AR U iFEE L fE A MES X 1 (Selenbp ) DBkl 2 331 HEE] : N5 A5 D )
FENEARL R LD B E A O gt

WHoEsr s o IR TUNREZER AT e e B K0 By =

MAEE
MHETIIZINETIC, A TF L URIFEOR L UEEHES 7 E 1
(Selenbp)##HE T 5 Z L AZBHLMNC LT 7z, £72. Selenbpl DOE(xT-/KIE
YU AR LT, XA FF 2 UmEREL, & 25 WITEERBA~OF 5120V T
et & 4T > TRIZ23, Selenbpl L HHFEIEDEWVS 9 — DD rFE Selenbp2 73
FELTWDHD, ZOFBEOERICOWVWTHEHMT L ENE L7, 2L E
THO LA, Selenbpl K~ T ADOEE T, DNA~A 7 a7 LA 5 T%<
DBIETREOEANBIEINTE D | R y<®%%ﬁﬁ%@l%ﬂ)7w5
A 2 RT-PCR TR LT 5, Selenbp1-KO = 7 ZA D& gz FH\W T2 Fhc
W, IR 2 S E T s 5 M &R (X 7 peroxisome proliferator- actlvated
receptor-a. (Pparo$s J UME'E C#{ B9 E = 1~ acyl-CoA oxidase 3 (Acox3) i#fx
. cytochrome P450 (Cyp) 4a12a 72 & OHRG L~ )L O F A STV 5
*ﬁ ~A 7 a7 LA AT T, IR B EE S O %EVNW%M@ﬁ
RN R INT- b Db B o7, AFEEOMETTIL, prostaglandin (PG)F2 L
wkh%ﬁ@@ m’%%%ﬁzéNMPH@T%%ﬁT%57wP&FVﬁ
7 a4 —8 757 I U —1 A2 /3—C3 (Akr1c3) DOFHLMN T 5 Z LR
eI, 61T, M/ MRIEECET (PAF) U /HEE@EAEJZE%%A\@ SOTH
% Iysophosphatldylcholme acyltransferase 2 (Lpcat 2) 7%, Selenbp1-KO (Z
IV, AEICHENT 2 ENRBEINT, Fiz, e OBt &AL,
ZTOMPENEEEZH > TNDEEZLNTWDENEEA X /X7 8 (fatty
acid-binding protein, FABP)Fabp3 & Fabp4 |2 & #55 L ~L O HENIMEH] 23585 5
Nice ZDIE, WIEE L T B 5 Wnt & 7 F /U R Rk (Whnt signaling
pathway) (2B 5325 Z E BTV 54X /37 & Dkk2 (Dickkopf homolog
2) OB FORBUIEIMMER DB D bz, b, filiiTole~vA 27 a7
VA DORERZZFF LTz, DATA X AR a I 7 A OERNS, BERH -7
20-Carboxy-leukotriene B4 35 . O* 11-Epi-prostaglandin F2a72 K137 7 % K U fig
K& TH Y . BB R Z < T RIEMEME DN AT 5 AlaEtE b R S 4
72 % Z°C. Selenbp1 KA ENROFEREFLAVREEA~ KT TRBIZ OV TRET L
7o BPAEALL LG LT, Selenbp1 K~ 7 ZABIRITITRIER & DB B 037205
PEX oo, F 70, LLAT O KGR T, Selenbp1-KO (2 L
retinoid-X-receptor-o. (Rxro)H L ~)UZZ BN H->7- 2 LB, Rxrab~7 1
FV I~v—%EAT D Ppar UNDZHFERDORBL~DRBEHT~T-, bl &
I//k Selenbp1 % L /X7 B OFEERHEE % %, Selenbp1 DKM, ot L
VHEG A R EDORBITEIES D0 E I ERR L2, Selenbpl KiEIX, w7 A
QWWDPmr&%%ﬁbfﬁ“ﬁﬁ%ﬁﬂéﬁétifﬁ<MWL@HVMx%E%
12X LCH Selenbp1 KB EE KIE T 0[REMEDR DD,




A. BFZEEEY

A. BFZEEEY

v L UREG MY X7 (Selenbpl) 13,
I, B, MR 7R ST < BT D YA
NIV BENRTEDO—D2THDH (1),
Selenbpl 1%, AENIZEB N TEL LD
WAREA L.t L oAMREICE D
DHDOEHESNTND, THE T, T
R bB91ER (), HEFEINEIEM (3). v
VIR D & NI BRRKIRF (4) FO
BEERHE I TWD 0D, Zhbid,
WFILHIRER S IXEWEES | £ DAY
BERBIT 0 IC B R STV D & T E Wi
U,
MHFICETIL, XA F T FHO—FE,
3,3°,4,4’5-pentachlorobiphenyl, 35 X N ER
&R /KFE | 3-methylcholanthlene @ &
Yy P ~DOBREICXDATEICEK T D
Selenbpl % /N7 'EH 1 LY mRNA FEH
WHEICHEET D2 2T CICRELT
WD (5-T)0 XA A3 U HAI S il
FFfEEE ., N AT 0T — a VRS, &
RIZK L O IC R mtesl iz
T (8), EDKRE 7y DEMEFRBURT 53
HEEZLENTND DONEERRAKE
AR (ARR) THDH 9), XA A F
FIZ RN BWTY A MY LIZRFEL
TV AR IZHEET HZ L TR~ L
17 L. AhR nuclear translocator & ~7 1
A~ =" D, ZDEEENIIEA 72
AR ERICIEET D 2 v o AES,
xenobiotic responsive element (XRE) (Zi#f
“ 9 % Z & T. cytochrome P450 1A1
(CYPIADNIZARKR ENHEIEFHBL L LH)
SELZEHOLNTWD (10), #AF
F LB LD AT LB ITRICK
BEEICHL DI L0, EOBISFE#N &
DEMEFRBLUCEZE TH 5 D) EFEMIC
B L TIERZE+ITIEA 50272 > T
AN

YEETIE,. ZNETIZT v MZBW
THHE I TS Selenbpl Eis T D
BIZER L A A ATV L DL D
M 2 AT 5 Z L2 Hfe L Tt %
1T-> TRz, U AIZEBWTIL Selenbpl
LT X BEAITHR 97% DOAHFEIMEZ R
7 Selenbp2 (7 E N7 X 7 = UM
ZUNRTE) PIFETHZ EmmbinnT
WA, ZHAVUTER R DEETEY TH D i
W AES LD EIR D (11), Selenbp2 I3,
TERNT 7= R E DG ZIT
L CHFREERBUCEADL L EHfEE S Tw
575 (12). Selenbpl [RIFEIZATARIZZ < 3§
BLLTWD Z &, BROY, ZOMREMED R
/5 Selenbpl & DOEERER 72 B &
REENTND, YHFE=ETIL, ¥ 144 %
AT KD Selenbpl O EFEAE A fET
T L0 4 A A F U SEICK L TR
DEI2% AR ZHT L RO~ T A
(CSTBL/6] ~ U A : @it AhR, B X
N DBA2] <~ A : IRHIFE ARR) = H
WTCHLEHETT 5 Z £ 12K 0, Selenbpl
DFHBICHKT D ARR RAFPEDRGE S
%HEEHIT, Selenbpl /v 7 7 7 K (KO)
~ U A AR L 2 ORI O 21T -
77 (13)e ZHHORERDG, Selenbpl 2
X ISR T D T v~ DB 22 % B 3
o D ATREME DS R STz, E 72, Selenbpl
& Selenbp2 1%, ¥ A FF L UL HFHE
PIWZEND DI EB Do Tz,
Selenbp1-KO ~ 7 2 DAFfIZ BTl K
SR & LT Selenbp2 NFEBLL TH Y
Selenbpl-KO (2L 5 & A A F v FHED
BB E 2 L3 2 STk T %
DFEDEFRIZOVWTEMT 2 2 L i
Loz,

BT, YAFPEE T, MR L0 &
Oz VT, Y 7L A L RT-PCR (T
X U HEET 21T > T2 BRIZ, Selenbpl FEHLIT
B % ST 723 Selenbp2 FEELAE L < K



T4 %2 & &R LT, Selenbp2 DFEHLIT
BBV TIRWZ &G STV D
= (14), SHZE=RTIE, F A AF
M Selenbpl DOENEICF1T 5 7 E % B
ONCTHZEEHME L THIZE A HEtE
LT&7,

Wk 30 FEEEE TORGHI LV, ¥ A A
FUATLVEERT LMD F E PR L
THRET D70l A4 4 x> IR G
TR Z TV, BAEM O C57BL v ¥
A & Selenbpl KB~ 7 X DEF g E -
AZRw 7 AT etT ol £, ~A
ray LA BT o, S iz, VT
5 A I RT-PCRIZ X Dt z208 U T, I5HE
ARE B K 723 228§~ D PTREME 23 R e &
o DRI, EEBEESL T,
AR I ADREEE FIT D E L BIT,
5l &t E Selenbpl DIEEHI~DEERZ
EH LTS ORI 2T T2 FRk 30
FEROCFRITFEDORFICE N T
Selenbp1-KO ~ 7 A DE g Tl NENIED
oB L Qo-1 KEE(LIZEET 22 &35
AU T3 cytochrome P450 4a (Cypda)t 7
77U —0D5bL, Cypdal2a B L O
Cypdal2b OFBANAREIZIK T T 52 &0
RSN, £, A F T —ATO
o7 W Jig G e oo A~ o Fn Ak & fil 45 90 %
acyl-CoA oxidase3 (Acox3)DFEHL & A EIC
KT L7, &b, IEEEHRORFRE D%
wox @l o\ 4 5
proliferator-activated receptor-a. (Pparo) D%
BL~NVOFERIK TR RSN, 21
X AT Te~v A 78T LA OFEREZ X
FFL7-, —J5. Ppar-B (Pparb)Is & O" Ppar-y
(Pparg) DFEBL L~ U T BN 2o T,
Ppara & ~7 AU I~ —% kK L TR
TR B ALt X8 D retinoid-X-receptor-o
Rxro) DFEHDIX T AR SN TN D, HiE
- T, Pparads L O RxraDFEHUL T 28 U
72 Cypda DK TFRRMEBEINT, —H,
cyclooxygenase 1 (Cox1), Cox2 35 KT8 3 fill
@ lipoxygenase L /LT E) Lo 7,

peroxisome

ZHIZHFE LT A 2 U= O
DHEE Sivle, E£72., PR bEEE OFBUF
Wrz1T -7 & 2 A, superoxide dismutase 1
(Sod1)F L O Sod2 DFRENAEITILT L
TWe, E7z, Sod 1EME, R LK FE AR
7% Selenbpl-KO v 7 A TR T 5%
ZEEWLMNT LT, T DR, Bl O L
O LU ERICOWTIIEH N -
7=

—J.~A a7 LA TR, IRER
HBE B R O FIZHEL L~ LN o Al
REMEDN TR S NTZ b Db o T 120  ARLE
X, ENOOFRBEER L RAELTZ, F 72,
Pparab~T7 oV ~v—% kL CTEE T
B RHESED RxraDFBLOK T 7R
RIFLCNToTod  RWFZETIE, Rxrad~T
AV~ —%T T 5, Ppar LIS D5 RAK
DBAR T RBLOFENZE B Z KIT T8
NPHBRFILI, 26O ZE L T,
Selenbpl |ZNENIEE DML AARHEL | RIAEL
P 2% F 2 R L TWOAIENRIBI I
o2 e b | Bl ~D I BB Ry 2
IZDOWTHRFT L7z, £/, Ppara LIS DA
DT F ARERR K 2% 35 Selenbpl K1H
DEBIZOWTHBRET LT, ik,
Selenbpl KHEIZEY, BV BEDOEL /T
0T A PN T HINE I ERRGET LT,

B. B FiE

1. IR

Selenbpl1-KO ~ 7 A%, FEATHIEIZ B0
TERLEZbDE ANV (13), 20O~ v
AWZEBWTIE,  Selenbpl Ein T DH 2
T R A VUM EE T '
v FNEEHTDHILICELHST KO v T A
ZERLL T\ 5, ~ 7 AD genotyping 1.
B O~ ADR XY 7/ A DNA %
LB LT R oA~ A VRS
B LW Selenbpl B2 E3L7 74~
—Z MW T PCR ZAT\, 7 u—AEX
VKENZ L2/ FRHNZ TIT o 7o RIS
X, HEEDARE KO ~ 7 ADOREUZ LY



Gr-ARE KO~ A2 HW -, £7-. H
Az L7 Xy, BRI C5TBL6I % 7 iRk
IZTHEAL, KO~ TR ER—FMHFT—H
MBI SE7=nh, 20 B ORI
il 2 5 U AR IS L 72,

2. Y7 )% A A RT-PCR %
kL D total RNA ZHlH L7=D

PrimeScript RT reagent kit with gDNA Eraser
(%1734 F k) ZHWT cDNA & &
B L7c (15), Zivaeifile L, Fast SYBR
Green Master Mix (Life Technologies £f)
ZHWTHRZ /37 H D mRNA 38
BE g Lic, BT, #—7 v b
mRNA @  threshold cycle (Ct) fH %
B-actin mRNA @ Ct fl CHiiiE L7=,

3. Hematoxylin Eosin (HE) %%,
fiig i U 72 B lsiX paraformaldehyde (4% in
0.1 MPBS)F CiRIFE &, A7 1 — AALEE

D% FfEZ O.CT.a /Ry FTaM L,

BE 7 1y 7 b LT, Sep LTC iR 7 m
V5 7 TAFAZ v |k (Leica CM30508S)
ERWTHEE L, M WHE 18
um) ZAER U7, (FRLUZZBIAIEA T A
N7 ZIZ/E 0 A4 T HE Y 24T > 72,
B % 2. YT Entellan® New (rapid
mounting medium for microscopy)Z DY,

JFBMEE A W TR 21T > 72,

(ff= : x100)

4. DNA analysis

HE A% E T 572912, Bioconductor, ~
A7aT L A53 *ﬁﬁﬁn‘?ﬂﬁé{"fﬂ/ (limma) 73
r—v(16) . BELUEF AL Selenbpl-KO
DHEEZDEEZFEHAL TF — 22 0L
2o BEKHETP <0.05 TR ELT, v/
TV AT — Xty ME, Gene Expression
Omnibus (GEO) 7 —#_X—X(ZfgHL7= (7
7 v v v oa v #F & : GSE169517;
www.ncbi.nlm.nih.gov/geo/, NCBI (2L - T
NTUIRATRAM) . P fE<0.05 D

R ERBIORFACIEL HEET A AT
— H 7 — % X — 2 (DAVID)(DAVID
Bioinformatics Resources 6.8; 4 > 7 A
http://david.nciferf.gov/) & L TIT-7,

(fi B i~ DECIE)

AT BT DEMFERRIT, TN R
B EBRIRA S 12 &5 4 Bl o %,
B FEERE BT X D FEBREHE OKGED
b EN BN O & FTREZR R Y Rk L C
Fehit U7z, B EERKFEE S« A30-103 &
Y A20-061, Bfm 1 2 BT, TTuN

FEAR AR 2 KRR AE B ) R
10 55 2 HOBREICKESX ZESD
R 7&’/]'%"(??07':_ (ﬁkmu%ﬁ 18)

C. HrFumE R

ARBFEIL, X AA T FEM Selenbpl
DA PR R LR T 522 B ELT,
ZIETORERND, Selenbpl KAEIL, ~¥
AR gD Ppar #2 AT L CHEE ARG Z £ 1L
ZHDLZENREINTND, Ppar RREEDH T,
B2 35175 Cypdal2a, Cypdal2b, Acox3
IR EDOWAFEFR OFBUR T I, BRI T
TO Selenbpl1-KO (2L~ ThERRENLT-, — 5.
GO i L 7= A=W iR B I FE S
TefRATICIH W T CERKB0FEE B LU #n
U E) IR E AR BEDO W D00
RFEM 2B R 113, Selenbpl KE~T7 AR
BB Z I THY D "I REMED RIS T,
ZNHEG T O mRNA FEEL ~L A8
5&7‘:“*@%&%7&“@ iR To, AKX 20
SZHE H LT=, Selenbpl KIEIZED, PGF2 L
NV EREMI MR O SR BEE 5 25
NADPH {KfEMERER CHDLT VR RL&
H—FP 77— A/3—C3 (Akrlc3) DF&
BN A BEICHEINT 52D RS
7= (Fig. 1), 612, /R IE Ak K+
(PAF) UV IBEDEAKIERO—D>ThHD
lysophosphatidylcholine acyltransferase 2 ()
SIRAT 7 FIONa) T VIV SR 2
Lpcat2)73, Selenbpl-KO XV, HEl J%ﬂﬂ?



HZEWRBENT (Fig. 1), £/, MR D
WEBENE T &5 B L. 2 O3l i P ik 2 1
STNDEZZ LN TV DB & & /3
7 & (fatty  acid-binding  protein,
FABP)Fabp3 & Fabp4 ® mRNA L /L DY
IMERAFRD BN (Fig. 2), TDIEH, IR
FALTAZEES D Wit 7 /U RER
% (Wnt signaling pathway) (ZB8 5952 &8
HHILTWDFEH /78 DKk2 (Dickkopf
homolog 2) DIBARF O FE BLITIE IME 7] 3
BOBITZ, Ptges3| (T uAX TV E R
FREZSE 3) 0 Ptgis (FOAX T 1A
BER) 2 E LB FORBLL ~LITH N
fHmNFEOHONT (Fig. 1), Ziubix, LLa]
ITole~ AT L ADRE RE R LT,
FREORE RS Selenbpl [ XARNLEE O
bafRHEL | RIEZMEIT D% E &2 R T
WHZEDRIBS I, IRIT, Selenbpl K48
(2 KB NERDOALRE IR B AL DN DD ED
N RlERUTo, HE et L2 B D) A DO Bf
% 8 5 B (Fig. 3) I . Wild-type &
Selenbpl-KO TITFABIL TEY, KRERIKLD
) 70 IR O PR B 2ol 2 ek 7 D IE
B Z7 R LTV,

—Ji. 5 F TOMFN G Ppara & ~7 1
FV I~v—% Bk L TEIsFI B4 (et
SH 2 RxraDFEHDOE T 2VREE ST
72 Rxralld, Ppar 7217 T7Z2 < | Lxr (Liver X
receptor), Pxr (Pregnane X receptor), Rar
(Retinoic acid receptor), Car (Constitutive
androstane receptor) 72 &% < DN K
Ke~ToAdY) I<v—%B L A5G

ICBIE L TWd (17, 18), ABFIETIL, fF
B A~D B Z LI L7222y
Selenbpl A3 RxraDFEH, L~ |2 ) A
HDOTHIX, TiLn Ppar LIS DO RK
WNEE D DB T RILOPMEIZ b LB % K
ETABEMED H D 2B I HOWN T FRET
TOMENDD BT Uiz, MRk,
Lxr (nuclear receptor subfamily 1 group H:
Nrlh2 . Nrlh3) . Pxr (nuclear receptor
subfamily 1 group I: Nr1i2, Nrli3), Rar i&

GF D mRNA L~UIEEREEN RS
e -7z (Fig. 4), €-> T, Rxra®d /3 —
N F — @ TiX, Ppara 2 FF B I
Selenbpl-KO (2 LV WHBUK F5 25 Z &8
R I (BRIt O AR
WFZE RS 2 IR,

KIZ., Selenbpl KM, Ppar T LIS D
o> 7T NARTERE FE I KIAE T 5 BT
WTHRRERTLTZ, BLRI{T 272 DNA ~ A7
VAFRNTClE, SEXFRT 7 VR ER
(B8 G- 58 <Ol E O F 7 1 3
2% 5T 58I FOFBLUT Selenbpl K48

INE B 5. 2 D AREME DV RIS TNzl k
M, ZO R AEFH~T=, Selenbpl KIEIZEY
T LB FAafEIcHET2280%
Selenbpl D/EPRAEEREZMARIAT 22412
IRMNHEFH ZHID, Selenbpl KIFIZKVE
BOREDSTBIRTORBUCE 5T 5%
7o (Fig. SHIZIE, 7VRYANIA | =
ExF (Ubl) #E 6. pI3k-Akt (RA77F
CNA I 3-F BB e A

VX —F¥ B) | HILIET S~ AT NEN
(mTOR). FoxO (Z7#4—27~yRRw I AT

27 A2 0), cAMP (BRIKT T /v v —Uv
) . NIRRT R h— 2 E A, Bk
WEDMD L 7 F NARZER IR E N HEES
iz,

F72.SelenBP1-KO (Z L 5 &g Cc& L/
a7 A IR Z AT A ER AT
FPHCTIX, ME—, T4 L RX v B iR
2 (TexROIAK T3 i Hive (Fig. 7). €
DDOE LV ) T uaT A TR AR EY
L DOMICEITRD b7 -7 (Figs. 6,
7)o

D. B
ARFGETIL, FAAFL 355 Selenbpl
DARFDOZE AL THIEEZHIEL,
Ai“(@%&ﬁbVﬂ@%é‘%ﬁﬁboo KD
75:%???“5 ~ U ADFEIZIX, O —
7 1FE Selenbp2 DFEHLIFLL(14), X4
Eﬁ%%@ﬁ%ﬁﬁ%“@?ﬁ%ﬁ&:id{%ﬂ&@



mRNA X RTEL~UNE LUK T T5
ZEDIRIBENTNWAIEMNDS, FAAF
G LRWEMET T 8 Ml DK
Selenbp1-KO v 7 AL% D C57TBL/6T
AT 20 BEfEHE R 2T > TNB BT L7,
FAFF L HOFTED—2 LT, JRE R
R E DML TNDIEND (19-21), ¥
AFH L ATKVELGEESIND Selenbpl
DA B L 722 I EThHDH A
BEMEIT 3B 264, Bl Selenbpl K&
(BT % Pparaff AT Lo fREAZ A m
— LADPAE BB R L TR,
FORGERA LTV, A RIOFFE T,
KRR AR A BT D DO EE SR
AN O EBERE R SRS AL, O/
Bk E S CNDEZE XL TV D Fabp3 &
Fabp4 (ZITHRGL /L O NME R 358D 5
VTS, ZDIE), ML TT AT B E S
% Wnt ¥ 7 T IVRERIKIZE 55280
BTSSR 78 DKk2 D& As 1D
FELZH I IME M N RO BN, LT,
PGF2 L~V LM D 3BT e B % -
25 Akrlc3 OFEBNEBITHEINTHILN
RSz, E5IZ, PAF A RkE#ERE D —>
TdH% Lpcat2 1%, BpAEM <~ 2L gL T,
Selenbp1-KO ¥ AT mRNA FEHLK) 2 %
BREICHENT D2 MRB LT, T4, Bl
# (Lipid droplet, LD) D& F51E, Ja e bk
CIEIS MR DB O BN TSN TS
(22-25), REWH#IZ B 59 % Lpcat2 1%, PGE2
REDRIEFRMENREAT = —F — %
AT HZEIZE S TRIEWRICE 5L T4,
Lpcat2 O Fl D FBL I IAE SO Z HE iR T 5,
ZIVETIZE i L7 72 AX RO 7 AD B
ICHPFAE LT, T aRE T TP FHD N
DIHETE STz,

B2 FEETOMERRNS, 77 %
K@% prostaglandin 12 3 L OV
11-epi-prostaglandin F2au7 & OHEAN A =ML
TEY RN R Z 2 T RIEMEY
BENERT HAREE L RSN, 2R H O
Z 25| Selenbpl 23MENLEE DR LA

L. RIEZIHI T o FN 2 RiLTWHZ e
DRIz, EHIT, Selenbpl KIRIZED
RN D AL IR B AL D D E D
BIEIU 7=, HE Yo U7= B0 i o BRI ST
HFEH (Fig. 3) b, Wild-type 7 /v —7&
Selenbp1-KO 7 /L — 1 3FELIL, Wb
S BRI & 0D 18 B 7 PRI oD PR MBS 2 272
TrryDERREMERTIEND,
Selenbpl O KB ITE g T BERI 72 2 LA 1
DIRWEHEES T, (L, 20 FZEROKFE
LR RBGES DL ER DA,

Selenbpl 1%, =D RE N EATAI R B %
FIETZEFT72 b D0 D7 EBIEE
HHCBAFR T D Al BEME A RIB S LT, KIBIC
FO RN O REHHNHNC LR A F o
7 ECTRIEMEOREY 2 IS5 7]
REMEL RIEE 7z, —J7. Selenbpl KIEIZE
HEESZ T DA T ORI 5T 5E
7288 PparaLASMCH  AFAET DEHEES I
%o DNA ~A7aT LAfEHT T, B4R
L8 Selenbp1-KO w7 RELLHGL T, FEHLA
EH) 9% 2689 OB FMIRESIL, £ DD
B 1464 1IN, 1225 N Lz (CERE30
EREREE) L A EKYE0.05 KD p fE T,
Selenbpl KRIJEIZINE T LB 7 w77
AN DA Z | [ESET L L — R YL E B 52
FT(NIAID)D$E(:9°% DAVID %4 L T
ST LT, ZNHDOFRB A B2 R~
BAIT, i A4 hay— (GO) 5 #r
(http://david.abce.nciferf.gov/ . B %13 R
¥—8) 2L TR 21T o7, £ 05
R, TRV ANIA Ubi fEf . pl3k-Akt,
mTOR, FoxO, cAMP, WIAPET AR h— A
AR, B RO EDOMO 7 NV ARE
TREE D HEE STz, A% BB L TODRRE
S DULERDAY, ZNDRRDHT T T
IRERBIZ BN T, SESERBARF D
FEHIL~UL7N Selenbpl KAHIZE>TEIEL
7o ZAVHDOBAR T 1T, MIfuHEsE, ML AT,
BLOMGEH 7 2RI 5L D, o
— 7 O LLRTOWZE) G, Selenbpl 23 EEFH D
HBALETHARICBEETLER THHE



PRENTND (26-28), 7272 L. 2O
HAT = A NZ Lo TR, 5121,
D> 7 F WARERE K% 5 Selenbpl K
BOREIZOWTHLRFADPMLETHAD,
Selenbpl &L DFEEREIIRTZAY
Tdd, WA e K 100 DEL /T BT A3
LI D U AT LTHFET D W REMED DD
EINTIRY, ZNETITK 25 DFRIESILE
WALFEDOEL ) 7 a7 A B RERIIT R
6N TS (29), HAEREREZ RS2
nookvL)7arAriix, £
glutathione peroxidase 773U — (HAh/ L
GPx1, Bl GPx2, 4% GPx3, VI AREER
7~ L A & 2K GPx4) . iodothyronine
deiodinase (ID1 ., ID2 ., ID3) . thioredoxin
reductase (TrxR1, TrxR2. TrxR3) 23& £
Ho TRTEFURLE 72— EHREZ R D,
AT D THEHER R Z R (29),
%2 7T, Selenbpl &K T DL, L /T 0T
AV NEBEZ T HNEIDERF LT, #
B, Selenbpl-KO (249, TrxR2 mRNA L~
VIR BN T D2 ER Doz (Fig.
7)o TrxR2 I IPTIR LEESF &L C, MR LR LI
JinZ L | thioredoxin ZiZ= L., a2
FTHAURZBICEAG TH5ZEBRINTND
(29). TNHDIFIwE . BHFEEIZBITHZ
NETOBTERR, FH 3 FEORROMH
WERET DL, ABRISEM T T Selenbpl
(VXL BBE AR 2B RER S 5 L HEE S
N5, 5%I%, AL AR ADOZE BRI
DWTHIRHEFIZATOIZEN U ETH A,

E. #&m

PLEDOFERN G 1) Selenbpl 1E, ZD/KIH
AR RNk 2 VA BN = VAN N DI AN
D7 B R E RN BRI D AT BEME N R
24172, Selenbpl KRIBICKVIEBALH 5
BAS T OFMENC R 59 5888 13, Ppara L)
SMTHAFEL | MRLEsE, Ml AEAE ., BLW
K& 7R G-I 5, BRH2 7T Vs
RN EBEZ THEHEINT, 2)
Selenbpl-KO XV, HiFg{kEERE TrxR2 O

FEE L~V RS LTz, TrxR2 (372
b n IS i+ 2 2 &0 6
Selenbp1-KO 73 TrxR2 O il & i@ U CHllfa
DY T FIVREIZEAGT 5 2 L PRES
Nic, ZIVE TOMEDOREREZRET D &
RS T T Selenbpl 121E, BE{EA K
VABBAIER N 5 LHEE S ND,

F. HFoEF&
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Fig. 1 Effect of Selenbp1 ablation on the renal expression of lipid metabolism-related enzymes (fasting).
Abbreviations used: WT, wild-type; KO, Selenbp1-knockout; Acsbgl, acyl-CoA synthetase bubblegum family
member 1; Ptges31, prostaglandin E synthase 3-like; Ptgis, prostaglandin 12 synthase; Dkk2, dickkopf homolog
2; Akrlc6, aldo-keto-reductase family 1 member C6; Lpcat2, lysophosphatidylcholine acyltransferase 2.
Significantly different from wild-type (WT): * p<0.05; *** p<0.001
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Fig. 2 Effect of Selenbp1 ablation on the renal expression of lipid metabolism-related enzymes
(fasting). Abbreviations used: Ltc4, Leukotriene C4; Fabp, fatty acid binding protein



Fig.3 Hematoxylin-eosin (H-E) staining and no obvious differences in Selenbp1-KO and
wild-type mouse. A, kidney of wild-type mouse; B, kidney of Selenbp1-KO mouse (x100). One
of the representative data is shown.
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Fig. 4 Effect of Selenbp1 ablation on the renal expression of nuclear receptors (fasting).

Liver X receptor (Lxr)(Nr1h2 and Nr1h3), pregnane X receptor (Pxr)(Nrli2 and Nrli3) and retinoic acid
receptor-o. (Rara) were examined. Abbreviations used: Nrlh, nuclear receptor subfamily 1 group H; Nrli,
nuclear receptor subfamily 1 group L.
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Fig. 5 Number of genes altered by ablation of Selenbp1 and related to different signaling pathways.
Different accumulated genes were classified into nine signaling pathway groups by gene ontology (GO)
analysis.
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Fig. 6 Effect of Selenbp1 ablation on the renal expression of Selenoproteins mRNA by Quantitative
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RT-PCR (fasting).
Abbreviations used: Selm, Selenoprotein M; Gpx, glutathione peroxidase
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Fig. 7 Effect of Selenbp1 ablation on the renal expression of Selenoproteins mRNA by Quantitative
RT-PCR (fasting).
Abbreviations used: SelW, Selenoprotein W; Trxr, thioredoxin reductase.
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