s R JIHE AT A

ADD3 3:[H 1517095355 {7 i 2 A5 5
AL PA] B AR S PE T 5T Y Meta 23 A7

ZH CEH FRK

[#Z] BH RH Meta 53477004 rs17095355 {3 5 2405 I0E S ST T 400, A
& ASCERIY R R HIAR E 2019 4E 7 J, K B9 SCEE FE (PubMed \EMbase , Web of Science ) F H1 3¢
B Crp BN R 5 B s TR R 55 6 i TR IR R A IR 55 6 A [ AR A IR 2 SRR 95 &R
4¢) " rs17095355 A7 5 5 H 2 25 0L 5 IHHE A BAHSCHE R SCRR . SR Stata 14. 0 ZRAFHEAT Meta 5347,
GER BAYINT RSCHR, S A 8 AT BEAR ARG, SN A 6 397 A, Meta 2387 7R , rs17095355 {3
M S IRTE PR B KU AH DG FEAE LR R ot R (R | PR B PR AR TR R 5 9 OR {H 1 95%
CI5y31 R 1.66(1.44 ~1.90) .1.66(1.38 ~2.01)f12.16(1.38 ~3.37) , 2R H G2 E XL (P<0.05),
S YN Hh 25 A7 37 PR 388 A B T 92 2 0t A5 IH T A A0 B U 1) 5 9 OR L I L 95% CI Sy 1.72(1. 48 ~
1.99) , ZREFHIT#E L (P <0.05), HHEAERPETEHASE, B EEW D, %t
117095355 3 15 221 5 T8 P800 XU A 6, e & AE W AR, T 4607 35k P vl i 2 & 26 IR A
B AR RS IR F (IR EE AT T A R F G B8 2 8 Bt KR AR ISR i — 25 IR 5K

[EgR]  FHIEP B/ R FE %5 Meta 73475 FEH

[FESZE] R722 R575.7 RI25.7
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[ Abstract] Objective To systematically evaluate the association between single nucleotide polymor-
phism of rs17095355 genetic susceptibility and biliary atresia (BA). Methods The literature retrieval was
conducted by searching the English databases ( PubMed, EMbase & Web of Science) and Chinese databases
( CNKI, Wanfang, VIP & SinoMed) for the publications on the association between single nucleotide polymor-
phism of 1s17095355 genetic susceptibility and BA by late July 2019. Meta-analysis was performed with software
Stata 14.0. Results Seven reports and 8 independent studies were retrieved. Significant associations existed
between higher risk of BA and single nucleotide polymorphism of rs17095355. The combined OR were 1. 66
(1.44 -1.90) in allele,1.66(1.38 —2.01) in dominant and 2. 16(1.38 —3.37) in recessive genetic model
respectively (all P <0.05). The combined OR in allele genetic model was 1.72(1.48 —1.99) in Asian popu-
lations (P <0.05). Sample size subgroup analysis showed lower heterogeneity. Conclusion There is signifi-
cant association between BA and single nucleotide polymorphism of rs17095355, especially in Asian popula-
tions. T allele is a high-risk gene for BA. The results should be confirmed by larger high-quality samples from
different ethnic groups.
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Fig.1 Flow diagram of study selecting
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Table 1 Major characteristics and quality evaluations of eligible studies and the distribution of rs17095355
e _— e o _ﬁ% B BA 4 Con 41 Fre of T oS
BA (#54f) Con T C T C BA Con
CaroiaBarcelo! 2010 e - 181 481 199 163 393 569 55.1 40.9 .
124 90 134 114 64 116 53.9 35.5
Kaewkiattiyot! '] 2011 ZZE R 124 114 141 107 98 130 56.9 43.0 8
Cheng!®! 2013 o T 267 324 288 246 253 395 54.0 39.0 7
Zeng'? 2014 op e 133 618 143 123 493 743 53.8 39.9 6
Tsail'4] 2014 XEH EnZ 171 1 630 70 272 541 2719 20.4 16.6 7
Laochareonsuk! '] 2018 ZRE TE 56 166 72 40 152 180 64.3 45.8 7
Wang''?) 2018 L] TE 472 1 446 461 483 1212 1680 48.8 41.9 6
FE Con: X HR; T.T 2 LR ; C.C 23K ; Fre of T:Frequency of T allele( % ) T v i R 451 %

= . 1s17095355 {3 s, SNP 55 JIH i P41 8 OC Bk P
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Study %
ID OR (95% C/) Weight
Garcia-Barcelo” et al. (2010) —f—:ﬁ— 1.77 (1.39, 2.26) 14.36
Garcia-Barcelo” et al. (2010) —'—o— 2.13(1.44,3.16) 8.39
Kaewkiattiyot et al. (2011) —é"'— 1.75(1.22,2.51) 9.34
Cheng et al. (2013) ﬂi-ir— 1.83 (1.45,2.31) 14.97
Zeng et al. (2014) + 1.75(1.34, 2.29) 13.22
Tsai etal. (2014) —_— 1.29 (0.98, 1.71) 12.66
Laochareonsuk et al. (2018) —:—0— 213(1.37,3.32) 7.14
Wang et al. (2018) —— 1.32 (1.14, 1.53) 19.92
Overall (I-squared = 52.4%, p = 0.040) <> 1.66 (1.44, 1.90) 100.00
NOTE: Weights are from random effects analysis I
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Fig.2 Forest plots of rs17095355 polymorphism and BA in allele genetic model
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Study %

ID OR (95% C/) Weight
Garcia-Barcelo” et al. (2010) —F—: 1.77 (1.39, 2.26) 16.44
Garcia-Barcelo” et al. (2010) —é—-— 2.13 (1.44,3.16) 9.59
Kaewkiattiyot et al. (2011) —‘:P— 1.75 (1.22, 2.51) 10.68
Cheng et al. (2013) —Ll— 1.83 (1.45,2.31) 17.15
Zeng et al. (2014) + 1.75(1.34,2.29) 15.13
Laochareonsuk et al. (2018) —é—'— 213(1.37,3.32) 8.16
Wang et al. (2018) —— i 1.32(1.14,1.53) 22.84
Overall (I-squared = 52.3%, p = 0.050) @ 1.72 (1.48, 1.99) 100.00
NOTE: Weights are from random effects analysis i
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Fig.3 Forest plots of rs17095355 polymorphism and BA in allele genetic model in Asian populations

Study
ID

%
OR (95% C/)

Weight

small

Garcia-Barcelo” et al. (2010)
Garcia-Barcelo” et al. (2010)
Kaewkiattiyot et al. (2011)

Cheng et al. (2013)

Zeng et al. (2014)

Laochareonsuk et al. (2018)

Subtotal (I-squared = 0.0%, p = 0.938)

large

Tsai etal. (2014)

Wang et al. (2018)

Subtotal (I-squared = 0.0%, p = 0.888)

Overall (I-squared = 52.4%, p = 0.040)

NOTE: Weights are from random effects analysis

; 1.77 (1.39, 2.26) 14.36
———=——— 213(144,3.16) 839
_ 1.75 (1.22, 2.51) 9.34

—_ 1.83 (1.45, 2.31) 14.97

— 1.75 (1.34, 2.29) 13.22

—_— e 213 (1.37, 3.32) 7.14
1.84 (1.63, 2.07) 67.42

1.29 (0.98, 1.71) 12.66
: 1.32 (1.14, 1.53) 19.92
E 1.32 (1.16, 1.50) 32.58

1.66 (1.4, 1.90) 100.00

T

301

T
3.32

4 SEREAR KNI T 3T 5 S R PR BT 1s17095355 3 58 22 851k 5 BA SCHRI AR AR IA]
Fig.4 Forest plots of rs17095355 polymorphism and BA in allele genetic model by subgroup analysis

2 BA ZH 55X IR IR B A O (n)
Table 2 The distribution of genotypes in four studies(n)

BA 4 XJ BREH
1 G0 EPA Tt o= o - o o .
Kaewkiattiyot! '] 2011 & T 26 55 43 35 60 19
Zeng!?] 2014 Hh RIAV 31 61 41 231 281 106
Laochareonsuk 2018 Z=[H S 10 20 26 46 88 32
Wang!!2/ 2018 [ RIAY 114 255 103 482 716 248
3 AFREAERIAT 1517095355 375 5 JHE P A Y Sk
Table 3 Meta-analysis of rs17095355 polymorphism and biliary atresia risk
ks N ARG S

OR 95% Cl Z Al Py Q P (%) PA{H

Tus. C 8 1.66 1.44 ~1.90 7.10 <0.01 14.72 52.4 0. 040

T vs. C(Asian) 7 1.71 1.48 ~1.99 7.12 <0.01 12.59 52.3 0.050

TT +CT vs. CC 4 1.66 1.38 ~2.01 5.25 <0.01 0.81 0 0. 846

TT vs. CT +CC 4 2.16 1.38 ~3.37 3.38 <0.01 11.42 73.7 0.010

£ Tos. CoHEAZEPIRARIY; TT + CT os. CC: BAEEEPIER LRI TT os. CT + CC: Rk S AR5 N R



Meta-analysis estimates, given named study is omitted

| Lower CI Limit o Estimate | Upper CI Limit
Garcia-Barcelo” et al. (2010) || © |
Garcia-Barcelo” et al. (2010) |- -0
Kaewkiattiyot et al. (2011) | | q l
Cheng et al. (2013) |- e el
Zeng et al. (2014) || |
Tsai etal. (2014) o
Laocharecnsuk et al. (2018) || o |
Wang et al. (2018) o i
1.401.44 1.66 1.90 1.]99

5 HUBHES T
Fig.5 Sensitivity analysis
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