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Abstract: Objective To observe the therapeutic effect of Compound Congrong Yizhi Capsules combined with memantine in
treatment of Alzheimer’s disease. Methods According to the random number table method, the January 2024 -In March 2025, 102
patients with Alzheimer’s disease admitted to Handan Hangang Hospital were divided into control group and treatment group, with 51
cases in each group. The control group was given oral administration of Memantine Hydrochloride Tablets at a dose of 10 mg each
time, twice daily. The treatment group was given the combination of Compound Congrong Yizhi Capsules and Memantine
Hydrochloride Tablets. The treatment group was given Compound Congrong Yizhi Capsules at a dose of 1.2 g each time, three times
daily, and the dosage and administration method of Memantine Hydrochloride Tablets were the same as those of control group. Both
groups were treated continuously for 12 weeks. The clinical efficacy of two groups was observed, and traditional Chinese medicine

syndromes scores, MMSE scores, ADAS-cog scores, oxidative stress, and neuronal damage markers were compared. Results After
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treatment, the total effective rate of the treatment group (90.20%) was significantly higher than that of the control group (74.51%) (P <

0.05). The TCM syndrome scores and ADAS-cog scores of the two groups were significantly lower than those before treatment, and

the MMSE score was significantly higher than that before treatment (P < 0.05). Compared with the control group, the treatment group

had a significantly better reduction in TCM syndrome score and ADAS-cog score and a significantly better increase in MMSE score

(P <0.05). In terms of oxidative stress indicators, the levels of 8-OHdG and malondialdehyde in the two groups were lower than those
before treatment, and the level of SOD was higher than that before treatment (P < 0.05). The decrease of 8-OHdG and malondialdehyde

and the increase of SOD in the treatment group were significantly higher than those in the control group (P<0.05). After treatment,

VILIP-1, AB, p-taul81, and NFL of both groups decreased compared with those before treatment, and treatment group was lower than

control group (P < 0.05). Conclusion Compound Congrong Yizhi Capsules combined with memantine has a definite therapeutic effect

in treatment of Alzheimer’s disease, and can reduce the TCM syndrome score, improve cognitive function, and regulate oxidative stress

indicators and neuronal damage markers.

Key words: Compound Congrong Yizhi Capsule; Memantine Hydrochloride Tablets; Alzheimer’s disease; TCM syndrome score;
MMSE score; ADAS-cog score; 8-OHdG; VILIP-1; AB; p-taul81; NFL
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Table 1 Comparison of clinical efficacy in patients

A5 n/ | e Nyl U5 /15 ToRuBI A B %
Xt B 51 10 10 18 13 74.51
RIT 51 16 20 10 5 90.20"

HXTHRALEE:: *P<<0.05,
“P < 0.05 vs control group.
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Table 2 Comparison of TCM syndrome scores, MMSE scores, and ADAS-cog scores in patients ( x£s)

R IE (AN MMSE 7} ADAS-cog i¥4}
HA n/fl — - — - — -
MEp Rl w7 R MEp R MEp e MEp Rl MEbEd s
SR 51 34.594+4.56 17.90+3.18" 20.7142.09 23.18+2.41" 30.86+3.11 18.3142.17*
HIT 51 36.02+4.73 15.84+2.474 20.47+2.06 24.51+2.484 30.47+3.16 17.25+1.81*4

HRMERITRTLE: "P<0.05; SXTRRAIRITELE: 4P<0.05.

*P < 0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment.

R3 BESWSEMIERLLE ( xxs )

Table 3 Comparison of oxidative stress indicators in patients ( xts)

8-OHdG/(ng-mL™) P % /(umol-L™) SOD/(U-mL™)
A5 n/ —— - — - —— -
YRIT R HIT G YRIT R VRIT G VAT R HITIE
SR 51 3.58+0.64 1.82+0.32" 527+1.13 3.44+0.82° 58.731+6.96 81.73+8.24"
HIT 51 3.6440.62 1.68+0.23** 4.9341.09 3.0140.68"* 59.12+6.68 88.86+8.92*4

SRMABEITHILE: "P<0.05; SXHARITEE: 4P<0.05.

*P < 0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment.
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Table 4 Comparison of neuronal damage markers in patients ( xts)

Al i B VILIP-1/(pg:mL™") AB/(pg-mL™") p-taul81/(pg'mL™") NFL/(pgrmL™1)

pagis 51 RITHD 330.07£35.18 85.22+8.58 54.41+8.75 32.54+7.86
BT R 284.15430.32" 65.17+7.36" 39.73+8.09 27.05+6.17*

RBIT 51 RITHD 324.81+37.64 84.08+8.72 56.09+9.14 33.18+8.07
BT R 268.37+28.29™ 61.02+£6.53** 35.62+£7.25™ 23.5445.93"4

SRHBITRIE: "P<0.05; SXIRARITEHE: 4P<0.05.

*P < 0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment.
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