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A randomized controlled trial assessing Korea red ginseng treatment of
Helicobacter pylori-associated chronic gastritis

Deog Ki Kim, M.D., Jeong A Lee, B.S., Young Bae Kim, M.D.!
Kee Myung Lee, M.D. and Ki Baik Hahm, M.D%

Department of Gastroenterology and Anatomic Pathology', Ajou University School of Medicine,
Suwon and Center for Gastroenterology, Bundang Jesaeng Hospitaf , Seongnam, Korea

Background : As Korea red ginseng has been reported to show a significant protective effect
against H. pylori-induced cytotoxicity and DNA damage in vitro, we designed a study to assess the
efficacy of red ginseng treatment in patients with H. pylori-associated chronic gastritis.

Methods : A total of 84 patients with H. pylori-associated chronic gastritis were recruited and
randomly divided into two groups. During the trial, 34 patients out of 42 patients in the placebo
control group and 36 patients out of 42 patients in the red ginseng group completed the protocol. The
patients received a one week triple therapy for the eradication of H. pylori and then received either
placebo capsules that were composed of flour for the placebo group or red ginseng capsules for the
treatment group, which were administered for 10 weeks. An endoscopic examination of gastritis with
a visual analogue scale, a test for detection of H. pylori, immunohistochemistry of 8-OHdG, the
8-OHdG immunohistochemical staining for assessing oxidative DNA damage and TUNEL staining
for apoptosis were performed, respectively.

Results : H. pylori eradication rates were augmented in the red ginseng group as compared to
the placebo group (91.7% in the red ginseng group and 79.4% in the placebo group), but there was
no statistical significance (p=0.147). For an analysis of gastritis based on Updated Sydney System,
the red ginseng group showed significant improvement in neutrophil infiltrations (p=0.008) and
intestinal metaplasia (p=0.005). An attenuation of 8-OHdG immunohistostaining after treatment was
seen more frequently in the red ginseng group (p<0.001). An attenuation of DNA damage and
apoptosis was seen for the red ginseng group as compared to the placebo group (p<0.001).

Conclusions : Supplementary administration of red ginseng augmented eradication rates of .
pylori, attenuated gastric inflammation, and reduced oxidative DNA damage and apoptosis,
suggesting the clinical usefulness of red ginseng.(Korean ] Med 72:20-28, 2007)
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Figure 1. Patient recruitment and protocol for
randomized controlled trial. Eighty eight patients gave
informed consent for the current trial, but four were
found to be ineligible. Eighty four patients were
randomly divided into two groups, a placebo control and
the red ginseng group. All patients were scheduled to
have performed two times an endoscopic examination
and blood chemistry tests. The patients received a one
week triple therapy for the eradication of H. pylori; for
the placebo control group patients received placebo
capsules containing flour (nine capsules/day, 10 weeks)
and for the red ginseng group, patients received red
ginseng capsules (300 mg/capsule containing red
ginseng extracts, 2.7 g/day, 10 weeks). The number of
patients per protocol was 34 for the placebo control
group (81.0%) and 36 for the red ginseng group (85.7%).
The main causes of exclusion were denial to participate
in follow—up endoscopy and withdrawal due to the side
effects of the drug.
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Table 1. Demographic and clinical characteristics of the study subjects.

Placebo group (n=34)

Red ginseng group (n=36)

M ( ) 52.4£0.5 48.0+0.5
ean age (years
an age tvea 14:20 22:14
Male : Female
Endoscopic finding %
Hyperemia 3
Erosi
Al;OblO}Il 12
ro
oY 81.0% 85.7%
Compliance

34 (PP)/42 (ITT)

36 (PP)/42 (ITT)

PP, per protocol; ITT, intention to treat
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Figure 2. The H. pylori eradication rate according to
the treatment groups.
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Table 2. Pathological grading of gastritis before treatment.

Placebo group (n=34) Red ginseng group (n=36)
Neutrophils 2.93£1.11 3.29£1.14
5 2 4
4 7 10
3 12 16
2 7 3
1 6 3
Mononuclear cells 2.27+0.74 2.70+0.76
4 1 3
3 12 21
2 14 7
1 7 5
Intestinal metaplasia 2.18£1.99 1.56£0.86
>3 7 9
2 7 9
1 3 3
0 17 15
Atrophy 2.20£0.77 2.30£1.03
>3 7 8
2 7 7
4 5
0 16 16
a) b)
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2= e =
a g 75.0% g £
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£& £33
23 2
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i (15/34) 2 'g‘
53 5 £ 25.0%
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52 23
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Placebo Red ginseng Placebo Red ginseng

Figure 3. The improvement of the pathological grading of gastritis according to the treatment groups.
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Figure 4. The change of 8-OHdG intensity according to
the treatment groups.
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