904 -

FEE 2024 49 HEE 37 55 9] China ] Orthop Traumatol ,Sep.2024,Vol.37,No.9

YU T Q,ZUO Y M,WANG Y G,et al. Treatment of radial neck
fracture in severely displaced children with elastic intramedullary

nail internal fixation[J]. Chin J Bone Jt Inj,2018,33(7):764-

reduction and internal fixation in the treatment of radial neck
fractures in children[J ]. Chin J Hand Surg,2022,38(2) :96-100.

Chinese.

765. Chinese. [15] AkZrmi, o—3, ] a4, 5. i K Metaizeau 153477 Judet 17!

[11] ¥, e k. BB B BE N TR YT L B Ae i Sia 4 18 I [J]. s IV BL#E A ST b EE15,2018,31(9) : 790-793.
i [ 97 ,2017,30(10) : 961-964. LIN HM,MA Y P,HU C T,et al. Modified MetaiZeau’s technique
XUZ,HU M J. Minimally invasive elastic intramedullary nailing for for the treatment of radial neck fractures of Judet Ill or IV in chil-
the treatment of radial neck fracture in children: a report of 18 cases dren[J]. China J Orthop Traumatol,2018,31(9):790-793. Chi-
[J]. China ] Orthop Traumatol ,2017,30(10) :961-964. Chinese. nese.

[12] GAGLIARDIID A C,MOURARIA G G,FUNAYAMA B, et al. E- [16] §I§H PR, B, . Y T U IR BT R 4k & 7 PR B N AT [ E
valuation of children with radial neck fractures treated with flexi- I AR L Judet IV YA S50 B s SR W g2 [T ). 4B 4 )
ble intramedullary nail[J ]. Acta Ortop Bras,2016,24(2):81-84. [7£+ ,2021,19(9) : 1459-1462.

[13] CEVIK N,CANSABUNCU G,AKALIN Y,et al. Functional and LIY,XIEK,YUANY et al. Treatment of Judet IV type radial neck
radiological results of percutaneous K-wire aided MétaiZeau tech- fracture in young children with Kirschner wire percutaneous lever-
nique in the treatment of displaced radial neck fractures in chil- age reduction and elastic intramedullary nail fixation under elbow
dren[J]. Acta Orthop Traumatol Turc,2018,52(6) :428-434. arthrography[J ]. Chin J Gen Pract,2021,19(9) : 1459-1462. Chi-

(14T U0, BRI PG 52005 V0T S AL N [ 5 T 7 L8 A58 i SR nese.

I

Prgx tergE ()] sh A AR, 2022, 38(2) :96-100.
LIU S,LIN W F. Comparative study of close reduction and open

(E3/R RSN =P

FEHLACHFSE

REJFRICR : — I

O H B :2023-10-11 A< 3C ik - 211

/
3R

KR AR L ERR B
(L dbatpEZE R, dbat 10002952, wr [ A E B2 B BBt BE g, db it 10010253, A [ R RR 24 e ) 26 1T BE Be , b it
100053)

[EE] BH .55 R F % R Ak (Mendelian randomization, MR ) & 50 35 3+ 4% 2 M 72 9% (2 w8 Ao 48 5 b i )

5B %% X (osteoarthritis, OA) Z A ¢ H R X A, Ak ABE RS oL X AT AT F B

KRR AT R AP A A F R $ A M (single nucleotide polymorphism ,SNP) # & % % ¢4 # 3% , 42 A R & & sh 448 3k

T IEU 4% F #4740

Ik AR KA G £ 7I=1(1nverse—var1ancewe1ghted IVW) sk 454 £ 289 MR F &, RIEL LR éﬂyﬁ\ﬂﬁﬁﬂ'm

(genome—wide association studies, GWAS) P IE Z 88 £ F L E R B HAT L KR PARFFER XA, 20 AHETE
HFATTAAARE 3 ER BRI BAFHTEE SRR ABRBMESH ., RN ®EER F ek X, 5]’44‘}%’2‘%’
(body mass index,BMI) \ & i gt 2 &5 OA #47 % £ & MR o 44k rx GWAS 238 7 K-F % 22t 4 Rag %@, —n%
MR-IVW % £ 2 7,2 w5 OA A £ B £ % 2[0OR=1.41,95%CI(1.07,1.85),P=0.02],1¢# A % & & H & R I’iﬁﬂﬁt‘«i—
(multivariate Mendelian randomization, MVMR ) 2+ BMI. B fit 5 A #E 47 5 , 2 R A Iz ew 3k OA 89 B R & AR R
% [OR=1.57,95%CI(1.03,2.39),P=0.03], # m & £5 OA 49 M4 KX MR 4 R 4 [0R=1.01,95%CI(0.97,1.04),P=
0.76],MVMR % % 4 [OR=1.02,95%CI(0.99,1.05),P=025], YR+ F LA HNHE R X &, 18 : %% 23w OA &
KRR R X5 OA A RAM R LR , FEkiERE OA 9 X 2B F Tk,

(k@A) Hukirm;, BXTE; %w; SEEAK; SEREML

& 43S . R684.3

DOI: 10.12200/j.issn.1003-0034.20230868

Causality between atopic diseases and osteoarthritis : a Mendelian randomization study
ZHANG Ming-chen' ,LIN An' ,SANG Zhi-cheng’,GE Lin'3 (1. Beijing University of Chinese Medicine , Beijing 100029, China;
2. Wangjing Hospital of China Academy of Chinese Medical Sciences ,Beijing 100102, China;3. Guang ‘anmen Hospital , Chi-

WiRE# F & E-mail :sangzhch@126.com
Corresponding author: SANG Zhi-cheng ~ E-mail : sangzhch@126.com



FE A 2024 9 HEE 37 55 9] China ] Orthop Traumatol ,Sep.2024,Vol.37,No.9

na Academy of Traditional Chinese Medicine ,Beijing 100053, China)

ABSTRACT Objective To explore causal relationship between atopic diseases (asthma and atopic dermatitis) and os-
teoarthritis  (OA) by using mendelian randomization (MR). Methods Asthma and atopic dermatitis as instrumental variables
were selected ,searched them through IEU database ,and selected the latest data with a large number of cases and single nu-
cleotide polymorphism (SNP). Data were collected and processed using R language ,inverse varianceweighted (IVW) method
was adopted as main MR Evaluation method. Single linear regression was performed to estimate causality based on pooled knee
and hip data from genome-wide association studies (GWAS). The forest map was drawn to visualize the results,and gene
pleiotropy and sensitivity were analyzed by scatter plot and funnel plot. At the same time , asthma, atopic dermatitis, body mass
index (BMI),osteoporosis and OA were selected for multivariate MR Analysis to exclude the effect of horizontal pleiotropy on
the results in GWAS data. Results Analysis of MR-IVW results showed asthma was positively correlated with causal effect of
OA [OR=1.41,95%CI (1.07,1.85),P=0.02],multivariate Mendelian randomization (MVMR) adjusted for BMI and osteo-
porosis and a direct causal effect on OA was observed [ OR=1.57,95%CI(1.03,2.39),P=0.03) ]. MR Results of two samples of
[OR=1.01,95%CI (0.97,1.04),P=0.76],and MVMR results were [OR=1.02,95% CI

(0.99,1.05),P=0.25],indicating no clear causal relationship between two samples. Conclusion Asthma could increase risk of

atopic dermatitis and OA were

OA ,atopic dermatitis has no obvious relationship with OA ,and the relationship between atopic diseases and OA still needs to

=905 -

be discussed.
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Fig.1 Flowchart of Mendelian randomization
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Main.outcome Method nSNP  Pvalue OR(95%C}) heterogeneity MR.Egger.intercept.p
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Weighted median 128 0.13908627 4—-—¢ 1.32(0.91 to 1.91)
Inverse variance weighted 128 0.01530731 :v—-—i 1.41(1.07 to 1.85) <0.01

Atopic dermatitis MR Egger 19 0.26867907 + 0.96(0.90 to 1.03) <0.01 0.147818183
Weighted median 19 0.77092149 + 1.01(0.97 to 1.04)
Inverse variance weighted 19 0.75504077 + 1.01(0.97 to 1.04) <0.01

P<0.05 was considered statistically significant (') ) : 5

protective factor risk factor
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Fig.2 Two-sample Mendelian randomization result
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