FRARA T2 35 20154E 9 4536 555 9] Chin J Epidemiol, September 2015, Vol.36,No.9

B IR 25 5 A s A7 1M
K IR ZA R Meta 73T

REE M EAR

HE] BE M aPBR S SRR E R L AR C R A —R B SR A K i
Fik KR 1990 4F 1 F 22014 4 8 A AT K 246 v [ A 1y B2 24 SCk B 74 (CBM) | v B 0 )
(CNKI) .PubMed Fl EMBASE 3¢ T ML A< 24 15 P25 B A% 3% 1 2k 95 G 2R 9 461 % R . 1
FE A FIHEBE R UE , X5 G 90 A bR B SCHREED T B 2 P AT Review Manager 5.0 #0415 4
WUBEAR 25 19 5 9T OR(H Fe H: 95%CT, 3138 SCHR B BIF 8 ICRE RN A HLBEAR 25 6 Il b A7 W 40 23 #r
R ALY 9K SR, 5 833 BIWFFE N G e a2 | 404°K Xt IR A4 429 A . A5 R
A5 LI AR 2 T 38 A B PE # 100 09 S AU (OR =197, 95%CI+1.60 ~2.44) . 419047 TR
SV YH TR A R A B 1 A8 8 KU COR =200, 95%CT ; 152~ 2:66) T T Bk 35 AFECOR=1.93,
95%CI:1.39 ~ 2.67) ; ffi F 20— A MLBEZE AR 25 (OR=2.15,95%C1 . 1.60~ 2:88) Fifili F G HLi e 24
MR ECHI 7 (OR=1.82,95%CI: 1.34 ~2.47) % 5y S | R MR BERS- 1ET Rl 58 A LIS R 25T g2
FEAE RN A G N 2 . 76 B B IR T A e o, Uk A LA 25 1) B 7% , 1T LA T
A RS B A1 2

(58] FAERSIETT N ; A AL 24 5205 ) IR R s Meta 734l

Meta-analysis of association between organophospherus pesticides.and aplastic anemia’ Zhang
Ji, Yang Tubao. Department of Epidemiology and Héalth Statistics, School.of-Public Health, Central
South University, Changsha 410078, China
Corresponding author: Yang Tubao, Email : 1064960669@qq.com

[Abstract] Objective To evaluate the association between organophosphorus pesticides and
aplastic anemia, and provide scientific evidence for the primary prevention of aplastic anemia.
Methods The published papers of case control studies on the association between organophosphorus
pesticides and aplastic anemia from January 1990 to August 2014 were collected from ,Chinese
BioMedical Literature Base (CBM )., Chinese Natiohal'Knowledge Infrastructure ( CNKI); PubMed
and EMBASE. The papers which’met the inclusion ‘criteria were evaluated: The pooled odds ratios
(OR) and 95% confidence interval(CI) of organophosphorus pesticides were calculated with:software
Review Manager 5.0. Subgroup analysis were conducted for different population and different usage
of organophosphorus pesticides. Results A total of 9 papers were selected, involving 5 833 subjects
(1 404 cases and 4 429 controls). The results showed that organophosphorus pesticides could increase
the risk of aplastic anemia (OR=1.97, 95% CI: 1.60-2.44). Subgroup analysis showed that Asian
(OR=2.01,95%CI: 1.52-2.66) had higher risk of aplastic anemia than American or European (OR=
1.93,95% CI: 1.39-2.67). Using pure organophosphorus pesticides (OR=2.15,95% CI: 1.60-2.88)
was more prone to cause aplastic anemia than using the mixture of organophosphorus pesticides (OR=
1.82, 95% CI: 1.34-2.47). Conclusion The analysis indicated that organophosphorus pesticides
might be a risk factor for aplastic anemia. Reducing organophosphorus pesticides exposure in daily
life and industrial or agricultural production could prevent the incidence of aplastic anemia.

[Key words] Aplastic anemia; Organophosphorus pesticides; Case-control study; Meta-
analysis
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