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Abstract ; Objective 3 065
children with RT and platelet count(PLT) over 500 X 10° /L. were enrolled in the investigation and were divided into four groups ac-
cording to PLT:group A(PLT;>500X10"/L.-700X10° /L.,n=2 533) ,group B(PLT:>700X10°/1.-900 X 10° /L., n=434) , group
C(PLT:>900x10°/L-1 000X 10 /L.,n=61) and group D(PLT:>1 000X 10/L,n=37). The primary diseases of the children in
The overall incidence of RT was 8. 5% (3065/36000) in the investigated children. With the in-
creasing age, the incidence of RT decreased,and the RT incidence of children less than one year of age was 72. 0% (2 206/3 065).

To explore the clinical diseases associated with children reactive thrombocytosis (RT). Methods

each group were analyzed. Results

Slightly elevated PLT(82.6%,2 533/3 065) was major in children of the four groups,and the types of disease were pneumonia,

other infections, tissue damage(scalding, burns,bone fractures,etc. ) and other diseases. Among them,the percentage of pneumonia

was maximum,51.4% (1 574/3 065). Conclusion
complications associated with RT is found.
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Key words: thrombocytosis;  platelet count;

/AR 820 51 A Y I XU RS 30 © 208 UG PR 3L R L T
M/ Z B IE IR EZ R E AT R EEER., M/ 2
SE 248 1L/ %k (platelet count, PLT) KT 500X 10° /L i,
SEE B I R AE AR o B DR R P i /N B 22 RE S o BN i
JINR 3 £ 5 (reactive thrombocytosis, RT) % W, T4 B & LM,
AR S I A X I /NBR TE S 95 3R 8 B ARE SR P AR A DCIR I TR
AT R 1 U R %ok L /N 3 22 5 A 1 AR SR A %

1 #REHZE

L1 — ekl I AT 7 K 2 B 24 B B @ L B s e+
2012 4E 1 J1 1 B % 2012 4F 12 J1 31 H YA M4 B L 36 000
5] ¥ A3 6 BA o] 1 ok s 3 PLT>>500X10° /L 1y 3 065 ] RT f&
LA AR, o, 1 822 i, % 1 243 ] AR 1 AN ~3
%o HERR IR E /AR 3 20 58U (R R BN W15 A% B
B . RT BILMRHE PLT 43 4 H: A H(PLT BET &, >
500X 10" /L~700>X10° /L) \B 41 (PLT 1 FE 75 . >700X 10"/
L~ 900 X 10°/L), C 41 (PLT & & F &, > 900 X 10° /L ~

Infectious diseases are more common in children with RT and yet no serious
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