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[{F] HB #HiTFER®REEE D(Arylsulfatase D,ARSD) X H W Z H B L AU SR X, ik x 2021
T HE2234F9 ANNEARIERD &8 50~80 % 595 4] i % E 2 DA K 426 6] B AR A F ARSD £ F 3547 2 A, H ARSD
EHAMT X LEkt A Hiew B od Mt 2 E8] % A% (SNP) 2 &, X H logistic E
JA AT PR ARSD 2B 151043269 X EA Sk thx ik, R FURNRAS5REAFHEAAEZF LA T FE (P>
0.05) ;A MMKASHELA =FHEFNEREZFLRITFEX(P>0.05) ;151043269 G & AL FE 7 5 4 P i 3% 89 AL P& 1K 2 &
FF(P<0.001), 458 ARSD B rs1043269 5 4 1 it 3% R P& 4 5% Bk .
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[ Abstract] Objective To investigate the association between the single-nucleotide polymorphisms in the arylsulfatase D ( AR-
SD) gene and the pneumonia. Methods  Genotyping of the ARSD gene was performed on 595 pneumonia patients aged 50-80 years
old and 426 healthy individuals who underwent physical examinations in our hospital between July 2021 and September 2023. Since the
ARSD gene was located on the X chromosome, the data were grouped separately by sex to exclude the potential influence of gender on
the distribution of single nucleotide polymorphisms (SNPs). Logistic regression analysis was used to evaluate the association between
the ARSD 151043269 genotype and the pneumonia. Results  There was no statistically significant difference in allele frequencies be-
tween the male pneumonia group and the healthy control group. There was no statistically significant difference in the frequencies of the
three genotypes between the female pneumonia group and the healthy control group. The rs1043269 G allele was significantly associated
with a reduced risk of pneumonia in women (P<0.001). Conclusions The ARSD gene rs1043269 is associated with a reduced risk
of pneumonia in women.
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i 2 e Y s AR IR I R B AT SC R ¢ BAEA P EAWETh e, OB 7 Rk B iR
SEN . HETE AR RY, IR BRI R SRR ERARE S . ARSD SR TE 414U I
JEARRA S ERM R IERSE EHEAAER CRAER ikl 3R H 0] B8 o 52 i 75 W 14 o B ok A7 e 1k
RS SRR L VI 0] SUARST ] Y A S i o5 ) M L 2 5 W % 2 % % . Rs1043269 &
it 4 5 5 R A% 1 R 22 A5 PE (single nucleotide poly- ARSD LR — 4 i F 465 X i SNP, T 1 R o
morphism , SNP ) #5C ISR 2 3G Kt 5, J5 FE i %}ﬂﬂﬁuﬁéﬁﬂ( R[ER YR WE G, hiE

WP D (arylsulfatase D, ARSD) JE[NE THUMREGRE 750t 2 27 5 8 H AT JERFFLIESE 151043269
(sulfatase) MR, AL T A X ReCubR 150 S —F0 gy 35 006 ASHFF0K [ UM 40 BT 0 7 i)
WHEHARE, 2 SIS W RACH . BIRRTERE  ARSD 2L 151043269 SNP 5 b [ I 5 A RENT 4 5
FRIRAET T GRPEI 0 | RAE SN BRI S 18 FA ey se 2
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DL [RI3Y) 426 f51) ik BRE ARG 5 (KT HR4L) il 4 ZH 40
AFBRE . OFF A B R X 3R AP fili 4 12 e A1l
TRITHERE (2016 4FRR) )1 rpad DX AP i 4% 14 s
RIS WE SC, H# S il 30 R gL i bk | 18 2% R B
B S = M A A ; @4 50 ~ 80 B ; VUK A BE,
HeBs vt . AR E S INF5E & ; @ /DB R AR
UEYRA ; WHIV Y 5 Ol 45 2% s A Al 4 ik
UL JEA R R © A T EG I LE BRI
Uiteksit B3 OB e I B, @ A Sk
PRSI T 1 01 IR FH 98 3 sl G e o ) o (A
NABRHE: D58 3 M9 5B AR F A A (3 CT/
R RAEAR IR (L H B C S8R 1 RS %
JEAE ) R S0 I A A 30 S 4 | I B 2 i 8 46 A | AR
EE Bt 0 S0 1 9 725 A s 350 4 2 45 4 IE L TG
PIERAE S ; Q4L 50 ~80 % @IUME AR, HE
Brprife: O FE S I ot & ; @ /0 8 R G A HE,
ARWFTTZ U N BB B A 2 B A i [ (L

S EBEf AR ZRE5 2026 45 9 A58 23 45 5

S AEH () 2023 45 581 5) 1,

1.2 A&

1.2.1 IERBORMEEE  (FRERE S RS AR
6 REARNE ) BE AT S R A R TR, DL &
W B i L Sy B Il SRR bR A R
1.2.2 LR R OXT HapMap B4 1% T
PEALA H E JE 5T DU% A BE (Han Chinese in Beijing,
China, CHB) YRS ., 76 ARSD JE A ) _L- i
3000 bp FIF i 300 bp 78 [l PA i 14 5 /)N S5 A7 i PR AT
X (minimum allele frequency, MAF) >5% , ¥% 8 A~
e v (2T 0. 8~1 Y SNP ; @F FH 3 ¥ [¥ 574 P 4
A5 B H0 (National Center for Biotechnology Infor-
mation, NCBI) ) SNP Z4f FE X} ARSD 3 (R {3/ s 119
FHOCSCHRIEA TR 22, i 18 11 ) Jlk SNP v s, éf i ik
Y SNP £ 34T MAF in CHB R SZR 16 | B 2%
e ARSD LR 151043269 1 R A YR WF ST 47
Mo WER 1,

Fz1 ARSD EESNP i &fz8

FEH SNP 13 45, DR UN A

SEALAE R KA MAF

ARSD rs1043269 chrX ;2850320

/G N FAR R 0. 481

1.2.3 FEARLI RN AL ESMEIM 2 ml T
& EDTA AR, JFXF iR A HE1 T 4000 v/
10 min B0, B0 R )2 00 KR 2 I 40 i 4 51
B % A7 T-80 CukAa .

1.2.4 DNA $2HC  # B RM I 24 [ 41 DNA 2
BRI & (B AT B ) 45 A D0 5 P AL 1 20 TR 4R
B 4 3L I 2H DNA

1.2.5 SNP 2% {di f} SNPscanTM 7 & ( H %
5 :G0104K, Genesky Inc) . %+ A FEA 5 8 2Rk
2 2 b 2 I O 1) R e S M SIS BT SNP A7 i 4
PEFE IR

1.3 SHitZEAE R SPSS 27. 0 BAF AT 5
3BT, THEVORILL M(Q1,Q3) ik, 4] He iR
Wilcoxon Mann whitney U 1 56 T 07 R L AR
(% ) Fiik , 4] LEECR X K305 >R FH Logistic 434
T 4 F8 355 2 SRS 1) 5 i TR 3R 5 45 7 o ik TR 22 2 A
55>k FH Hardy-Weinburg W) & JE K 50, P<0. 05
hESAGIFE X,

2 #HR

2.1 AOZS4HEREE W3 2 PR A 5 iR
HAFR I, =R Ieg 2 X (P>0.05) . ATk
BIELES, 22598 Gt # 7 X (P<0.05) , Jili &R 415 1
BEE L, HARSD FEFNF X Pk b, Hek 5k
P BB PR LR 3 4, HEBR RS X SNP 43 A7 1) 78
A55=20 I= 24 E N 2 11 S] IR= 3

T hgMERH ZE 7 i %6 (COPD ) BB Z B H £ T
kR (P<0.05) s 5P 3 A Lok B 3 R 4L
A, ZR IS E X (P>0.05) , W& 3,

®2 ERASHKEADSHELR

i H fd e i 9 41 Geitak P

ERHED
P (F /2, n)

67(50,80) 66(50,80) Z=0.862 0. 389

262/164 413/182  x*=10.263  0.001

F3 MREAAOAFRHELE [n(%) ]

i HE Lk X P

e 1ML P& 157(38.0)  85(46.7) 3.952 0. 047
PR 85(20.6)  33(18.1) 0. 477 0. 490
COPD 57(13.8)  14(7.7) 4. 487 0. 034

2.2 ARSD E[E SNP rs1043269 S5 5 B EH
KBRS T

2.2.1 1% ARSD FE[K SNP rs1043269 25 i i [A]
I3 S5 Gy M ) OCHE anER 4 R BT,
i e 2 LA, il 48 41 ARSD ZE K SNP rs1043269
G/T 5 FE U L 3 22 R G 2# B L (P =
0. 832) ;rs1043269 1) G/T ZE{v FE K /0 #ii L 22 5%
INEG R XL (P=0.912)

2.2.2 otk ARSD FE[R SNP 11043269 5 fili % &)
SR B SCBRAT T N 5 s Lot SRR
Feds it 46 20 ARSD 3K SNP rs1043269 G/T f45
LRI R A 25 R G2 L (P=0.484) ; =
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FhEE R BRI R A 22 RIS 2B X (P=0.179)
T L T] (74 S 1A A T 1 3 I o P A TR 1 6 2 S 341 T
Gt E X (P=0.216.0.819), 5 T 27 3 [
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BB G AT AR R Lo MM 58 2 A IR ol 25 A1
(OR=0.543,95%CI; 0. 403-0. 733, P<0.001) , B G
SFALEE R R A PR R

Fz 4 BE ARSD EE SNP 151043269 M EEA D HERMK S BIERKBESH [n(%) ]

SNP e i ¢ 2 fa X B2 OR 95%CI P* X2 P*
11043269 SR G 189(45.8) 105(40.1) 0.981  0.695~1.383  0.912 0. 045 0. 832
T 173(41.9) 98(37.4)
# X2 KB * Logistic [AIJH43 T
£ 5 M ARSD EE SNP 151043269 #E 5375 SRl 55 5 BRI EBEA T [n(%) ]
SNP el it 5% 21 ft %t HE 21 OR 95%CI P X Pt
151043269 EAEROE GG 67(36.8) 71(43.3) 1.259  0.837~1.893  0.268 1.518 0.216
TG+TT 114(62.7) 92(56.1)
[SYe TT 70(38.5) 65 (39.6) 0.953  0.638~1.425  0.816 0. 052 0.819
GG+TG 111(61.0) 98(59.8)
LA G 178(48.9) 169(51.6) 0.543  0.403~0.733  <0.001 0. 489 0. 484
T 184(50. 6) 157(47.9)
B R TT 70(38.5) 65 (39.6) 1.190  0.982~1.443  0.076 3.439 0.179
TG 44(24.2) 27(16.5) 1.065 0.843~1.347  0.780
GG 67(36.8) 71(43.3) 1,022 0.875~1.195  0.596
# X2 K s = Logistic [[J343HT
3 iTit FeP e TR

H BI5GB 4EE I ARSD 35 K 45 fiti 6 S Bk A IE
i (HA TR R, A8 T 07 FE AR BRI B 4 5 1 AR-
SA YRGS T8O e S TR AN R, BB E T RE
Vi A Ty R I A 7 14 BT R T J g SR 18 0
ARSB 3 i 8] 5 7 R B Bk R AR, 7T B 52w fili 21 2
fEiEFENY . ARSA ARSB ARSD —# L[5 7%
TETGPE L SR 2 DE R (Cys ) A AL BT BEH 2 R
(FGly) ,iZ &M i SUMF1 3% K 4 5% () B ik H =0k
He 1% B ( formylglycine-generating enzyme, FGE) ff
b, FGly & i 12 P i 11 1k T35 P 09 O B 5k 5, e =
SUMF1 &80 A B R BR R 16 >, HL = % 24
U R RS A K AR DRIk, =3 nT RS [R5
BRAL > T4 1% A ARSD 3 [H 5 fili 8 JXUR: 1) AT i
RIRERAE T UEHE

BN, ARSD R 5 i 4 1 LIS A1 7T R 5 i ot
112U |- K 4 ( AT2 40 ) ARG, AT2 20 Jifd 2 il o
R A, BERE 3G AR Ak o T B AN A& 2 2
AL BB S5 A 3R TRV PR ) o 4 4 e e, 2 i 40 3 1
SR X e A e 1 k5% 1Y FE R FE AT2 4
i e A7 A, HL AT 41 1% 3 DR 3 3k 7 5 ok
L Z R 2 5 % IEF] ARSD [ 7E
whE AT2 A TR IR RS HBE M St X
Yoo (R FE PR R RN A 22 5%, G S5 7 35 R AT R ik
B ARSD [ 255, fE0E AT2 40 A9 77 15 | 14 4 Bl
G314k, DI FE il 9 % A5 I Jin s i 3 1= )z o B 5,
X TR 55 A s B O AR A, BV - R i
) RAEB AR e LB R

IEAh, ARSD 1] 3 5o 25 6 AR Ak A& 1 8 45 6 iR 2
Bt 2 (heparan sulfate, HS) FIZ54) 5T)6E, M5
5 96 - T A0 L4 R 2 S A S 7 PR 4R R
HS A A 40 3 1T B B 35 o = 5 ARA e SR , L
IR e e S B AR &5 &5 o T
WerEWper R AR AL 4l HS — 7 T 8 i 7
HLBE )2 5 claudin-5 ., occludin 55 5 % 2 88 (1 1Y
AHELAE FA ARSI Bz -p9 B2 R B e ™) S — i,
HBRRAR S T 45 5 1L-8 . VEGF 25 44/ L4 1%
PR T RSG5 A RE T, 52 0 v ok 40 i SR 4E R 0L 4%
WA B RE S HS % 5 1 B R T S
B AR R fof o R IR I - A0 I A 9B T 4
IR LPS 353 ALI™ . ARSD X} HS 2-0-Fi iR
LA R S K i T ek dE HS 52 K IR F/ b N
THOAH LA P R Y RS e b B0 S S ek
i TLRA-NF-B 4 AE 5l 19 5 B 306 ) L ASBIF 5%
KI ARSD FEEEA7 LN G 5 A Mt 48 KUK B AR AR
K HED rs1043269 {37 3 (JLHIE G 7 FE ) 7l fg
55 ARSD W RE AR A7 5C , i W38 2 52 e HS (%
PRI AB R , 2 35 Jil 0 S5 s A R, DAL T A A1 £ P il ¢
SRS X — LA 1 e 2 S50 4000

BRIL LIS, 3 25 (5 S i nT e e &
KEEIEE R, CAMFGEIESS, ARSD EMEM &K 2
K a(ERa) B BLEE FUFHRIE N A5 {8 2 1 24 Y
MM rh  ERo T B 35BK S ARSD 2533k . X Bk
FHMEMES S ] 8 ARSD 1955 55K F-, ARSD J&
TIFIGRRE R, Z RN R S 5 RE MR
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HIBRREEAC >, BAR ARSD RO AR YDA S 9
#Wﬁ R L P T B8 4 5 SR R 4 20 rp 1)
WEEYANRE ., G S50 3 ] G818 11 52 ARSD
G SERCR B BTG 1, 8 58 ARSD X HE E (55 1Y
WAL o R A D M 38 K S B v IS AN AE &
PErP B, MO R T 2ot 5 00 R e S MR ¢
B, HHFTEA 5T B 0E 0 T M 2 e il &
H A BR AP VE FH - MR /DN B il 9% 455 780 Hpr 5 i T R B
PR, FRIN R iyt 2 RE BE A R T T 4 AR (Tregs ) %X
WL Treg 404 5 MEBL R Z 4K B (ERB) FitbR
ATV R T 2R O PR AP R, AR AP e % R AL BRI Treg
S i Ao 20K A B T o R 05 S B I B 4, iz AL S5
AW B PR 47 G S KL 19 3 ARSD 3£
ik, MM ARSD X3 ERa ¥, IR#E G S5 A 1Y
T RETE MR AFTE T, ilid ERB-Treg HHakAS B
SREE R AR, 4% b, ARSD W] BE P[] 0k 98 2% 5 it
ERB-Treg AL HET 4 iR , (H X —HL b 75 2 — 2
Y S5 U

WU, 550 5 L e il 58 RBE PR Fh S s (R i
JE .COPD) (B S A7 A6 B 35 25 5%, 5% o, E 25
i 5514 2 St TG O, B AT TNl Ri% SNP 37 F X 4 fa
A I HXF T M 96 5 Sk B4 5 i A8 58 P v 2 ST
FERH (= IUH . COPD) 1, I H 1 134 1 Fh 3
Bl 7 5 M A e vh i 22 S R MR A R AE B
AR ZE 2 B LR . COPD 755 PErh i 4 L
R AU R C 3 5 4 2 0, 5o )2 e, B
Hﬂi%?ﬂmﬁﬁﬂﬂi%zﬂE@%ﬁﬂ%ﬁﬁﬁ%ﬁ%%%l

PR A

AWFFAFAE — R R 5 — AL A
DUBRNEE, a5 e ST E HAL R G A, 26
TOREARRERUN, HZRE R R R T 50~80 %, 1]
BEFETEW AT, 28 =, {5387 T ARSD 2 A A — A4~
SNP {57 5, A8 i HL A P 685 i 98 AH OC B A7 25

i bR AR5 th T ARSD SR 5 R A
KBRIX —4518 , IF HAHEN ARSD X rs1043269 SNP
Efﬁ'é[fﬂfﬁﬂlﬂla‘ilﬂﬁ%iz'r@d\ﬁi S 1 XU, (HX —
gL T i — R SR 5 RE
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