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REMELOBIIRAE ABCGL 1 GALNT2 & H
B FEXHEALRIGKREX

wA IR BHER L%
(FABEMFHELSER S AA, 7 &M 061001)

[#E] B 3T ABCGl #= GALINT2 AW 23 TR P AN AE AL miRA (SLE) F eyl RE L, FiE #2014 5
1 A—2017 %1 AT g M P HELSERIKSE W SLE &5 123 4], 22 T X A M3k S E(PH) 4% 43 PH 28 (SLE-PH 241) 5
45 PH 28 (SLE-noPH #1) , )b 4 # 20 % 2% W JR - # A= ABCG1 .GALNT2 A A & 3 F R ¥ A 4Lt oL, K JA Kaplan-Meier & & 2 #7
ABCG1 GALNT2 % F &3 F X ¥ AL SLE B4 3 4 4 F 54, R A @il % Cox #4 % B % 547 SLE SLE-PH &% R R TG £l
B, R SLE-PHAFHAR FHEMN HnhE XMRIPRESCENRE A ELTR &S EAZ 3R E SLE
P 7 3 B 45 % (SLEDAI) (ABCG1 W 4kt % GALNT2 Wbk %3 2 % & F SLE-noPH 41(P <0.05) ,m A EAZE B A
255 JE A (NYHA) 52 ( [ ~ 1) # 8 bk 2 2% T SLE-noPH 28 (P <0.05) , ABCG1 W 3 4k.20-F 3 A % it 4] 2 F4&F ABCGI 3
W AL 28 (Log-Rank y* =4.076,P =0.043) , SLE &% , A F# L M KB E ABCCl ¥ AL FEFo b S FANRZ A5
LTRSS AR MR SLEDAL 39 2 % & T 47E48(P<0.05) ,m NYHA 24 ([ ~ ) R £ 2 FAK T 58 (P <
0.05) ;7 SLE-PH & %% AT FEALM R EF SLEDAI B 2 Z 5 T 4E4(P<0.05), M NYHA 5% (1 ~I) HARILER
KT HEM(P<0.05), NYHA 5% (1l ~IV) .SLEDAI( =20 4-) .ABCGl ¥ & 4t,Z SLE & 4 R RS0 A K & (P <0.05),
NYHA 42 (1 ~IV) % SLE-PH &% RRFE 69 A B % (P <0.05), £ ABCGI .GALNT2 ¥ # 4t/ SLE-PH £ % /& -F,ABCGI
W AL A48 e SLE %% R B IS KA, GALNT2 ABCG1 ¥ & 4k SLE-PH R E TG H AR 2.
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Clinical Significance of ABCG1 and GALNT2 Gene Promoter Methylation
in Systemic Lupus Erythematosus

CAO Cheng, WANG Qingkai, YANG Baogang, MA Mingjing
( Department of Cardiology, Cangzhou Hospital of Integrated Traditional Chinese and Western Medicine, Cangzhou
061001 , Hebei , China)

[ Abstract] Objective To explore the clinical significance of ABCGl and GALNT2 gene promoter methylation in systemic lupus
erythematosus (SLE). Methods A total of 123 patients with SLE admitted in Cangzhou Hospital of Integrated Traditional Chinese and
Western Medicine from January 2014 to January 2017 were enrolled, and divided into PH combination ( SLE-PH) and non-PH combination
(SLE-noPH) group. Clinical data, ABCGl and GALNT2 gene promoter methylation were compared between both groups. Changes in 3-year
survival rate of SLE patients with ABCGl and GALNT2 gene promoter methylation were assessed by Kaplan-Meier survival analysis. Risk
factors for poor prognosis were calculated by forward multivariate Cox regression analysis. Results  The proportions of Raynaud’ s
phenomenon (PRP) ,chest tightness after activity and fingertip vasculitis, right ventricular diameter (RVD) , suprainferior diameter of right
atrium (SDRA) ,left and right diameter of right atrium ( LRRA) ,pulmonary artery width,SLE disease activity index (SLEDALI) , proportions
of ABCGl and GALNT2 methylation in SLE-PH group were significantly higher than SLE-noPH group (P < 0. 05), with a lower left
ventricular diameter and proportion of New York Heart Association (NYHA) class I to Il (P <0.05). The average survival time was shorter
in ABCG1 methylation group than non-methylation ( Log-Rank y* =4. 076, P =0.043). For SLE patients, PRP, interstitial lung disease,
ABCG1 methylation, RVD,SDRA,LRRA , pulmonary arterial width and SLEDATI in death group were higher than survival group (P <0.05),
with a lower proportion of NYHA class [ to I (P <0.05). For SLE-PH patients, PRP and SLEDAI score in death group were higher than the
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survival (P <0.05) ,with a lower proportion of NYHA class I to Il (P <0.05). NYHA class Il to IV,SLEDAI =20 points and ABCG1
methylation were risk factors for poor prognosis of SLE (P <0.05) ,and NYHA class Il to IV for poor prognosis of SLE-PH (P <0.05).
Conclusion The methylation levels of ABCG1 and GALNT2 gene promoters are high in SLE-PH patients. ABCG1 methylation will increase

risk for poor prognosis of SLE,while the effects of GALNT2 and ABCG1 methylation on poor prognosis of SLE-PH seem not significant.

[ Key words] Systemic lupus erythematosus ; Pulmonary hypertension; ABCG1; GALNT2 ; Promoter; DNA methylation ; Prognosis

2G5 ME 41 BEAR HE ( systemic lupus erythematosus,
SLE) JE 4 % T & W W Y B B S e v vk i P 4h 4
AP, BE RN A e BGE A B P, 51 &K
NZEE LU, A 45 SLE J 1% T B 2 48 K
IRF AT, SLE I AR B 2R 5
HIHIGARAEIRBES SLE il 28 S A AR
AR B VESRAE B RFRIRE JULIA 5 L JE A I o 2R
GEAEPRREAR , 10 7T 5 | M i R il ) J5T 2T 4E A i i
BNk JE ( pulmonary hypertension, PH)*' . PH & £
ot PRI 2R TSIt 3 ok 5 3 T 0 , 2 SLE 8 WLk
SiE , RYEPELL BEAR 5 IF I 30 JiKk 5 [ (systemic lupus
erythematosus and pulmonary hypertension,SLE-PH) H A5
PR T TR , sl X BB 5 1 o g e
1, RO SRIBUCRRAR AT 5014 Bl 4246 i X 243 SLE B T3
Ja B B2 S L, DNA AL T DNA L2 1t
A —, AITEA U DNA 36 00T e 28 as 4% R 3
NI 87 XSl & A7 i DNA HUERAR B 437 A5
BEBEBL IR R 2 DX ORAE TE  R  B E feg
PEBORALO AL AT BG4 . IR ABCGL A
GALNT2 %E[H J 3 7 X BT 564k 55 SLE #H ¢ PH i )5
KEo
1 #ZREFHZE
L1 —fsEs

PEHR 2014 4 1 H—2017 4F 1 A e M il
BEZE G BEBEUARY SLE 85 123 4], 98 AFRiE: (1) 44
N B RF G AR EE 27 2 KRG 7 23 23 il E I R 48
VELLBEARIE IS SR 1R R ) T 2 Wi s (2) 4R
>20 %, HEBRARAE: (1) SIS RIECIER s & PO
WU 5 (2) M i € il e ok PAD 2 A58 41 HL 2P i 8
PR AN T K o SR 5 (3) B IR EMEME ; (4) B IF
FE S D RER G ; (5) EALEGIE; (6) IAFI T RERE
155 (7) SR URIA LI 2 . A AR X AT X R
1, A% B AR A, g A R B fe & 5 2
i
1.2 5ARFE

PH 112 WKt 2 BRI 2L JIE 93 27 25 (ESC) i 22 1Y)
(i Bl i s A2 W AR TR RS ) HR 2 s [ A0
S 5 R Bt B Bk E ) =25 mm Hg(1 mm Hg =
0.133 3 kPa) ] 123 #il & E0&Ff PH 40 (SLE-PH
20 ,n =48) 5443 PH 4H(SLE-noPH #H ,n =75)

L3 e
13,1 JEARTER

AR B I PR BTRE, Ge it o B B M AR
HLENGRE LOEETR AOEALGRE EOEN
A2 il Bl Jok S BE L S i o3 K 56 1R AL 290 E R B2
(NYHA) 7y 2% . SLE ¥ %5 15 35 B 38 2 ( SLE disease
activity index, SLEDAT) FI¥ bl 5 i S5 15 00 o
1.3.2 ABCGI Fil GALNT2 JE[H 3 8+ X FH 3L K

BEABLG KRBT RS E K0 4 mL, & T35
AL MR (EDTA) B HTEEE , >R Fl 42 1 55 [
41 DNA $2 a0 & (£ [E Promega 24 7] ) $2H( DNA,
BAVE D TR A i B R & U B AT

AL R %0 R 18 11 KL A 20 DNA L Sz DNA 4 g [v]
. 1) 3B G Bl 5% 2 5 B ( polymerase chain reaction,
PCR) & iIn A 15 wL DNA Protect Buffer .85 L Buffer
mix 1 40 wL DNA BEA, R 2], T PCR X (95 C
5 min,60 C 25 min,95 °C 5 min,60 C 85 min,95 C
5 min,60 °C 175 min,20 °C 2 min) H{TE VAR A
WAl s e A 58 BUR I AR A TR A 310wl Buffer BL,
250 WLIC/K & B ik i 53 15 s, 12 000 r/min &5 .0
1 min, fil A 500 wL Buffer BW, 12 000 r/min & 0>
1 min, F €. N A 500 wL Buffer BD, = i 5 &
15 min, 12 000 r/min &.[> 1 min, FFPEHR . JM1AS00 plL
Buffer BW,12 000 r/min &.0> 1 min( EE 2 ), A
250 wL Jo7K i, 12 000 r/min Z5.0 1 min, %8 5 &
5 min, T A 39 wL Buffer EB 3 i % it B9 0 A P A9
DNA Kt firis DNA I F B A R 5 1 PCR ORI 5 B
JIEBE R I Fi i ) R A2

HRAENIIE N %55 ABCGL Rl GALNT2 J
HJa 8 7 X LL K& & 3iF P %1, R A Primer Express
Software v2.0( ABI A H]) #fF1% i+ ABCG1 #1 GALNT2
FEPRA 3 X A R T A RR 51 PCR 514 (5]
Pyl AR L R R R G ), ABCGL HI Rk
sense 5 ' -ATTTGTATTGTGATATCGACGAGAC-3 ’,
antisense 5 ' -CTTACCTCCTCGATTCTAAACGTAC-3
B kiR 54 C; ABCGl JE H X fk. sense 57 -
AGATTTGTATTGTGATATTGATGAGAT-3 |
5’ -AACTTACCTCTCAATTCTAACATAC-3 , iR 'k i &
48 C; GALNT2 H FH 1k.
TTATAAGATAGATCTTTTTTTGTATC-3’ , antisense 5’ -

antisense

sense 5 -
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CCGCTAATATGATTTTATTAT-3" | 1B K i FF 48 C;
GALNT2 E/ T T
ATGTTATAAGATAGATTTTTTTTTTATT-3 * |
5 -AACCCACTAATATCAATTTTATTAT-3 ", iB kI fiF
46 °C, W ILAb4: S PCR K% :5 wL PCR Buffer,
0.5 wL dNTP mix,0.5 uL sense 5/4J,0.5 uL antisense
5147,0.5 wL DNA #iff,0. 1 pL KAPA Taq DNA 4
fit},17.90 wL TG 7K. PCR JEH S E N 95 C
5 min,95 °C 30 5,68 °C 5 min,72 °C 1 min,10 MG ;
95 °C 30 5,68 °C 30 5,72 °C 1 min,39 MEH,72 °C4E
fif 6 min, AR SEALR: % PCR 79 T B AR b5t
WERLIK , BERE BAR R G2 1) Quantity One #/4XT H A5
Zr AT A0 BT, 88 ABCGL Al GALNT2 JL[H 5 8 11X
H AR L o
1.3.3 ARG

PN BB MNABEIRTT H PRI, BRERRE T 3 4F,
TOSREE 3 AEAEI R 0L, LISETAE R BB A R 1S H
FERRE
1.4 FitHHh

it 4R F SPSS 20. 0, 3CH iR AN IEZS 43 A1 1Y T

sense 5 -

antisense

ORI B = bRifEZE (v = 5) TR AUEROR, 4L LR
FARSEREAS ¢ K250 THECROR RUOR (R R bE) TE 23R
7, LTE] U BER ) A58 SR Kaplan-Meier A= 7743
B8 A7 AT W LEAF I 2K, Log-Rank 3573 Hr A2 77
[ 22 57, f T AT BT VA AT Cox BRI Z R 43 #7 SLE |
SLE-PH B # A RHUR fER N, P <0.05 3£/R 25

e -9
2 HR

2.1 HABEELRERIEE

PIZH B AR P S R L ST I A R RN DG K
P57 3 6 B0s% il ) S0 0 728 44 B e L 38, 1
TG iT2# 25 (P >0.05) ;SLE-PH 2 i# 4 16 3h
S M o] 8 i 0L 8 A8 B EE AL D =N AR A D B b
TR A0 22 A AR i Bl bk B8 B2 L SLEDAT, ABCGI
L fb He % GALNT2 HJLfb R ¥ 8 5 & F
SLE-noPHZ (P <0. 05) , M /& 0> = N 42 #1 NYHA 43
(L ~ 1) 9 B bk 2 2% K F SLE-noPH 41 (P <
0.05), 31,

Rl RABREERARLER

At SLE-PH 4 (n =48) SLE-noPH #H (n =75) X/t P
AEHS % 33.83 +4.94 34.12 +£5.00 0.315 0.753
PRI 5B/ 2) 8/40 10/65 0.260 0.610
P P/ 4 8.56 £2.59 8.16 £2.09 0.944 0.347
FHIL/ (%) ] 21(43.75) 12(16.00) 11.481 0.001
TEEE R/ [ n( %) ] 17(35.42) 14(18.67) 4.356 0.037
X4/ [n(%) ] 27(56.25) 39(52.00) 0.213 0.645
A/ [n(%) ] 10(20.83) 17(22.67) 0.057 0.811
B/ [(n(%) ] 13(27.08) 22(29.33) 0.073 0.787
il ]SSR A5/ [ n (% ) ] 13(27.08) 11(14.67) 2.873 0.090
IR AR/ [n(%) ] 16(33.33) 10(13.33) 7.023 0.008
FeiR/ [n(%) ] 8(16.67) 11(14.67) 0.090 0.765
A0 ZENAE/ mm 27.55+3.11 23.06 +2.28 9.223 <0.001
A0 B bR 4%/ mm 47.92 +3.66 39.97 +3.41 12.256 <0.001
AU AL/ mm 37.91 £3.23 30.96 +3.83 10.419 <0.001
Ze.0 FE N AR/ mm 40.75 £3.12 42.49 +3.86 2.622 0.010
il 3 Bk 55 B/ mm 29.43 +2.60 21.76 +4.12 11.506 0. 000
S5y E % 67.53 +3.20 66.94 +3.30 0.979 0.330
NYHA 3% ( 1 ~ 1) /[n(%) ] 33(68.75) 65(86.67) 5.802 0.016
SLEDAL/ 4y 20.58 +4.53 12.89 +4.00 9.873 <0.001
ABCGl H3:4k/[n( %) ] 38(79.17) 44(58.67) 5.535 0.019
GALNT2 H 346/ [ n(% ) ] 27(56.25) 24(32.00) 7.091 0.008

2.2 ABCGl1 #1 GALNT2 EEEZHFX R E L34
SLE £2& £ 172200
ABCG1 J7 3l 7 X H FE {21 S 3 A= A7 i) ] oy

(30.53 £1.08) 1, ABCG1 7 g+ X Ak 1 He AL 2
YA A7 a] A3 (33,75 £0.99) 4> A, Log-Rank #556
IRESAHEIERE (Y’ =4.076,P =0.043) WK 1,
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GALNT2 3t [H 5 2h 1 X H 3 Ak 4 S 38 A A7 B 18]
(29.91 +£1.44) 41~ H ,GALNT2 £ [H 5 shF X JE F 4k
VA [R] Ry (32. 81 £0.90) 4~ H |, Log-Rank £

100 1 ==
G L ]
L
S
80 1 T,
Uy
-
& 60
"
&
40 4
20
_—ABCG1H AL
_H ABCGIA L
—— ABCG1H EAL-T 2R
04 —+— ABCGIAHIEAL-TL M
0 10.00 20.00 3000 40.00
/A

E1 ABCGl EFEHFRXMAEM SLE £53 EHFHER

2.3 RTAMGEEASEELERILE
1€ SLE J8 & Hp, SET- 413 i B4 | fili [ Joi 95 7%
ABCG1 WAL LI R MG L ENRE A0 LT
& A0 s A A AR VB S8 FE L SLEDAL #4 4 2 5 F 47
TEL4L(P <0.05) 1 NYHA 739 (1 ~ 11 ) MR HE 3R 1

R2 RTHBENGFEFHBREERTRLE

B WoRZERIG I

@20
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X (' =2.661,P=0.103),

1007

807

601

FEI 2%

407

207

_=GALNT2H1 (L
_GALNT2A 3Lk

—+— GALNT2 AL - I
—— GALNT2 U EAL- N 2%

T
0

10.00

20.00

30.00 40.00

i)/ A

2 GALNT2 EEEZFXREL SLE £F 3 FEFRFER

FRTAFHH(P <0.05) , WHK 2.

7E SLE-PH (35, JET- 415 v LG AL J L 6 A
SLEDAT 4 1 % & TAEIE 41 (P <0.05) , ifii NYHA 43
(1 ~ IR B FRT A4 (P <0.05),
W2,

- SLE e SLE-PH e »
Pl (n=32) FFiGH(n=91) FETH(n=32) FFiHH(n=91)
AR/ % 33.78 £5.48 34.09 £4.79  0.300 0.765 32.73 £5.02 34.77£4.76  1.445 0.155
PR/ 4) 5/27 13/78 0.034 0.854 3/19 5/21 0.269  0.710
R/ A 8.53 +2.17 8.24+2.34  0.611 0.542 8.56 £2.22 8.58 +2.91 0.041  0.967
FiEG/ [n(%) ) 16(50.00) 17(18.68) 11.829 0.001 14(63.64) 7(26.92) 6.527  0.011
WHEE N/ [n(%) ] 10(31.25) 21(23.08) 0.839 0.360 7(31.82) 10(38.46) 0.230  0.632
X4/ [n(%) ] 18(56.25) 48(52.75) 0.117 0.733 13(59.09) 14(53.85) 0.133  0.715
s/ [n(%) ] 5(15.62) 22(24.18) 1.010 0.315 5(22.73) 5(19.23) 0.088  1.000
B/ [(n(%) ] 8(25.00) 27(29.67) 0.254 0.615 5(22.73) 8(30.77) 0.390  0.532
it ) SR 25/ [ n (% ) ] 13(40.62) 17(18.68) 6.182 0.013 10(45.45) 9(34.62) 0.585  0.444
ek mE R/ (n(%) ] 8(25.00) 22(24.18) 0.009 0.926 8(36.36) 12(46.15) 0.470  0.493
St/ [ n( %) ] 7(21.88) 12(13.19) 1.368 0.262 4(18.18) 4(15.38) 0.067  1.000
A0 42/ mm 26.88 +4.02 24.08+2.88  4.232  <0.001 28.32 +3.77 26.90£2.32  1.597 0.117
Fs i B FZ/mm 44.34 +5.06 42.63+5.25  1.599 0.112 47.00 +3.49 48.70£3.69  1.626  0.111
F O B A R/ mm 35.69 +4.48 32.97 +4.94  2.473 0.007 37.20 £3.22 38.51 +£3.18 1.411  0.165
Fe0> % P42/ mm 41.12 £2.87 42.05+3.93  1.237 0.218 40.63 £2.53 40.85+3.59  0.239  0.812
Jiti 3 ok 55 B/ mm 27.42 £4.31 23.81 £5.18  3.529 0.001 29.35£2.34 29.50+2.84  0.191  0.849
S5t 4y 8 % 66.73 +2.87 67.32+3.39  0.882 0.380 67.42 £2.82 67.61£3.55  0.201  0.841
NYHA 432¢(1~1D)/[n(%) ] 13(40.63) 85(93.41)  40.728  <0.001 9(40.91) 24(92.31) 14.653 <0.001
SLEDAL/ 4y 21.34 £3.34 13.98+5.00  7.742  <0.001 22.95 £2.40 18.58 +4.97  3.775 <0.001
ABCG1 HI%E4k/[n(%) ] 26(81.25) 56(61.54) 4.139 0.042 19(86.36) 19(73.08) 1.276  0.259
GALNT2 HI3EAb/[n(% ) ] 17(53.12) 34(37.36) 2.423 0.120 12(54.55) 15(57.69) 0.048  0.827
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2.4 Cox E34#7 SLE BEARMGEREER
BER2PEFARITFEXHWHRRMAZHR

Cox [H1 A 347 , 155 FH 1o i 325 EA T Cox A6 22 [H] 32 70 Ay

SLE (¥ A KBS fa R R, 451 s, NYHA 732

(I ~ V) SLEDAI( =20 43) #il ABCG1 H %L & SLE
BEARBG G B R (P <0.05),NYHA 532
(I ~1V) /& SLE-PH &5 AR FlG Gk H &R (P <
0.05), .73,

%3 Cox @34 #T SLE EELRFIERKREE

HZ% B1E SE Wald HR 95% CI P1E
NYHA LPJgE( ~IV/ 1 ~ 1) 1.964 0.408 23.159 7.128 3.203 ~15.863 <0.001
SLE &8 AR5 SLEDAI( =20 4}/ <20 4}) 1.684 0.431 15.257 5.387 2.314 ~12.542 <0.001
ABCG1 HB:Ab/d4EH 34k 0.985 0.470 4.389 2.678 1.066 ~6.731 0.036
SLE-PH B # R R #il)5 NYHA .0 BJRE(IT ~IV/ 1T ~ 1) 1.267 0.445 8.130 3.552 1.486 ~8.488 0.004

3 iTig

SLE N ZfJF#%52 BRI VE A B stk RGN,
HrE SLE £ %y 707100 000, 4P Hofs % 113/
100 000" | SLE %9k 5t te IR 2R N EA X,
PH J& SLE ™ Jf K JEZ —, HIF L HEH 0.5% ~
43.0% "1 il sh ik s 7 38 0 R L BEL A T 5
B OPH B A0 Wit w2 =
SLE-PH 55 fili IfiL & N Bz Dy B W %, 1 7 5 4 . 2 B iA
TE R e D BE S L4 R AR T S5 R A
Sl S 2 06 W T 3 A R 4 g R e R IR
RIKFS 50 MU TR A 28 I T g 45 9
TR KA PRI AR . DNA H 3 Ak S 36 i3t A 2 6 1
JrXZ—,DNA HUJLEn] 7 DNA B ER T
W BB I 1 A R T M e i PR Ak oy 5- PR 3R i
WEIE % J DA Rk A PR EH

AZE ABCGIL i F 21 S fk b, % 23 440
T, B T E A, ABCGL 78 fik B 1R L v
YL o P R i S v R 3k, AT B Ak B B i AR R AR
FETRRT Sk RERE AL A9 AT . ABCGT T 12 i R
P I 370 30 e e O [ A 0 B L2 (7] 38
3, WS A E IR R R (LA S TERR AN 2 1
[EAE, GALNT2 i F 1 S 4efafk b, & 16 N+,
J& T 2 IK-N- 2 k2 56 U5 RS W 5 1 i 5, 7E O-
WAL SO i B R ZAE A, Ak, GALNT2 if
A 308 3 9 A I AR R A T A Ak P R T KT, X A
A g B e P BT T Y AR s R
7R SLE-PH [ 3% 1) SLEDAI ABCG1 H B4k b il
GALNT2 HIELAL H R i 3% = F SLE-noPH &3, 5 b
FEGE A AE MR A, B 0 B R 114 IR R
PH Bl 4G 56, 5 AR 25 6L 0T 51 & 7k P9 R AE X
IO, PN B 400 i 46 A 4 Ak IR 7 5 2k ] 51k (A 40 i 5T
B AR AE SNV, 5 | RS I A P R 40 2 e 8 95 , 34
PH 55 KU

AT & B SLE-PH 8% NYHA 734 ( 1 ~ 1)

L W] 2 A% F SLE-noPH i 3%, © A B9 Wl
SLE-PH [ 3 fEAEE N 44.90% | 1fij 5 A4 16 R A
16.80% ,SLE-PH [#AIGE H A 1G58 5 PH Fr 800
UIReREARA 3¢, SLE-PH A] fif il ifi 45 48 5iE P BEIG )R, 51
AR I B BH ) 3G K, S BUIES P BEREAIR, A

SO R TS . SLE LB BE R i i A8 R s T 2k
AT , SIS 25 T B R SRR YT AT A (R
SLE % e, Jif 10 A5 98 W05 72 S 21 2 3R FE IR BT, I
2T T PH SRRSO i RIG ST Al ik 22, i A
SLE-PH 85 KA TS 15 0l 2% .

AL KB ABCG1 H 34k SLE f35 3 4573
A AT ] AT ABCGT 4R F AL B, T GALNT2
FR A AR AL B 3 A P34 A APt ] L3 TE 4
TheE2E 5, Uil ABCG1 WAL AT GBS 3¢ SLE 3%
KIIWSTE Ol Meoh, A B 55 & B0 8 v B4 | Mili ] JoT
JiAE (ABCG1 HIJEAL NYHA 9 DL Kb ENAE L D
K/NATREXS SLE B8 A B 1S £ £, it —2F Cox
M B s NYHA 434 (I ~ IV) \SLEDAI( =20 43) Al
ABCGIl HIJEfb & SLE B3 A R WG 19 fa B &
NYHA 7344 (1l ~ V) & SLE-PH B E A B il )5 1Y & fs:
K2, AT fig & A4 SLE-PH 2 #{KN ABCG1 H 54k 7K
SRS g, SR IR B BT AR R E T RE T, g1
A8 PBE AR RE S, L7 P B2 24 A 2y R A AIG , i A
FLYIRe i, 3R WS A AR e, B,
SLE-PH 8 7] 3% ] DNA HURAREE FE B RR1G 7 A
R EL D A F AR 1 &2 ABCG1 F1 GALNT2 3%
KUl LA DA R 4 R A, S g ke L [ e g R 4 A
FH, BEAR 2 ik R 7 BOAS B30 8 & A XU, DA T A2
KEBH A,

ARIFFAEAE— € Jm BRI, AN A 3 E A
X B H  RPALTORG T 15 5 55 HAh A 12
PRI 2 ) 5 9 AREAS B0 35 /0 , AT RE 23 52 i I 9 445
AT REPE ; BT R R BT % 3 4R, W] BR ALK BT I
[ EAS 2 5 22 iy i R R RS 2R .
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2% bR, SLE-PH #3% ABCG1 il GALNT2 Hi 3t
A Rl e = H ABCGL HJEAL AT RE S 2 SLE (R 3%
5 ,NYHA 534% ( 1 ~ IV ) /& SLE-PH B3 A R Hilf5
0 By PRI 2% I R T 448 i DINAL Y 56 A 26 5 it 400 2 5]
Y97 LA ABCGI il GALNT2 2k /K, FE T R F 0
IHREWR A ROIA , W0E O JIE B H0 18 5 T g, LARE K 1
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