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[Abstract] Objective To investigate the clinical significance of combine anti—Helicobacter pylori in
iron deficiency anemia(IDA) treatment. Methods 110 cases IDA patients with H.pylort infection in our hos-
pital from October 2014 to October 2015 were collected and which were divided randomly into two groups ac-
cording different treatment methods. The patients in A group were treated with iron+Vec, B group was treated
with chalybeate+Vc+ anti—H.pylori. The treatment effect of the two groups was statistically analyzed. Results
There was no statistical significance in the differences of all index between the two groups before treatment
(Pall> 0.05). After treatment, the levels of PLT and total iron binding capacity decreased, but hemoglobin,
mean corpuscular volume, serum iron, serum ferritin levels increased in A and B groups, and the differences
all had statistical significance (Pall< 0.05). The range of increase and decrease of all index in B group were all
higher than that of A group, and the differences all had statistical significance (Pall< 0.05). The positive rates
of H.pylori infection in A and B group after treatment were 96.4% (53/55) and 9.1% (5/55), and the differ-
ence had statistical significance (y’= 84.03, P=0.000). The total effective rate of A and B group were 78.2%
and 96.4%, and the difference had statistical significance (y’= 8.959, P=0.030). Conclusion The treatment
effect of iron combined with anti H.pylori is better than lonely iron treatment, and is worth to extend in clinic.
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(blood platelet, PLT) . Ifil £ # F1 (hemoglobin, Hb) .
LT ST #1&F (mean corpuscular volume,, MCV) |
Sk 45 A 7 (total iron binding capacity, TIBC) | il 1&
Bk (serum iron, Fe) M{H 8 HE H (serum ferritsn, SF)
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215 1511 %% PLT (10°/L) Hb (g/L) TIBC (pmol/L) MCV (fl) Fe(pmol/L) SE (ng/L)
A 55 325.54+61.34 69.30+7.20 115.21+6.33 70.22+11.67 4.37+1.66 11.67+2.20
B 41 55 320.34+62.26 70.12+7.10 114.33+9.78 71.45+11.49 4.56+1.58 11.25+2.77
o fH - 0.44 0.60 0.56 0.56 0.61 0.88
PMA - 0.66 0.55 0.58 0.58 0.54 0.38
R 2 A ULBFIRIT G 4 TR AR 45 R LUBE (vts)
251 % PLT(10°/L) Hb(g/L) TIBC( mol/L) MCV({l) Fe(pmol/L) SF (ng/L)
RITTT 55 325.54+61.34 69.30+7.20 115.21+6.33 70.22+11.67 4.37+1.66 11.67+2.20
NEpig 55 289.23+52.92 109.63+8.11 81.22+7.19 81.38+8.22 17.23+2.44 27.87+4.93
t 5 - 3.32 27.58 26.31 5.79 43.05 22.25
PIA - 0.00 0.00 0.00 0.00 0.00 0.00
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R 3 BUEERIT G A TR ARG 25 R LA (s )

21 3 155 PLT(10°/L) Hh(g/L) TIBC(mol /L) MCV(fl) Fe(umol/L) SF (ug/L)
BT 55 320.34+62.26 70.12£7.10 114.33£9.78 71.45£11.49 4.56+1.58 11.2552.77
B 55 250.75+56.67 121.21+8.31 70.11£6.09 94.3327.11 25332321 37.66+3.22
t1E - 6.13 34.67 28.46 12.56 43.05 46.11
P - 0.00 0.00 0.00 0.00 0.00 0.00
R4 AR B YUEHIRITIE &R 25 5L L4 (ks )
215 e PLT(10°/1) Hh(g/L) TIBC(mol /L) MCV(fl) Fe(umol/L) SF (ug/L)
A4 55 289.23+52.92 109.63%8.11 81.22+7.19 81.38+8.22 17.23+2.44 27.87+4.93
B4 55 250.75+56.67 121.21+8.31 70.116.09 94.3327.11 25332321 37.66+3.22
£l - 3.68 7.40 8.47 8.84 14.9 12.33
Pt - 0.00 0.00 0.00 0.00 0.00 0.00
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