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H OE.HH R ARARLM I S 5 (PT) & F 9B 7837 fik + JAK2V617F . MPLW515L/K #a
CALRAR G RE R, F oK SENGLBNIL, Ak AN H L IRFLIFH (300X
10°/ID8 B F . 2 AAT R FM FHELFLREMN, 5% PT & F 154 4 (45.03%) , Sk R M o DRI 5 22
188 ), R A2k A FH-B 484 R (ASPCR) %0 JAK2V617F /= MPLWS15L/K 4.5 % &, A 40
FiEtm CALRARRE, R 3HAANRZEAB/F L RkFW . FAEBRA —F:JAK2V617F = MPL
RERFIAREBERT, M CALR RETFHEMEKRET., PTHJAK2V6ITF A CALR AR R T £ 2 F 5T
WE M, E AT FEL(P<0.05) ;MPL B REFR A 4.55% ., KA ZXF TAEHFIEROC) ¥ & 54, %
Metem JAK2V617F £ 40 PT 69 W& T @R (AUC) 2 0. 721 8K EH 72. 4% B F EH 79. 5% ; 38 gk
CALR ® %9 AUC # 0. 664, 8B 4 68. 4% . 4+ B 4 82. 4% ;JAK2V617F B4 CALR £ £ ¢§ AUC #
0.862, 8 E 4 85.9% . F EH 87.8%., &t PT ¥ JAK2V617F #» CALR £ % 24 5, B4 = %40
T RRE PT 95 B M1a.
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Significance of combined detection of JAK2V617F, MPLW515L/K and CALR
gene mutation in patients with primary thrombocytosis
MU Qiming s XIONG Yaling ,YAO Wenjuan®
(Shiyan Municipal People’s Hospital ,Shiyan, Hubei 442000 ,China)

Abstract: Objective To study the gene mutation rates of JAK2V617F, MPLW5151./K and CALR in pe-
ripheral circulation blood of the patients with primary thrombocytosis (PT) and to analyze the diagnostic val-
ue of their combined detection. Methods A total of 342 patients with simple platelet continued increase (=
300X10°/L) were included in this study. The blood routine, bone marrow biopsy and gene testing were re-
spectively performed. PT was definitely diagnosed in 154 cases (45.03%) and secondary thrombocytosis in 188
cases. Then the point mutation of AK2V617F, MPLW515L./K was detected by using the allele specific poly-
merase chain reaction (AS-PCR) and CALR gene mutation was detected by using the direct sequencing meth-
od. Results There were two electrophoresis strips in the mutant type of three genes and only one strip in wild
type. The gene mutations of JAK2V617F and MPLW515L/K did not cause the changes of reading frame, while
which of CALR could cause changes of reading frame. The mutation rates of JAK2V617F and CALR in the PT
group were significantly higher than those in the secondary thrombocytosis group,the difference was statisti-
cally significant (P<C0. 05),the positive mutation rate of MPLW515L/K was only 4. 55%. In adopting ROC
curve analysis, the area under the curve (AUC) of single detection of JAK2V617F positive mutation for diag-
nosing PT was 0. 721, the sensitivity was 72. 4% and the specificity was 79. 5% ; AUC of single CALR muta-
tion was 0. 664, the sensitivity was 68. 4% and the specificity was 82. 4% ; while AUC of JAK2V617F com-
bined CALR mutation was 0. 862, the sensitivity was 85. 9% and the specificity was 87. 8%. Conclusion The
mutation rates of JAK2V617F and CALR are higher in PT patients,and their combined detection can increase
the diagnostic value of PT.
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