TR BRI R0 KL - 855 2 23 5 RIS RIEMIRE CTH 5 23, WT4E, 12

PER PR RERR S O BLE 28R 2 BRIF R RS T v Tv b 17, EIREEREE ©

iy

5

Wo—o& LT, 2 IgA BIEAZT b5, EEEIC I W T [gA 25l % R
TR E R X 3 25, IR 1T B 1) B I [gA (1 & BREE O BIR %~ 72
TR INETHRVZD, KfFETRRZNEZRETL 72,

&R - Ak 2016 4F 4 H2> 5 2018 4F 4 H & TICHH RURFE AR @R R R & 2
Z L7259 N REEZNRE LT, i [gA 23 EEMEEN O BERE, 1175 [gA SifE
D EBERICI T, B O BEER, IRATA. BREREICBE S 2 MR A T R % LU
FEt L 72,

KR WEREED S B 22%02NE [gA EEETH > 7z, G [gA i L iR E O E
SEEE, IMi% Cre fli, M BUN fE, eGFR ICHBE %D o 72, ML [gA il ERE
TlE. B, ME HDL 2L 270 — A DK T, IREABEDRA, M [gA fHk:
HIENRIC R TS 2o 72, JRIBILICE W CEWBERICEEEZRALNE D> 72,
KEam ¢ OB T [gA fEEEO B A2 & K| H2HE L 1gA OBEMTRE X iz,
1% IgA fEFHEME N o BAE T IC L~ S ERE T, B8R, MiE HDL 2L 27w —u
DIKT., IREABEOXZE L, b & o OEEE D E 2 bz, e —K
T IgA BYE DBIEIC D v TE, MR CRIBILGHE OB G ICAE AR < 2 OB G13 5

T EEz bz,



FLoic

REEEIE. RBICALHE - 888 R B3 5 RIBRIEEIRE TH B A3, T, 18
PR RE IR E O BE 2 R 3 2 BRI C SRR SG S hCTw 2, REEE
199,808 Az xR & L7-Gil 4 fhokAIME ak— MFRICE W TIE, 8EF
g% (chronic kidney disease, AT CKD & B&EE) & RKHEAENER (end stage
renal disease) DFIEY A 7 IFizMEEE OB CHEICHEIML, VR Z7kizZzn
ZFi 1.34 (95%CI, 1.14-1.57) & 1.29 (95%CI, 1.05-1.60) T»H - 7= & W
ThTWw3 Y, ¥7-, JEEZEEEH 87,310 A & 42 8,731 Ad CKD 0¥t
HO A POl RS ORBARER T, BE=2%, PEHEE 3-
10%. EREE>10% L HEAEE 208 L, FA%EA v X (95%EHIXHE) Z5H~7-
LT A, A 0.89 (0.72~1.10) . H5EE 1.36 (1.06~1.74) | EHJE 1.58

(1.07~2.34) THo7%?, BEOHED OHHEED O BEEOTHE CTIL, FEIK
I, B E A O i 72 & D LRI T & I3 EERIfR I CKD © Y % 2
BMEBHELTWwaeE2bNTWE Y, BEELLIZE T AN =X L I3
DTl R

CKD #5| 2 2 3E RN D 1 DI IgA BIER H 5, [gA BIE XM RERIEE %
DI B, RERGEX v F T Ll & BE O BIEIEZ L X3 v F Y LHEA~D

IgA Z Efk e T 2B L 2R 2 b D, F 7=, fPEEuct IgA o A7 (K

3



A 5 IfiE IgA il 315mg/dL WL E) #3805 DTH 5, [gA BIEIMER, B
JE. RAEVERGR G, TR, BYE 7 &IC X B R IgA BUESHIS T
W5 R HEREE [gA BHE L OBE AR LW O DREFIERE 57 b H Y |
WEREDS R TgA BUIEOFERNTTH 2 Z EXRBRINT W B, FEL KRN
G NE TRV, [gA BAE I CIRIMKR B SFETH Y, % o4, I
PRE(JE, o 72 IR X OV 85 PR CRUERSE L. 2 oREH R O8N, 1T
ER. BEREETEC 2,

ERR D T b FZEEEE I B W CIRINLE [gA 2 EEZ R TEREIRE I
%08, WZMEERE IS BT BT [gA A2 P 2GS M5 IgA fl & JRITRL. &
EERE AT ROBGRZ A WG X T Thv, Sl YFEics T 2SR
HOMIKRT — 2% AvC, I3E IgA i & BFEEICOWT, FRC R IgA BYE
OHREMD &, BAEMGRIHGONTIRENTIEH 2 b 0D, JREEN R

OB PEREME AT A & DB#IC DWW TGS L 72,

ik
1.0

2016 £ 4 A~2018 4 3 A ¥ Clcwm R KFEEAT I SRR SR 222 Lz
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BELZW S, IME IgA EZHE L2 EF 20 RE L, BEFOKIGHR®
JRIE, B AT R 77 XY FRER S M & ISt L7z AR

PIMBRESDOEREZ T TS, ( [#EM 19-079 5| AREFA)

2 MR W AT

I35 TgA 2SEEHEMEPY (FEHE(H (X 84~438mg/dL) D HBFHRE, MG IgA Sl D
BEMICH T, CHOEEE X237 TH 2 PASI (psoriasis area and severity
index), PR, JREH GRE&IGE) . M2 L7 F = (Creatinine, LLF Cre
LH&EC) fEH. M REZEZE (blood urea nitrogen, AT BUN & B&ED) i, HEE
%EkfREEE (Estimated glomerular filtration rate. AT eGFR &R&E0) (&
RITEHARNOHEXZEH Y ) Z R L 72, & &I [gA fii & PASI, Ifl
i Cre fili, Il BUN {5, eGFR OMHBABAIRIC O CHEH L 72, WA fE o B (il
TYBED D DEMHL 7z, LRI DWW TIIHAANIC MGt 21T - 7z, BETERIC
BT, @mIMEE. AT ICBHEEOR#ESH 5, F 72 1 3BERZ Nk L T
5 BEEEIMTEE Y LWL 72, BRI IL. AV T ICBEERE DRCEA B 5 . BEIR
JRICHR S 2R ITo T\ 5, 5\ i3 HbAlc AEHEMEA B 2 T 3 BE 2
FRIE S Y &HIWT L 72,

2 BERIELEIC 350> Tl Shapiro-Wilk o IEBIERE I 33\ CTIEM AR ITHE - T
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W72 THH IX unpaired t-test Z v, IEBSWICHED 22> 72 H X Mann-
Whitney U #E % F v TGS L 72, HHBABAGR DRETIZ. IEBAR IS > T e
HEIZ YT Y YHBREEZ W, B ICEb R o ZIHHREAET <V D
MBI B E W BRET L 72, BHEE O JBIC 1T Fisher o IEREREHRRE % 72,

p<0.05 #HHEH~EH Y & L7, HEH@EhriZ. GraphPad Prism 8.4.3 (GraphPad

Software) #Fu>7-,

LEZARR

S 39 i, 2ot 20 Bl 59 BT R L T o7, BETROFEMEZR 1 ICRKET
o AT S VECRE 39 . RomErERA 2 17 Bl BRI 3 Bl CTh o e,
Bl IE 55.0+113.8 (FRHERA2) <. WA X5 7.5+9.36 4, PASI % =
713 13.1+8.0 TH o7z, IMiF IgA fHEED EE X 13 Hil, ELHEMEN © BF 13X 46
filcd o7, EFELOHEBICDWT, IMF [gA FLHEMHEEE & iE [gA BEH CHE
BETAELNRP o7, T2, MUFH [gA FRHEEREIC L~ [gA SERED TS 28
. BRI, HDL 2L 27 1 — ) 40mg/dL {HIA T 0 BHEI &G EICE D o

7= (BERRIE © IgA FEHEMERE 10.9%. IgA Efaff 53.8%, HDL =2 L 27 1 — L
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40mg/dL LU © [gA HHE(ERE 6.5%., IgA & {HHE 38.5%) o i Cre fif, i

BUN f. eGFR IZM&EHCHELRZZHD kv o7z,

28R o IiE H o TgA fiE

M3 TgA 1%, = TEEZEEC 325.3+£144.0 mg/dl. #ZHEEERART % < 306.1+
153.1mg/dl TH Y, MF DM THEZEITRD bNkd -7 (p=0.657, X 1) ,
Sl BRI EEIC B L CUEGIE I 72 72 @ L BRI ¢ 13§l %2 1T 72 2> 5

f—»
~o

3.0 TgA fERHEME P DYz B FHE & M TgA il i O WEHE S 1 O IR T
HizownwT

137 TgA fEEHEMH N O 2R B E T & I [gA RO MEEHOIKEH D
RER 21T, IRIBMOREREZE 3RS, M3E IgA EERHEN O a2 BE i

DITH, MiFE IgA EEEOFHREER L V. 1 +~3+2 27 2 BEHEGI &0

<~

i

o570 1 +~3+DHBEFL —~2 I THEAFIREERITo 728 T A, IIE IgA

ol

EELHE(E PN D RZfE R FRE & G [gA AR EERHICEEEZED = (
p=0.0434) . JRIBIMICEHTlE, MERICAEEZEIZA b D o7 (p>0.9999

) o R, IREBESBEIE (1 +~3+) DREFNIE 2HIOHRTH -7z,
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4. FZfEEE ERIC B 1T B IE 1gA EIELYEEN O BEE & mEO BE RO PASI,

I3 Cre {8, MiERFEEFE (blood ureanitrogen, AT BUN & B&ED) fEH, eGFR

D L NIMLTE IgA {6 & PASI, IfiE Cre fE, Il BUN f, eGFR & DFHEHRE

iz onT
PAST (31 [gA FEHEMEN 0 BBE R & I3 [gA S EO BEREL Tk A

IEI?S
PIaAY i o

RO LN o 72 (p=0.396, 2.A) . ¥7-, IiE IgA fE & PASI & D HES

BIfRIC oW TIEEE® b iz o 72 (r=0.003, p=0.980, X 2.B) ,
7% Cre fHIX M [gA FHEMEN O BHFHHE & MIF [gA EREO BHHE & T,

AEETED N o7 (p=0.847, K 2.C) . F7. IMiF IgA fif & IfliF Cre

fiti & DMHBABIRIC DO W TIFRED b e > 72 (r=0.113, p=0.401, X 2.D) ,
M BUN fili i M3 IgA ELAEEN o BEHE & M [gA fEEE0 BER L Tl

EEEEO b N o7z (p=0.667, X 2.E) . F 7=, IfiF [gA fE & Ifid BUN

fii & OHBEBIRIC D W TIRFRD b v7a > 72 (1=0.030, p=0.820. X 2.F) .

=
=]
o

eGFR 117 IgA HUEMEAN 0 BER & MG A fEEEo BEH L Tk, &
IO LN o7 (p=0.301, 2.G) , £7-, ik IgAfi& eGFR & O

BERIRIC O W Tk biZad - 72 (1=0.168, p=0.204, X 2.H) ,



A EEEME(E N O FEERE & S iE O BERE D PASI, I
‘ IH.

el

5.5 Rz EEIC 35 1) % I 1g
ifisf BUN fifi, eGFR o iz Jx ORI IgA fifi & PASI, Ifii& Cre {
eGFR & OfHBEIRIR I D W\

HEEN o BB R & MGG 1gA fEEE D BERE & T
¥ 7=, I3% IgA i & PASI & DB

. BEAE

& Cre {H.
I BUN A,

PASI 12113 TgA #

» bR o7 (p=0.464, [X3.A)
HoNEp o7 (1=0.062, p=0.709, [ 3.B)
EfEDEHEH & Tt

BEfRIC DWW T IEE
IMi& Cre fEIZIMiE IgA EHEMEA @ BEHE & M IgA 1
o ¥ 7. I IgA i & I Cre

Do o7 (p=0.901, X 3.C)
S 3-D> o

AEAZITER
B HNed o7 (r=0.046, p=0.781

fil & DHBIBELR IC D
I BUN fEIZIMIE IgA HUEMEN O EERE & MG IgA EEED B fEL T
H

ENESIIRE 7St

W BN o7z (p=0.591, X 3.E) , % 7-. I IgA fiti & i BUN
. K3F)

AR

ARAZITRE
Do o7 (r=0.027, p=0.871

fit & OHHBEBIfRIC D W
eGFR (ZIMiF IgA FEYEMEN O EE R & ME IgA fEEED EERE & C
F 72, Ii% IgA fii & eGFR & O#f]

Do o7 (p=0.689, X 3.G)
o o7 (r=0.169, p=0.312, X 3.H)

A
BEREFRIC D W
DEEREE S0 BEEED PASI

BiF 207 1gA fEFHEAE N

6.5z E I BE A 4% 1
i BUN fl, eGFR o iz ORI IgA fif & PASI, 1L Cre f

I Cre {H.
9



El}_llé
PIanY i o

. Ind BUN i, eGFR & OMEEBERIC DWW T
PASI (317 [gA JEHEEPN o BBE R & IS [gA fHEfEo BEREE Tk A

IFZD b o7z (p=0.455. [ 4.A) , F7-. % IgA i & PASI & DR
BIRIC O WTIEE® bz oo 72 (1=0.015, p=0.958, X 4.B) ,

3% Cre fE 121 [gA FEHEMEN © BEHE & IMTE 1gA fEEE o BERE L Tl
D bR o 72 (p=0.088, 4.C) , ¥ 7=, IiE IgA {E & MiE Cre

HEEITR
i b7z (r=0.344, p=0.162, X 4.D) ,

fil & DHHEABAfR 1372
M BUN fili i M3 IgA FEHEEN o BEHE & M3 [gA fEEED BER L Tl

=
=
o

EEEFED N o7z (p=0.635, K 3.E) . F 7=, IfiF [gA fE & Il BUN
fii & OMHBEIBRIZFED b o7 (1=0.068, p=0.789, X 4.F) .
eGFR 121MiF IgA FHEEN 0 HEHE & I [gA EmEo BERE L TiX, A

RO LNm o7 (p=0.407, X 4.G) , 7=, i IgA{E L eGFR & DH

BARARIZER® SN d o 7= (r=0.276. p=0.283, X 4.H) ,

S DfffgeCli, BEEE D S b 22% 255 IgA EEETH - 72, i IgA
10



fiti & S DFRBACHHBE 2GR0 7 > o 72, HCRFEF I VT, I IgA fE & fERE
Tt WM. HDL 2L 27 r— L O{KT, JREABGIEOEH, i [gA fHH
HEENREIC R TS o 72, IRIBILIC BTl MEERICEEEIZ A DN h o
720 ¥ 7z, I3E IgA fifi & i Cre i, IfisF BUN &, eGFR icf&ic d M4 5
N o7z,

I E CRZEEEE I BT B I [gA % T~ 72 85 1 7 v o MIFSERE SR T
WEEEERE D 5 b 22% b O HE T [gA EASETH 0 . F2EE L I IgA I fi
b DBEAREB I N, Lo L, PASI 2 a7 &I IgA fHIC 3B IZ A SN
T, RO BRIEE & ORI A SN o 72, IL-6 13 TGF- B & o 4tfiliic X v
>4 —7 CD4 51 T il % i o fe Ic EE 7x Thl17 ICFFE$ 2% 9, EE, i
FE G M IL-6 i ER LT b, HEEE L IIMHBEL AV LAl S h
T3 101 —F5C IL-6 23 [gA OEA LB T 2 2 LB LN TS W, DL
EX b, WEERFICE T MG IgA fHEA X, IL-6 2N LAREMELE Z bR
%, i IgA fEASEREE ICBEE L 722> o 7= f0b | I3 TL-6 il ASEAE R i B L
BB EICFELRY, L LR, RO i IL-6 flElL#lE L T
BOF, M IL-6 ffi & i [gA EOBEIITR b et o 7o, WREEFICE T
3% OBBEIC O WS, BET LW,

Mi& IgA fEEE O BE <l HERK. HDL 2L 270 — L DK T DEIA 2 E

11



otr, T REABECEEG D ED o772 EHEETIEIAZR) v 7 v F
0—ADHREREHNZ EBF LT3 D BEFS 3IEA v 2 ) ARTFRLE
PRI RTINS TgA A EHERE BR % 8 % 2 fEHIAS 45.6% & & TH b | Al
INMESEDTEE DS HRNFE [gA 2SRl E & 2 2RO E oz E B L T
%19, Doz bhs, GHEESE CRIBERROBERIE L, BRHEOH 5 B
HCIE IgA HEEE 72 0. FERIFIC X 2 RERMFEE CIREADPBIE L & -
AR FE A b, BRI LR IZMABLETH S, i HDL 2L 27 1
— VAE & M3 IGAEDBIRICOWTIZ AN BB Y TEIMER AL N2 D5 72,
PERIFERE Tl A v A ) VEHOREFIIC X Y IFIRTO V) FEA D S — 2 i
KFL., FYZ V&Y F(TG)-rich V KEABEMIT %2, 215D TG-rich J &
EALMAICHEMT 2L 2L AT = LT AT VEGEEHIC X > T HDL 23/
RAL LRI D 7 A A-1 2 HDL 20 6 ffin, £ HDL MJES A U % & & 238 &
NT 3 1719 REFSECIEIME IgA BEEF ICB WK HDL 2L X7 0 —)1
HBESADI L3 ANRFHREEZRERL T, 20 ELEZZ LN, LA L,
BERDPD 7207 D FHl I HEECH Y | 35 HDL a2 L 27 1 — Ul & Il [gA
il o> BAHE O AT 12 13 50 75 2 FEFI D RFEDMEETH B

FOREERE I B W CE IgA il & BRSRE AT RICHBI X A & e 2> o 72 28,

175 IgA fERMED EEHE CIRIREAGIEOEIGE <. RERKESF 2R S
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Teo L L2 D, PRIGMUICEHEWCIE, WMEFEICEEZIZA O N o7, IgA
BOE XK, EARDOIER 2 HIEE 0 | BRI ERRRERE 28T L T (R T
H %, IgA BIECHIATIRIMRABFETH Y, % oBA, MEHEM, %7230
IR 7 B AR CHERB L. Z OBEHR ORI, FE L5, BT
DSHE T B, WAL HE IXFRERY BRIEAY M PR . [RIR I & 72 3R iR H PR 3 L OVl
i IgA i 315 mg/dl LA ED 3 DD AAFE® b iid IgA BHED AIREMED &

L HEEZMICAT ZBARERGT 2 L 3N TE Y, KW RZHNICIIBER
DBREEL I D, SRIOMIE T VIZKD 1 X4 LKA v P TOFRR LA L,
BARDSIT I N T O ARV OMHEEITTE R, MiF [gA BiEoEERHICE
WCIREA BB A AT D - 72 D A CTREBMEHEOE A IEEAZEIALN
T, HZEEEE T TR IgA BHEAME USRI IC B RRERRE 1IC 78 o T 2 Al HEME
FEER L F 2 SNz, G E T 5 BHARERE L Z Ofh 0 ER D5 0 5 H
EWATREMEAE 2 5 2 225, Z OMFHCH AR 2 AT HETH 3,

AHFFED limitation & LT, HUFHIMENEH 3%  BofE0 EAEE b 3 PASI
Za7 13.1 L hEED LEIERBEIT L AL TH ) BIEDTZHERE 130 70,
BIERE BT 2T — 28R RBL T2 HAR T ON5, F 72, Y2k oA
RLEHRBR S 0T, BEORAENT L OWEERD 7 v 7- D18 M B HRERE & o §F
iz CcE R orz, BEMDIT-oTE LT, MR TCERDL o7,

13



SEOHE T, SRR I TeA M EOE A2 E . WL TgA ©
B ASRIE X A7, LN TgA (ERSHERRPY o BB IC He~ R fERE < 1k, B,
HDL 2L 27 0 — A 0 F. REEBIEORSE . Zhb & oo m ek
DEZLNI, WHEE KM TgA B ORI o T, 17K TeA fHE5 i &

SLUEGE B CIRIBIMIGHE OB &I B2 . Z DBIGREEN EE 2 b iz,

HEE AR A 2ICH0 ., THRBL TEBZH Y £ L 2 REELER K
JERIAEE O S TR BRI L X DV #EERLE T, 72, HEREIIEEHEZ L
727 R SRR B R R 80 0 B B dE B & 7 R B 2B B R4

EDORMHMAELEICHEHHRL £,
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D it I

1 A (R o REE AR 28) o IiEh @ IgA fl

2 Ik [gA fHILHEMH N DMz R R G T & SE Oz R E T IC 1) 3 PASL,
Ifil% Cre fifi, 3% BUN fifl, e GFR o i K& ORI 1gA fifi & PASI, Ml Cre fH.
1M BUN f&, eGFR & o tHEIBE (%

3 SFEEZREE IC BT B IME IgA fHILHEEN ORZRE B E T & SH 0
R IC 31 5 PASL, IME Cre . % BUN fE, eGFR o LK OV [gA
fili & PASI, M Cre fi, Ifi% BUN . eGFR & o AHBIE R

4 FCREEBAEI R 350 5 MIE [gA (BN O R R BT & ml D o
BERECEH T 5 PASL, IMiE Cre fli, Mi# BUN i, eGFR @ Lk NIk IgA

fili & PASI, Ifii& Cre fE, IfiliF BUN fi, eGFR & OHEARE R
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Background

Psoriasis is a chronic skin inflammatory disease characterized by erythema and scales on
the skin, and is accompanied by various comorbidities such as arthritis, cardiovascular
diseases. Recently, data from clinical studies have suggested a relationship between
psoriasis and chronic renal dysfunction, while some patients with psoriasis have high
serum IgA levels. IgA is a factor that can cause renal dysfunction such as IgA nephropathy,
which usually starts with hematuria. However, there have been no reports in Japan

regarding serum IgA levels and renal dysfunction in psoriasis.

Methods

We analyzed the data obtained retrospectively from the charts of patients with psoriasis
who visited Department of Dermatology, Teikyo University Hospital from April 2016 to
April 2018. We compared laboratory results of renal function between psoriasis patients
with high serum IgA levels and those within normal limit of serum IgA levels, and
examined association of serum IgA levels with renal function or disease severity in
patients with psoriasis. The severity of psoriasis was evaluated by dermatologists using

the psoriasis area and severity index (PASI) score.

Results

Fifty-nine patients with psoriasis were included. Twenty-two percentage of patients
demonstrated high serum IgA levels. There was no correlation between serum IgA levels
and PASI scores. Higher percentage of psoriasis patients with high serum IgA levels
showed diabetes, low HDL cholesterolemia, and proteinuria than those within normal
limit of serum IgA levels. No significant difference was observed in the prevalence of
hematuria between them. There was no correlation between serum IgA levels and

laboratory results of renal function.

Conclusions

Although the correlation of serum IgA levels with laboratory results of renal function was
not observed, the rate of patients with high serum IgA level was high in psoriasis patients,
suggesting the association of psoriasis with IgA. Psoriasis patients with high serum IgA
levels had higher prevalence of diabetes, low HDL cholesterolemia, and proteinuria,
which might be confounding factors between psoriasis and serum IgA levels. The result
of no significant difference in the prevalence of hematuria indicates that contribution of
IgA nephropathy to renal dysfunction in psoriasis patients is unlikely. Further

investigation is needed to clarify the association of psoriasis and renal dysfunction.
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()

Psoriasis area and severity index

(%)
(%)
(150mg/dL)
HDL-C  (40mg/dL)
IgA  (mg/dL)
Cre (mg/dL)
BUN (mg/dL)

eGFR(mL/min/1.72rj)

59
39:20
550+ 138
75 + 936
39:17:3
131+ 80
15 (25.4%)
12 (20.3%)
(%) 15 (25.4%)
(%) 8 (13.6%)
310.0+ 1184
09+ 02
149+ 44

69.7+ 155

IgA

46 (78.0%)

31:15

550+ 129

7.7 = 100

30:13:3

137+ 738

11 (23.9%)

5 (10.9%)

10 (21.7%)

3 (6.5%)

2489+ 753

09+ 02

151+ 45

711+ 141

IgA

13 (22.0%)

85

548+ 170

69 + 648

9:4.0

110+ 81

4 (30.8%)

7 (53.8%)

5 (38.5%)

5 (38.5%)

526.0 = 694

10+ 0.2

142+ 43

650+ 187

0.7463

09772

0.5932

0.6393

0.2416

0.7211

0.0023

0.2830

0.0096

<0.0001

0.2112

0.9316

0.1595
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IgA IgA
3+ 0 (0%) 2 (15.4%)
2+ 1 (2.3%) 1 (7.7%)
1+ 2 (4.7%) 1 (7.7%)
+ 8 (18.6%) 0 (0%)
- 32 (74.4%) 9 (69.2%)
43 13
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IgA IgA
3+ 0 (0%) 2 (15.4%)
2+ 4 (9.3%) 0 (0%)
1+ 5 (11.6%) 1 (7.7%)
+ 3 (7.0%) 1 (7.7%)
- 31 (72.1%) 9 (69.2%)
43 13
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