FRESF 2018 F 10 A% 47 5% 29 3755

W - I
REREMNMUEZEERESMESERRERE SRR HIHE X E

T ;ﬁjvi ?,é‘ﬁ}é\,% //jji’y/ﬁi‘}—}%?*’l‘mvigﬁgv—%iﬂ%aﬂﬁ
(78 & EA R F WG E B ik A, v )il F # 646000)

doi:10. 3969/j. issn. 1671-8348. 2018. 29. 008

[(FAE] B AARAMLIDKREZEED EL45MEG (CALR) AE R ZH LML 5 06 RT R
X E, FiE RAPCRAXZHAEMNFEAMNET £ CALRARE 9 542 TR TH L, @M
S 6L Bl FAE ZETHET BFGEARTH. &R CALRARE 9542 FREMEAE JAK2V6LTF
REMBGET B3P BERFGLAY ., APA 1T BG2bp AR SN, EE XL 8304 kA 2 A
Gbp#HEA), EEEE 11.1%., &K T JAK2V617F R Zmi & JAK2V617F.CALR £ £ x4 ET & %,
CALR RE At #) ET & H s ot 8 20 B B LAK(P<0.05), & THEMATHFE G FHRIERET 7
R S0y JAK2VEITF R XM A CALR REMBRELF KA ZLAF s LR FEM AR T RXAKREL
RGMERS, i CALRABISHEFRERAET 32X T2 THEPHEZI— A TEARATFRE
BERNERET 7 R ER CALR AR R EW E X RABIT Y R FRE.

[X#ER] BB, EMEE; L8 TER

[hEZESZES] R558.3 [X#kFRIRES] A [XEHS] 1671-8348(2018)29-3755-04

Detection of CALR gene mutation in patients with essential thrombocythemia

and its correlation with clinical efficacy
DING Li ,WANG Ji,TANG Junling ,MA Tao,TANG Jirui,
ZHU Xiaofeng ZWANG Xuemei ,LI Xiaoming®

(Department o f Hematology Medicine sthe Af filiated Hospital of Southwest
Medical University,Luzhou,Sichuan 646000, China)

To detect the frequency of calreticulin (CALR) gene mutation in patients with
PCR and its direct

sequencing were used to detect the mutation of exon 9 of CALR gene in ET patients. The clinical data of 61

[ Abstract| Objective
essential thrombocytosis (ET) and evaluate its correlation with clinical efficacy. Methods
patients with ET who received conventional regimen were retrospectively analyzed. Results The total muta-
tions of CALR gene exon 9 in JAK2V617F(—) ET patients was 51. 4%. Among them,type 1 (52 bp deletion)
was the most common,accounting for 83. 3% of the total mutation; followed by type 2 (5 bp insertion) ,ac-
counting for 11. 1% of the total mutation. Compared with JAK2V617F(-+) and double-negative mutation ET
patients, CALR(-+) patients with ET were younger (P<C0. 05) and less dangerous(P<C0. 05) at the time of
initial diagnosis. Conventional clinical treatment based on hydroxyurea and interferon enable more patients
with JAK2V617F (+) or CALR(+) to achieve complete or partial hematologic remission when compared
with double-negative ET patients. Conclusion The mutation of exon 9 of CALR gene is one of the important
molecular genetic markers of ET patients. The conventional clinical treatment based on hydroxyurea and inter-
feron can obtain good hematologic response in patients with mutation of CALR gene.
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