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Relationship between adenosine deaminase gene polymorphism

and recurrent spontaneous abortion
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Abstract: Objective To explore the relationship between adenosine deaminase( ADA) gene polymorphism and recurrent
spontaneous abortion( RSA) . Methods A total of 300 patients admitted to Beijing Jishuitan Hospital from January 2016 to
January 2018 were randomly selected, including 120 RSA patients as experimental group and 180 non-RSA patients as
control group. After collecting the patients’s venous blood, ADA G22A gene polymorphism was detected by polymerase
chain reaction-restriction fragment length polymorphism ( PCR-RFLP). Results There were no significant differences in
genotype and allele frequencies of ADA between two groups (P >0.05);and also no significant differences found in
frequency distribution of ADA genotype of pregnant women complicated with diabetes mellitus, hypertension, polycystic
ovary syndrome, uterine malformation, positive anti-phospholipid antibody and endometriosis in experimental group (P >
0.05). There was no significant difference in genotype and allele frequency distribution of ADA in the patients aged less
than 35 years between two groups (P >0.05) ,but statistical differences were obsewed in them for the patients aged more
than 35 years between two groups( P =0. 005). Compared with GA genotype, GG genotype significantly increased the risk
for RSA (OR =0.113,95% CI =0. 022 - 0. 585) . There was a statistical difference in allele frequency distribution between
two groups( P =0.001). Compared with A allele,G allele showed a statistically increased risk for RSA( OR =9. 774,95 %
CI=2.051 —-46.574). Conclusions The polymorphism of ADA gene is closely related to the occurrence of RSA in the
pregnant women over 35 years old, which has a certain predictive value for the possibility of abortion in older pregnant
women.
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PRHE PRI . B RN AR (RSA) SEH8E L IR
SR VA B . B U ( ADA) B8 i A 1k
LT A0 AR A T VR, B i P ek A L 4
Jf A K A4 4k 40 B U8 T DNA & i i A g T
BEN YL ADA RIS AR Y O B , 8 5 R T3
P M T 2 A UL e 3 5 240 & R0 240 Y PR )
et . ADA NI i BICAR R 4 v T R 40 i
(LR, ADA M e B iR e D, IE
WIS ADA 15 PR A Ak 4R IR 0 Lo AR . ADA
R T 3 o fh 20q13. 11 _F 9 2 251 ADA 5E K 4
17, ADA JEDR R UL AAZ AT IR 2 A 1k 2 — 24k
W1 R RARTTIR 2 51 G22A, ADA 55 8 fiiff K
KTt 2 FEIR ADA 1(G) 855 BRI K 4 24 ik ADA
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MHALTETE™ .t T ADA {5 PETT 837 B £ 25 E R
S, DRI ADA 35 IR FR ) B R 2 Ak T B S I
AHIEPIR ) ) e . AR HRTT ADA G22A FEH £
ASPEXT RSA BN
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L1 —f&FH  REMLEEN 2016 4F 1 J] & 2018 4F 1
AARBE AR 92210 300 1], 4FE 4% 22 ~39(28.1 £4. 1)
%, ZEAH RSA 3 120 fil/E A5 41, JC RSA &
F 180 74 Jg % HR 26, X PR 4H M AR S 22 ~ 39
(28.4 £4.9) % Hrh <35 % 154 §i], >35 % 26 {4,
RIS ZHAE IS 23 ~33(27.2 £3.0) %, Hiff <35 % 82
i, >35 % 38 i, WLl E I LTSI 2422 57
(P>0.05) , AHFFEAHBIA B (SR ZS 53 it ifE .
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1.2 7k WASSNEENTRT —hiires
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SKAE R AR L, EDTA $0 88, ik e 0 Fh s 42 i
MEFEA T E) DNA, DNA A 5 A260/280 W 5B 7
1.8 ~2.0 itk A% . R R G BsE N - BRI A
Bt K EFEZ 8% (PCR-RFLP) k] ADA G22A JE[H £
APk, &1t PCR 5[4):5'-GCC CGG CCG TTA AGA
GAC G-3' fl 5'-GGT CAA GGG AGC AGA-3'"),
25 pl PCR W& & .5 wl DNA,12. 5 FiiREE, T iif
B4 1 ul,5.5 wl ddH,0, JZ % 2494 °C A5 1

15 min,94 °C 40 s,66 °C 80 s,36 AMEFF,72 °C 4 fif
8 min, [A[it PCR 74,65 °C BRHI1E N VI Taql, fi
Y120 min, 2% FEREHEEERCHRIK , EB JL 0, AR FA R
ADA G/G JL K ELA5 245 bp 1 152 bp 4547, ADA
G/A BRI ELA 245 bp #1152 bp 397 bp &5, U,
K1,

M lanel lane2 lane3

¥ M 2% DNA ladder; lane 1 3% ADA G/G ;lane 2 % ADA G/A ;lane

3 4 PCR ¥,
B Y)Y AR M R L Tk

1.3 %itF o4t R SPSS 13.0 GEit-Hi b H kL
o THECRRER F Y K05, AR R A Hardy-
Weinberg j5i f& V- #i E AR R . SR 95% EAFIX
] (CI) /) OR 47 KB PEAL . Fisher K 46 55 1 T
Fril ADA e R NS5 A0 B[R 23 A 1Y 22 57 P < 0. 05
hESAGIFE L.

2 5 R

2.1 HAK RSA £ #gdakd ADA LB B fo 515 3
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XFREZH ADA FEPRIRUCR i B S it 22 22 5 (P =
0.005) ,GG FEPIBUAAXT T GA FEH Y RSA MY fG i
(OR=0.113,95% CI =0.022 ~0.585) , i I 2H F1 %}
WELH S BRI R A A et 2# 22 5% (P =0.001) ,G
N FER AT F A SE 7L RSA (W fa i & (OR =
9.774,95% CI =2.051 ~46.574) ., W3 3,

2.3 A REF A5 RSA 2% ADA &£ B A £ F1b
BORIPHEIRIN LR 2 20 E LR AAE
o BB NE TR R 75 B A1 55 1Y RSA 221
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