTs BEA3 21 85 (1 AP T, T
R4 A A 7 AR S T H SR R
SET7/9 [WAR4 8 (1 AV E I AE — 45k

1 SET7/98)45#). hEERIELERHRER
Eigimts s

1.1 SET7/9H9%544

SET7 tFxJy SET9, IXFIFKIE L 1) 2 595 I
WIRIE Z AN F iy 4 . SET7/9 KB KL HAL T Y
Ak 4928, B AW R ST ) SET 25 R 3,  AHXT
g3 Ui 29 4 50 000 5 3L At 7 SET 45 44 5 1)
PLMTs —#f, SET7/9 1 HATSEE B 478 A58
JR AR G 45 1 = kg B 1
1.2 SET7/989Ih8E

SET7/9 S5 W4k & 02 8 1) 4 28 11 H3 2 DU A 6t
AR A AR TSN, (Rt — PRk
B, BRSO B 28R A H3K4 i A MA L R A
H3K4 FLAT s vk ' 55— 71, SET7/9 4lfig
FEAR N Al — BB S R 7L BRI R T AR 232
PR AR R T AL, 0PI I SR R T I B
L EE I
1.3 SET79EUERHARE R ENEIFHTFS

H I SET7/9 Lk, AATTEEAEwE 50 H R 45
Ky R0 729 b s 4iE . Couture 25 M2 5 i %} TATA-
AT 10(TATA-box associated factors 10, TAF10).
414 11 H3 F p53 45 3 A SET7/9 1 H IR 9 11 43 #7,
R IX G I Ay B B R A L AT AL Il R
(lysine, K)/ ¥%5 % I (arginine, R)- #2 %4 /R (serine, S)/

I3 % (threonine, T)- K( H: i Kk S8 24 FR 4% 3L )
FIIREE P B 458, FERERR I R FE & T4 kT
AR % (aspartic acid, D) 5 K AW} (asparagine, N),
FE I FL A0 b AT HA AR R AEAE I AT e . Atk
AT A 3 Ff > 41 4% 31 1 38 1) SET7/9 Jik #) TAF7.
Masatsugu 45 "V U 7E W52 SET7/9 %} £ Wk 3 4 7 g
p300/CBP #H5%[A - (p300/CBP-associated factor, PCAF)
FRIEALAE RIS 1 T 59 A A [RIRE AR 1 R0 8 2 PR 5 7
LA KB 7 4. A AT I PCAF KB A 6 A~
SET7/9 ¥ffiz iz, b 5 AP IR a2 — 1
HPE B AR PR S R IR Ak AL, WA (PR (alanine, A).
KN % (phenylalanine, F). 522 % (isoleucine, 1)
a4 2 IR (valine, V), TSR 2 1R 1 2 A A& K1)
AR MREE IR . NI, AATTIA A AT B 2 (1%
A/F/T/V-K-D/K i JIk 5 Fr 41 45 #) 1) SET7/9 L4 H .
b ATY I 308 5 A S 2 [E A 56 IE B SET7/9 W] 4 PCAF
JRAE 6 AN R AR AE R4k o SR FK 28 1R A it
SRR AL Tk, GIESE PCAF 4K JikEE T K78 Al
K89 &t T HEH BALBE fi. 230 ik SET7/9 5 7 ix &
o 2 R L RO P A i o R R AN P I B ik
AT AL TR, RN =PI s g R R
SET7/9 Hfig AL A A B i IEE By, s &
LA BOAHAER- . HE T TR Pu L
RE 89 AL M IR % v BE HL A S #E 1R SETT/9 f/hT
Pt RNA B 58, 3 — A 1iF 52 SET7/9 6 P Ui 1
PCAF % 89 i 2 IR H I AEAAE T, FF HA%A/EH
SENAERAZ A

Ea Al Baltimore'! 7¢ M %¢ SET7/9 %} #% A 1
kB(nuclear factor-kB, NF-xB) ] 1 H i & 3 p65 1]
K37 {7 S AE RSN AT 4 SET7/9 HI a4k, 1 5k 75 i%
PR E A IREE T B ( FER 33 ML 28R 41 At 9 A
AIEMRRIE B ) 23l L AL . XU 3R, =
RAEMi G, 5 AR TR AR R A BRI 23 0 7 5
SET7/9 fEH, WA IT& R ER, HARFEN
JvBU) K37 A7 s fein b R . AT 25 T LT
Pl p65 H HL H LA 5 37 A 2 IR W 22 v B L
R, FER & B AR T p6Ss B A A 37 A AR ) 53 AR Y
P65 UKL /3 5 Yt 25 HEK293 4l fu ik, KR B
PR IUREAS H B 22 1 p65 T AN REAS HH SR AR T p65, i
B p65 55 37 o i 28 IR fig 71 /K P F PR A . o 2Rk
/N3 RNA @k SET7/9 KL K J5, HEK293 4 il 5
53 o e e bR IR TORL, 5 SET7/9 2 1 35 AR
1M p65 & HEEAZREN T, FRHrasss g i
Ktk p65 Wl 9. Apnibr SET7/9 JERIIy, e
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PN, A5 PLMTZG B A SET7/9R AR 4L 8 1 R4 A ] 775

PRFE R ¥ atumor necrosis factor-o, TNFa) 175 5 HEK293
A MuA% A p65 &5 37 A iz IR kAR B AL, RRiBR
SET7/9 HL[K 5 £ TNFo 53840 i AR 8 15 5 p6s
LA, KW SET7/9 Ref% A TNFa if5 T (1) P U5 Pk
p65 A DL EWFSTR ] SET7/9 s —Ff i FH L
R 1Y

W 5¢ ik & B SET7/9 4 fk DNA H 246 3 1% il
1(DNA methyltransferase 1, DNMT1). TAF10. Z1%&
1 H3. TAF7 Fl p53 55 R T L0 IR 83t
TE L O6F s N A ) T A AT, i) DL B 2 R A
BT AR R FH RO BRI O
SET7/9 JFANREAE bk B LAY RS 2 2 b s n 28
TSR X R OR, SETT/9 HA K
SRR ek . S35 1, SET7/9 PRl A1)
SIS M T e AR S MR (R 250, W ALK SET7/9
¥ 55 305 A7 15 % IR (tyrosine, Y) 5¢ 42 4 7K N & IR
(phenylalanine, F), H J5i47 1 5 H 38 A0AE H w25 A%
JRA R LA B = F A A

2 BHSET7TOBRREMAMIFEHERREME W
EHIEMFINEE(FR])

HHrAh SET7/9 LAk AR 41 85 (1 5 AL A
T 2 WM, 75 4 SET 45 #4) 38 [f) PLMTs 1,
SET7/9 1X FlAs ik 1 Tl 8 i e b I — s 4 7 A2 52 %
(09 A2 2 3 N AR HROE S8 5 U, ¥ ORI
SET7/9 % A4 8z (A i 5 FEAAE TR IR AR .
2.1 XfpS3pyE R ELIER

e R p53 1 H B 2 R p53 vtk S
FasE MER L. Chuikov 25 ™ & Bl SET7/9 R
G ARANERAE AR N AT p53 FREE R i 55 372 o7 4 2 IR
FRIEAL, FIIEAb 1 pS3 A7 1 M ks P HL A e vER &,
F R AT 55 Y I 45 A 1) R AL pS3 AR E MY
Ie At AT TR B FREAK IR pS3 o Ik DAL v A /R

i, W R IR S 40 M R 3 Gy R IR AR DG
p21/WAF/CIP JE Al 81 5 22 1] & SET7/9 b J&E ik
RES 5 B 98 U20S 41 i H I pS3 Ak 1,
#5757 SET7/9 5 p53 Djfie L KK, SET7/9 Bk
(R4 i p53 R E A eIl DNA #i45. 1b4h, &
SET7/9 ik H AL 1) p53 W 5 Z kKL F i Tip60
aiarmwe LWk, UEW] pS3 WAL S LML A
DALY iFS 7N

Sirtuin1(SIRT1) & —FIfi L Y5iilE [ (NAD')-
RCHGPEL B 11 2 LI5ER (coenzyme 1 (NAD') - depen-
dent histone deacetylase, HDAC), fE%% 55 p53 4l HAF
H, i pS3 - LWk, 7 p53 AT 19 I N R
EOCHEE] . T SET7/9 /] LA 2440k SIRT1 A&
(1) p53 2 S BEALAE FH, A DNA $id 435 ) 1) & Tt ik
p53 AKEHG I, p53 e skiE TN 5. Kk, SET7/9
B8 T e B AL pS3 U Y I RV PR AR,
I REm L FF Ak SIRT )23 15 ps3 ik in o U7

1 7 T SET7/9 %I p53 HI1EH, SMYD2 fg %
i p53 55 370 {7 i 2R FH AL, i) pS3 1A SRR
PE s [AIRE, SETS fE4E 5 1k Mo pS3 (1155 382 47
U R BT AR AL, ) p53 KL S 1, SETS JE
DRI R V) BE 48 560 pS3 AL I8 T A 40 P J) ST 00 55 3%
g U,
2.2 MTAF10R9E R ELIER

TAF10 & ¥4 =% [A ¥~ IID(transcription factor 1ID,
TFID) A n] /b (2l s o, 8 O %0 8 81
FEIE P M 5 B sk DR SO SO HAR F, AEvE A E
ARG E SWIE R <8BSR BEH .
WY L2 3y ) 4 v A A8 A5 AN W] D) g 1) TFIID &2 5
Wy, 5 TAF oy AR AT K. A A TFIID &
E AR LA DR R e PR 40 R S B e e 1, I
W7 TFID 78 &Rl R 2 IA th IR IR RN . BF9T R
HH 5L DAy S 2 TFIID ) B & 52 3L TAF JoEfi it 5

F1 XFSET7/97IEAER R AR EIER R E M

R4 R FIEAAT 5 )N

p53 K372 B nps3feE vk, SR R R A A

TAF10 K189 AT Re4s R 2 3 3 T3 RN A SR A TR FR e S5 4R

P65 K314 5K315" AN AR b T R RIAMA R B 5%
K371

ERq, K302 553 M 2 K 3 1) e 7 s R

DNMTI K142 W A A 3 U DNMT 1R iR

PCAF K89 T3 AR A A O AL B 1 LA U R R DR A 7

pRB K873 SR AN R . I S ik

E2F1 K185 R Q0 SR BRI, RIS B =, AT

AR K6328" I SR P SRR PR ik
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EHRITRTT, AN UE ) AR e s R R M 4 b o A
A B ™,

N Ah sz F 1, SET7/9 fig % i X TAF10 Jik
i A B T X SRS AN B 2 TR AN R
55 189 {7 i 2 R o F A S N . 1 AB A F e %
WO RN . g FLPTiE SER UL, SRR H
FAb (%) TAF10 # 0] in A TFID, % T TAF10 H
S 25 2% TFIID &AW 41 By vl Rede, (R4
S A P A AT YR/ o it (A G SN 1p- AL
TFID (¥ I G%. TAF10 f& 5 RNA % 4 i 1L 1E H,
i SET7/9 £~ 5] TAF10 H AL 1 I 73X okl 4%
FIER Ty, 2B IXRME X 7T L 4h & A Y
AR, WX A, TAF10 F3LLnl ey
Wi £ 5 2 7B RNA AR I MAR e 5548, el
e SRR E 0 23 L 2 — 0,

Ak TFIID 1) 2y g B A7 HE DR ke S itk o 4
B AL AT S SR ¥ TAFL0 UKL BE 8% 7k #h TAF10
B (1) FO RN 40 M 9 A KB, 32718 TAF10 H
FEAGAE FH TR R oK 22 50U 71 4 e ) 0 30t e D 4
BRE Y IR J2 o A 1 JE RS AL BT % 75 o TAF10 FE
MG e S BN LT35> TAF10 fRgE A,
T A% A W) B IR T 1(eukaryotic release factor 1,
ERF1), {EHUN SET7/9 REFE S Hb 34 4 ERF1 )3
AL, HIANRESEAE S TS —H 4> TAF10 i [
cyclin E Bl /¢ 3 M2 04 ik 12 4% ¥ % 7% il (hypoxanthine
phosphoribosy-ltransferase, HPRT) [/ )3 5+ &, &M
SET7/9 {15542 AT ¥ k. bAh, 1K TAF10 Hy
ARS8 &5 J 4R TAF10 H R0 A FH 2 SET7/9 # i
A SR 334 8 ) Ll 1

F9 41l il 3 35 FH L A0 2k (¥ 5842 A TAF10 1,
B SRS EL DY, 0 ERF1 5 5552 300 R 524 2R 0,
] SETY /5 1) TAF10 H EL AL 7F X S L PR 5 5% vh
AR “H” YRR AR MEAE T o X PO B
BB A 20 B R8s /0 5 W S ORI A o 58, A
M7 B FAEde s AR B4 PE R 4l iy AN SR = 3
.y QIR T AT
2.3 XINF-«BHIEBREIEA

NF-kB & DL =R AR B A7 T & Pl 2 A i i
RN, S 52 IENERIEW I, gl
MK b PHT SR RAMAR B S ALY T
fig 12021, 5 R4S 51 % 52 1) NF-xB 2 1 p65 1 p50
o ) S B A

Yang 25 PUHIE, SET7/9 fefiik N4t p65 4
314 AL FIES 315 47 461 20 R B H Ak, AR 1) p6s

A NF-xB 35PE . ERS IR R U208 41l
L5 ON W i3 AS49 4 M, SR /N T 48 RNA
SET7/9 3 [H 5l fif p65 H 3 1k A7 55 58 A% 34 g 4k K
NF-kB 5 DNA (1) 5 & 1] [7] If 3% i TNFa 75 3 1
NF-«kB 3L K (1% 15, SR, Ea A Baltimore!* 4
BT 5 Yang S5 ANFMZ5 5L, WA p6S M2l R i
FALBE T NF-xB & 12, flifi1 &I SET7/9 fei4s
e HAE p65 £ 37 7 i MR 5 AL . TNFa F1
M2 1B BT p6s H ik, KA TR0 AR B
293 20 JfL RN - F 000 40 Lk HeLa 40 0 iEAT S50,
A DL FEAG T p6s BRE T Mtk iy, H R &M Ge
WS p6s 5 a8 T4 A . B SET7/9 1AL 1) p65S
HH 4K & TNFo il Y 5 2 NF-kB L R Rk
JIT DA TF 1 o
2.4 It E S Ra(estrogen receptor a, ERa)HY
RENIER

Subramanian 25 ™ KL SET7/9 £ 5 [ 22 i HH
FALVER7E ERo {5 5l % A E2/EH .. SET7/9
L E2 i ERa JIRHE 55 302 17 #i 24 1R F 61k, Refae
ERa (451, A2 555 ERa %3 H UL R0
XUEFLR . L 41 M SET7/9 K i 45 5 31 ERa
T T DRI () S0 SN B2 400, DT ik 59 i 3%
IR BN 1) s N
2.5 YDNMTIRYEBRELIER

F Bz e DNA R Ak 2 5 32 UL isE % 45 5L 2 I
FLRZ WA A s B OCHE, AR KARE B T 4 ¢
DNMT1 3 PR SE L. SET7/9 A 1) 24 1R FH ik
b 1F H 25 B Ik DNMT1 2 [ 42 & 1. SET7/9 5
DNMT1 {7 3 HHEAH B AEH, {f DNMTI 2 142
PR L F 34k . LK DNMTI WEAE H B ZE 4N
W JE A S AN G, W, IE4 5 ke A TR (R B A
SET7/9 i ik 45 358 DNMTI1 K FRRAG, /M T4k
RNA #% SET7/9 NIfgkaE DNMT1 /K> f P,

SET7/9 ¥ 5 ) DNMT1 F 3L Ak v] LA 3k 285 (A
filf /7 () DNMT1 [ fi#, 1X 155 SET7/9 % 3 (1) p53
I TAF-10 B34 888 S AT 450 5 Dh BB 2N
SEAAIA. SET7/9 6240 futkh DNMTI A6k =
PR iR s 0 . DNMTT FREAL T A 5
)7 X AL S U BRI R IRk A7 G, SET7/9
S 1) DNMT1 B fiff F 2 PR 2L FF A B v — A
YA 2 BRI AR [ RS AL S R A L -
2.6 XPCAFRYEEENVIER

PCAF J& FLAZ 40 il ) B B 41 85 11 S W% 7%
fifg, F LA AZ O AL (1 S DA R e
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PN, A PLMTZG B A SET7/9R)AR 4L 8 1 R4 A ] 77

RV SR T A MR NV 2 B 2 i R . ARAMIF R
i, PCAF j& SET7/9 W4, SET7/9 g 4K
PCAF )55 89 {7 4t & /i . H1 64k 1, Rl g 131
B IR 89 AV AR 2 R PR e ek P AR A B R
FEAH PCAF &0 T 40 Az N -
2.7 AR W AR £ ¢ B 8% 28 H (retinoblastoma
protein, pRb) &Y 5 B E L 1EF

TE 40 M A 1A R, pRb GEMS FH 140 ik N S
W1, MRSl ST e . SET7/9 ReE AT
pRb IR R b 25 873 7 M & R H FH A4k, FEIX P
il 55 I (0 4 T J7 20, pRb A B il /& SET7/9 1)
FEAR T PY. FEAKJS 1 pRb 4 5 R4 it A BH T
gl o 5 2 f oy Ak, sk /b K873 HI LA AL £ pRb
SEAFPRAN T AT A M A=A RITE 2, AT WL R
FEALAE pRb A58 1 41 B 14 5 1 428 Rl A R EAEH

SET7/9 itk i 5 i) [ N AT pRb HAEAL,
KR 5 Suv39H T il i A% O 4L 2 1 Ak
7 pRb 17 XA . ©m SET7/9 LA,
[t 77 5 AL ps3 R 1 R A T, k)
SET7/9 At 85 AR A it i ahlia i

K873 H1JLAL ¥y pRb fE W] 2 55 5 Y (8 i &5 (1
(heterochromatin proeinl, HP1) #1 H.1F ] I 5% W pRb
Witk. HP1 @A TR Y taitlx, —MbiERuisfa
K, WCHENT FEEAL 1 pRb 5 HPL [a] [ 45 & 7] G A7
LU T, pRb LA AV W pRb e
P LG 75 S04 it ik 3 g 7, T pRb B R 1k
A A AL HCAE 4 DNA $53003 2% R e
HY% T b, SET7/9 %F pRb A H BE Ak A& 11 /5 ] v] B
AL AN T A K, AT S o
2.8 X}{i74 E F(elongation factor, E2F1)aY & FHE
t1ER

sk R f- E2F1 15 2 Ak DR R0k, 2 i
3. DNA S T, E2F1 iof 5 R IA B T 9K
{Fa Mt N S 1, Wnl i Salfed s, ST
E2F1 f) 1& i 2¢ A4 55 % 5 1k B DNA it 45 i,
SET7/9 51 E2F 1 JRHE S 185 o i 24 1R HH Ak 52
1, ERE TIZE AW OB AR AL, [T R 2
A, AT E2F1 o AR B, AH OGO T 2 A
p73 WAk G R T PO,
29 WEHMIFHAEFRENIER

SET7/9 n] LA A BIE 7 SAM A f % 55 i ¢
N 1) I 38 %% 52 /A (the androgen receptor, AR) 5 632
7 980 28 T Ak, 8 i 2 52 AR TR P o 1 A B DL A
RIE, fER e RubIR vl F Al fig A Rk X B

SET7/9 g i JLFl A 9E 41 % 1 (AKA6. CENPCI,
MeCP2, MINT., PPARBP, ZDHS8. Cullinl, IRFI,
TTK) H 54k, e 1w iR L ) 290 SET7/9 (1)
Ak A B2

3 EAmEREPELENSETT/ORELIE
=LA

R AR IR 2 FHELAL I (lysine specifc demethylase,
LSD1) J2& 3% Z SRS — 4% (flavin adenine dinucleo-
tide, FAD) I PENZ A, tH SET7/9 b A= i) o
FA LA 2R 11 7 4 v 1y R S 3E 1 T gl LSDIT 2k 5,
T B 53 i B 1 TR 2 R R A A T )

ZE0H FL 40 o v, SET7/9 F1 LDSI P 3 2k v 2.
() ()P %) 1 4 e P A 1 B s 5 T R R AR A AL
HEBEE . i, DNA $i4515% 5 #8848 ps3
(%) Jieb 96 0 B T I, SET7/9 1 FR 35 Ak A4 FH R A
p53 MR T, LSD1 [ 2 F AL AE H H13lH] p53
SRR ME AR VI T-AE - o AH S, DNA i 45 155
T p53 BRI 4 B T, SET7/9 A1 LSD1 /&
ML E2F 1 A2k, 4k i s mr o 1 S D
FERUN (). IEE, SET7/9 () FJEALAE HIH E2F1 2
ZRaE R E2F1 A3 40 e T2, LSD1 Wjny
2Bk E2F1 (W RSB, ZEREM PR H 254 E2F1 %
5, 4 PCAF M\ 5 LB FNZK 25 55 40 2(checkpoint
kinases 2, CHK2) /- @R, A4 SET7/9 H AL
B f e gn e rP B, 51 B2F1 AHiME ps3 A4k s
PEgn T B,

IX e g WL TR A T AN e pS3 JERDIRA, Bk
4N H DNA #5453 77155 55 SET7/9 5 LSD1 #5141
293G 9T RE T LR AN R 128 R B
4 RE

SET7/9 s Rk ) H 2L 11 H LA L RO Il RE AL
2P [ RAAEE,  JL IR ) AR R
YIRS 3 JLAE R B SET7/9 i A S (0 A [A) A 41 4K
1 2 PR AR AR 5 | 22 Pl A W 0 4 2 1 B
PR FISE R R IAARMY, Y E ke i geRE. 410
FAIA R TR S G B N A AR T EHEE T
) LS« SET7/9 i (A R FH S A A FH vl 5 i 4%
FRAEAL B O 2 M AR AR, X R ER S A
PEMIH AR 0N s SET7/9 A S 40 2R 1 i 52 i
PR R FH S i 7 e 9 s At 9 T2 FAT L ) v A i
YERT s iR ts oA LSDU 4 I A Hf S Bk 58 5%
Wil ; SET7/9. LSD1 K I e i Jed <5 < 95 141 12
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/EEA

=

$23%

J7 P RER FLIE SO bR S B i, e RE A SGI
s T A . AR B AT SO TR, B K
BB o
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