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Effects of CYP2C19 Gene Polymorphism on the Efficacy of Esmeralazole in the Treatment of
Gastroesophageal Reflux Disease

PENG Jinwei®, ZHOU Baozhu?, LIAO Guobin®, WANG Tao*"(The 901st Hospital of the PLA Joint Logistics Support
Force, a.Department of Pharmacy, b.Department of Gastroenterology, Hefei 230031, China)

ABSTRACT: OBJECTIVE To explore the effects of CYP2C19 gene polymorphism on the efficacy of esmeralazole in the
treatment of gastroesophageal reflux disecase. METHODS A total of 92 patients with gastroesophageal reflux disease admitted
to the department of gastroenterology of The 901st Hospital of the PLA Joint Logistics Support Force from January 2019 to
August 2019 were selected. DNA microarray method was applied to perform genetic typing in the patients, and the patients were
divided into three groups according to the genotype: 32 patients of extensive metabolizer(EM), 36 patients of intermediate
metabolizer(IM), and 24 patients of poor metabolizer(PM). Using the 2-week regimen of esomeprazole 40 mg qd, 24-hour gastric
pH and curative effects were respectively measured by digestive endoscopy on 7th and 14th day. RESULTS On the 7th day
and 14th day after the treatment of esomeprazole, the total time percentages of pH> 4 in EM, IM and PM metabolic patients were
significantly different(P<0.05). On the 14th day after the treatment of esomeprazole, there was a significant difference in the
clinical efficacy of EM, IM and PM metabolic patients(P<0.05). CONCLUSION The acid inhibition and clinical efficacy of
esomeprazole in the treatment of gastroesophageal reflux disease are closely related to CYP2C19 gene polymorphism.

KEYWORDS: esomeprazole; gastroesophageal reflux disease; CYP2C19 genepolymorphism; clinical efficacy; gastric pH value
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Tab. 1 Comparison of general information for patients with
different CYP2C19 genotypes

RUHE SERR R B (%) Fi 5 (B )/
EM  *1/%]  32(34.78) 38.22+13.83 20/12
IM /%2 32(34.78) 40.98%13.10 19/17
*1/%3 4(4.35)
PM  *2/%2  11(11.96) 45.31411.56 14/10
*3/%3 8(8.70)
/%3 5(5.43)
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B 1 CYP2C19 FRZEFHEE FE

A-*1/*1 , 636GG/681GG ; B-*1/*2, 636GG/681GA ; C-*1/*3,
636GA/681GG; D-*2/*%2, 636GG/681AA; E-*3/*3, 636AA/681GG;
F-*2/*%3, 636GA/681GA

Fig.1 Microarray of different CYP2C19 genotypes

A-*1/*1, 636GG/681GG; B-*1/*2, 636GG/681GA; C—*1/*3, 636GA/
681GG; D-*2/%2, 636GG/681AA; E-*3/*3, 636AA/681GG; F—*2/*3,
636GA/681GA.,
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Tab. 2 Comparison of the acid inhibitory effect of esomeprazole on patients with different CYP2C19 genotypes

o pH i %k pH 11 pH>4 G B EH 43 /%
IR
E NN % 14K ENIDN 514K E NS % 14K
EM 5.30%1.07 5.67+1.23 4.9740.72 5.3040.34 282.55+88.08 291.95+91.06
IM 5.57+0.94 6.10£0.73 5.14%1.40 5.4240.80 287.59+78.55 323.89+70.91
PM 5.40%1.39 6.60£0.23 5.27+1.04 5.63%0.67 371.21%30.19 397.67+30.15
Py 0.206 0.344 0.675 0.678 0.023 0.001

H: FRIR T 25001, P>0.05 Bl EM. IM. PM 4L EAE % P<0.05 Bl EM. IM. PM 4B AHHOR 2405,
Note: F-test analysis of variance, P>0.05 means that the overall means of EM, IM and PM are equal; P<0.05 means that the overall means of EM, IM and

PM are not all equal.

®3 XLERFHAXAE CYP2C19 £ FH A &H 1 IE KT LK

Tab.3 Comparison of the clinical efficacy of esomeprazole on patients with different CYP2C19 genotypes 51(%)
) ) AR R T
iR 1%k ~ " - " . "
57 R 514 R CUNPS 514 X CUNIPS 14 X
EM 32 4(12.50) 12(37.50) 12(37.50) 10(31.25) 16(50.00) 10(31.25)
IM 36 6(16.66) 16(44.44) 15(41.67) 16(44.44) 15(41.67) 4(11.12)
PM 24 4(16.66) 16(66.67) 10(41.66) 6(25.00) 10(41.67) 2(8.33)

A 2RET, %7K, EM. IM. PM AIGHRIFRL(ERL . ARk, TA%) £2=0.891, P=0.735; %5 14 K, EM. IM. PM A RIFRL(BRL . A% .

Tk 4+=2.016, P=0.031,

Note: y? test analysis, on the 7th day, the clinical efficacy of the EM, IM, PM group(marked, effective, ineffective) x°=0.891, P=0.735; on the 14th day, the
clinical efficacy of the EM, IM, PM group(marked, effective, ineffective) y>=2.016, P=0.031.
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