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Comparison of the effects of losartan potassium
and benazepril in the treatment of hypertensive
patients with insulin resistance
Tingting Ma', Yangui Wang?, Haixia Liu?,
Tao Wang*, Yue Zhao’, Yao Li¢
ABSTRACT

Objective: To compare the efficacy of losartan potassium (LP) and benazepril in the treatment of hypertensive patients
with insulin resistance (IR).

Methods: This is a retrospective analysis of the clinical data of 155 hypertensive patients with IR admitted to Shanghai
Pudong New Area People’s Hospital from March 2021 to March 2023. Of these 76 received LP treatment (LP group),
and 79 received benazepril treatment (benazepril group). Blood pressure levels, blood glucose and insulin levels,
treatment efficacy, and incidence of adverse reactions before and after the treatment in both groups were compared.
Results: After the treatment, diastolic and systolic blood pressure in the two groups significantly decreased compared
to pre-treatment levels (P<0.05), with no significant difference between the two groups (P>0.05). After the treatment,
levels of fasting plasma glucose (FPG), 2-hours plasma glucose (2hPG), fasting insulin (FINS), 2-hours insulin (2hINS),
and insulin sensitivity index (ISI) in both groups significantly decreased compared to pre-treatment levels (P<0.05),
with no significant difference between the two groups (P>0.05). There was no significant difference in the total efficacy
and the incidence of adverse reactions between the two groups (P>0.05).

Conclusions: The efficacy of LP and benazepril in treating hypertension with IR is equivalent. Both are safe and can

effectively lower blood sugar and insulin levels, alleviate IR, and lower blood pressure.

KEY WORDS: Losartan potassium, Benazepril, Hypertensive, Insulin resistance.

doi: https://doi.org/10.12669/pjms.40.8.9896

How to cite this: Ma T, Wang Y, Liu H, Wang T, Zhao Y, Li Y. Comparison of the effects of losartan potassium and benazepril in the treatment of

hypertensive patients with insulin resistance. Pak J Med Sci. 2024;40(8):

--------- . doi: https://doi.org/10.12669/pjms.40.8.9896

This is an Open Access article distributed under the terms of the Creative Commons Attribution License (http://creativecommons.org/licenses/by/3.0), which permits unrestricted
use, distribution, and reproduction in any medium, provided the original work is properly cited.

1. Tingting Ma

Department of General Practice,
2. Yangui Wang

Department of General Practice,
3. Haixia Liu

Dept. of Geriatric, Shanghai Fourth People’s Hospital affiliated
to Tongji University, Shanghai, 200081, P.R. China.

4, Tao Wang
Department of General Practice,
5. Yue Zhao

Department of Cardiology, Yangpu Hospital,
School of Medicine, Tongji University,
Shanghai, 200090, P.R. China.
6. Yao Li
Department of Cardiovascular Medicine,
1,2,4,6: Shanghai Pudong New Area People’s Hospital,
Shanghai, 201299, P.R. China.

Correspondence:

Yao Li

Department of Cardiovascular Medicine,

Shanghai Pudong New Area People’s Hospital,

490 Chuanhuan South Road, Shanghai, 201299, P.R. China.
Email: 13817962245@163.com

Pre-submission Review: March 06, 2024
March 24, 2024
June 22, 2024

June 29, 2024

Received for Publication:
Revision Received:

* ¥ X *

Revision Accepted:

Pak J Med Sci  September 2024

Vol. 40 No. 8

INTRODUCTION

Insulin resistance (IR) refers to a series of pathological
and physiological changes caused by the loss or
decrease of insulin biological efficacy response due to
the influence of target tissue factors in the body." It is
manifested by a decrease in the utilization of glucose
by body tissues (especially adipose and muscle tissue)
and a decrease in liver glucose output.'?Studies have
shown that IR is an important pathophysiological basis
for the occurrence of complications such as obesity,
coagulation disorders, impaired glucose tolerance,
abnormal fasting blood glucose, and dyslipidemia in
hypertensive patients.>*

IR is considered one of the important factors in
the onset of hypertension, and the incidence of IR in
patients with hypertension can reach 50%.%¢ Therefore,
the current clinical treatment of hypertension has
gradually shifted from simple hypotension to metabolic
treatment.”® Losartan potassium is an angiotensin II
receptor blockers (ARB) and is effective as a once-daily
antihypertensive agent.”!® Benazepril belongs to the
family of angiotensin-converting enzyme inhibitors
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(ACEi), which lowers blood pressure and increases
the supply of blood and oxygen to the heart and can
be used either alone or in combination with other
antihypertensive medications."

However, there is limited literature comparing the
therapeutic effects of these two drugs in hypertensive
patients with IR. The aim of this study was to review
and analyze the efficacy of LP and benazepril in the
treatment of hypertensive patients with IR so as to clarify
their clinical application value and to provide practical
reference for the clinical treatment of hypertensive
patients with IR.

METHODS

This is a retrospective analysis of medical records of
155 hypertensive patients with IR admitted to Shanghai
Pudong New Area People’s Hospital from March 2021
to March 2023. A total of 76 patients received treatment
with LP (LP group) and 79 patients received benazepril
treatment (benazepril group).

Ethical Approval: The ethics committee of Shanghai New

Area People’s Hospital approved this study with the

number 2023-LW-05 on December 11, 2023.

Inclusion criteria:

e Patients who were
hypertension.'?

* Patients who also met the diagnostic criteria for IR.®

* Complete clinical data.

Exclusion criteria:

e Patients with cardiovascular and cerebrovascular
diseases.

* Patients with organic lesions such as kidney and
liver.

*  Women during lactation and pregnancy.

e Patients with connective tissue lesions.

* Patients with infectious diseases.

* Secondary hypertension patients.

* Patients with other diseases that affect glucose and
lipid metabolism.

Losartan Potassium (Zhejiang Huahai Pharmaceutical
Co., Ltd.) was administered orally once a day, 50 mg/
dose, for one month as a course of treatment, for a
total of three courses. Benazepril (Beijing Novartis
Pharmaceutical Co., Ltd.) was administered orally once a
day, 10 mg/ dose, for one month as a course of treatment,
for a total of three courses.

diagnosed with primary

Observation indicators:

* Blood pressure, including diastolic and systolic
blood pressure. Patients were instructed to rest
for 15 minutes before testing. A mercury column
sphygmomanometer was used to measure sitting
blood pressure. Measurements were repeated three
times with an interval of two minutes each time and
the average value was taken.

* Blood glucose and insulin levels, including fasting
blood glucose (FPG), fasting plasma glucose (FPG),
two hours plasma glucose (2hPG), fasting insulin
(FINS), 2-hoursinsulin (2hINS), and insulin sensitivity
index (ISI). FPG and 2hPG were measured using the
GOD-PAP method; FINS and 2hINS were measured
using radioimmunoassay (kits were purchased from
Wuhan Merck Biotechnology Co., Ltd). ISI=In [1/
(FPG/FINS)].™

* Therapeutic effects. Significant effect: a decrease in
systolic ‘blood pressure of > 20 mmHg, a decrease
in diastolic blood pressure of > 10 mmHg or return
to normal, and a decrease in ISI of = 20%; Effective:
reduces systolic blood pressure by 10-19 mmHg,
diastolic blood pressure by less than 10 mmHg,
and ISI by 10% to 19%; Invalid: does not meet the
above standards; Total effective rate of treatment
= (significant + effective) / total number of cases x
100%.

e The incidence of adverse reactions.

Statistical analysis: All data analysis was conducted

using SPSS 22.0 software (IBM Corp, Armonk, NY,

USA). The normality of the data was evaluated using the

Shapiro Wilk test. The data of normal distribution were

represented by mean * standard deviation, independent

sample t-test was used for inter group comparison, and
paired t-test was used for intra group comparison before
and after the treatment. Non normal distribution data
were represented by median and interquartile intervals,
and inter group comparisons were conducted using Mann

Whitney U test. The counting data were represented

by the number of cases and compared using chi square

test or continuity correction. P<0.05 meant statistically
significant difference.

RESULTS

A total of 155 hypertensive patients (91 males and
64 females) were included in the study. Age of the

Table-I: Comparison of General Information between two groups.

Group n Gender (male/female) Age (years) Course of Disease (Year) BMI (kg/m?)
LP group 76 46/30 60.87+8.72 5 (4-7) 24.93+3.35
Benazepril group 79 45/34 59.089.00 6 (5-8) 25.84+3.24
X/t Z 0.203 1.259 -1.863 -1.703
P 0.652 0.210 0.062 0.091
BMI: Body Mass Index.
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Table-II: Comparison of blood pressure levels between two groups (mmHg).

Time Group n Diastolic pressure Systolic pressure
LP group 76 108.80+£13.11 174.63+14.16
Benazepril group 79 112.09+14.20 178.30+15.07
Before treatment
t -1.496 -1.563
P 0.137 0.120
LP group 76 76.03+£8.997 127.34+10.06°
Benazepril group 79 78.16+7.67° 129.38+10.36*
After treatment
t -1.595 -1.242
P 0.113 0.216

Note: Compared with the same group before treatment, “P<0.05.

patients ranged from 39 to 80 years, with a mean age
of 59.95 + 8.88 years. The course of the disease was
1.5-14 years, with a median of 5.4 (4-8) years. There
was no significant difference in the general data
between the two groups (P>0.05) (Table-I). Before
the treatment, there was no statistically significant
difference in the levels of diastolic and systolic blood
pressure between the two groups (P>0.05). After
the treatment, levels of diastolic and systolic blood
pressure in the two groups significantly decreased
compared to pre-treatment levels (P<0.05), but there
was no statistically significant difference between the
groups (P>0.05) Table-II.

Before the treatment, levels of FPG, 2hPG, FINS,
2hINS, and ISI between in both groups were
comparable (P>0.05). After the treatment, FPG, 2hPG,
FINS, 2hINS, and ISI in both groups significantly
decreased compared to pre-treatment levels (P<0.05),
with no statistically significant difference between the
two groups (P>0.05) Table-III.

There was no statistically significant difference in
the total efficacy of the LP group (93.42%) compared
to the benazepril group (91.14%) (P>0.05) Table-IV.
There was no statistically significant difference in the
incidence of adverse reactions between the LP (2.63%)
and the benazepril group (5.06%) (P>0.05) Table-V.

DISCUSSION

This study shows that both LP and benazepril
therapy regimens are feasible and effective in treating
hypertensive patients with IR. They can safely and
effectively regulate blood pressure, blood sugar, and
IR. Da Silva AA et al.”® showed that hypertension
often coexists with glucose metabolism disorders and
dyslipidemia, and their common connection is the
presence of IR. IR can increase the reabsorption of
sodium in renal tubules, thus causing and intensifying
the retention of water and sodium, enhance sympathetic
nervous activity and blood catecholamine content, and
strengthen the action of the renin angiotensin system.

Table-III: Comparison of blood glucose and insulin levels between two groups.

Time Group n FPG (mmol/L) 2hPG (mmol/L) (mFrg(\)IliL) (1511211)\1’2) ISI

LP group 76 5.74+0.55 8.37+0.72 21944358  782249.74  -4.68+0.45
Before Benazepril group 79 5.69+0.68 8.42+0.84 21.47+3.65 81.01+11.13 -4.62+0.48
treatment ¢ 0.501 -0.392 0.811 -1.657 -0.860

P 0.617 0.695 0.419 0.100 0.391

LP group 76 5.1120.50° 7244070  17.4843.16°  58.3948.50°  -4.09+0.41°
After Benazepril group 79 5.07+0.60° 728+0.80°  17.174319°  60.1949.14°  -4.01+0.46°
treatment ¢ 0.521 -0.366 0.612 -1.265 -1.146

P 0.603 0.715 0.541 0.208 0.254

Note: Compared with the same group before treatment, “P<0.05; FPG: fasting plasma glucose;
2hPG: 2-hours plasma glucose, FINS: fasting insulin, 2hINS: 2-hours insulin; ISI: insulin sensitivity index.
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Table-IV: Comparison of treatment effects between two groups.

Group n Significant effect Effective Invalid Total effective rate (%)
LP group 76 40 (52.63) 31 (40.79) 5 (6.58) 71 (93.42)
Benazepril 79 38 (48.10) 34 (43.04) 7 (8.86) 72 (91.14)
group

X2 0.282

P 0.595

Table-V: Comparison of adverse reaction rates between two groups.

Group n Dizzy ~ Headache Nausea  Vomit  Gastrointestinal reaction =~ Total occurrence rate (%)
LP group 76 1(1.32) 0(0.00) 1(1.32) 0(0.00) 0 (0.00) 2 (2.63)
Benazepril group 79 0 (0.00) 1(1.27) 0(0.00) 1(1.27) 2 (2.53) 4 (5.06)

X2 0.135

P 0.7132

2, Continuity correction.

Downregulation of Na*- K*- ATPase activity leads to
abnormal membrane ion transport, and a decrease
in Ca*- ATPase and Na*- K*- ATPase activities. The
increase in calcium and sodium ions in cells can
stimulate the transport of sodium and calcium ions,
and directly affect vascular smooth muscle cells,
causing excessive aggregation of calcium ions in the
cells, inhibiting glucose uptake and vasodilation.'
Moreover, it can accelerate the growth of vascular
smooth muscle, which can increase vascular resistance
and blood pressure.’>

Zhang et al.’” showed that benazepril has positive
effects in alleviating IR and lowering blood pressure. Li
et al.’® also showed that the combination of metformin
and benazepril in the treatment of hypertension with
metabolic syndrome can help reduce blood lipids,
blood pressure, and blood glucose-related indicators,
and alleviate IR. Mancusi et al.”’ indicated that
angiotensin II receptor antagonists can block the renin
angiotensin system, activate peroxidase proliferators,
and activate receptor A. These pharmacological
agents, therefore, can regulate glucose metabolism by
blocking the renin angiotensin system and activation
of angiotensin II receptors.” Nouri-Vaskeh M et al.?
found that LP is an angiotensin II receptor antagonist
that can selectively act on the AT receptor and inhibit
the AT1 receptor subtype of angiotensin II with
high selectivity and competitiveness. By selectively
blocking the AT1 receptor subtype and directly
blocking its effects, LP can effectively inhibit smooth
muscle contraction and aldosterone secretion, and
has a long-term antihypertensive effect.”” Lee et al.?!
showed that LP can block the binding of angiotensin II
to its receptors, thereby blocking the biological effects
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of angiotensin II, inhibiting inflammatory reactions,
promoting microvascular dilation, reopening new
blood vessels, and increasing skeletal muscle blood
flow and velocity. Furthermore, it increases insulin-
mediated glucose uptake and utilization in skeletal
muscles, reduces insulin levels, improves insulin
sensitivity, and alleviates IR.*? Studies have also
reported that losartan treatment is associated with the
improvement of insulin sensitivity in hypertensive
patients with IR or nondiabetic hypertensive
patients.* These studies have confirmed the
application value and related mechanisms of LP and
benazepril in hypertension combined with IR, but
no comparative studies have been conducted on the
differences in their application effects.’>? The results
of our study confirm that both drugs can achieve good
effect when used for hypertension combined with
IR. Therefore, in clinical practice, both agents can be
selected based on the specific conditions of patients to
implement corresponding interventions.

Limitations: Firstly, this retrospective analysis is a
single center with a small sample size, which may
have selection bias. Secondly, no long-term follow-
up was conducted, and the research conclusion needs
further verification by prospective study with a larger
sample size.

CONCLUSION

Both LP and benazepril have achieved good results
in the treatment of hypertension with IR. They can
effectively downregulate blood glucose and insulin
levels, alleviating IR, and lowering blood pressure of
hypertensive patients.

www.pjms.org.pk 4



Funding: Funded by Important Weak Subject Construction
Project of Pudong Health Commission of Shanghai (Grant
No. PWZbr2022-17).

10.

11.

12.

13.

REFERENCES

Kong DX, Xiao YX, Zhang ZX, Liu YB. Study on the Correlation
between Metabolism, Insulin Sensitivity and progressive weight loss
change in Type-2 Diabetes. Pak ] Med Sci. 2020;36(7):1523-1528. doi:
10.12669/ pjms.36.7.3027

Majid H, Masood Q, Khan AH. Homeostatic Model Assessment
for Insulin Resistance (HOMA-IR): A Better Marker for Evaluating
Insulin Resistance than Fasting Insulin in Women with Polycystic
Ovarian Syndrome. J Coll Physicians Surg Pak. 2017;27(3):123-126.
Fatima F, Ahsan N, Nasim A, Alam F. Association of fetuin-A
with dyslipidemia and insulin resistance in type-II Diabetics of
Pakistani population. Pak ] Med Sci. 2020;36(2):64-68. doi: 10.12669/
pjms.36.2.1106

Khan SH, Fazal N, Jjaz A, Manzoor SM, Asif N, Rafi T, et al.
Insulin Resistance and Glucose Levels in Subjects with Subclinical
Hypothyroidism. ] Coll Physicians Surg Pak. 2017,27(6):329-333.
Fritz J, Brozek W, Concin H, Nagel G, Kerschbaum J, Lhotta K,
et al. The Association of Excess Body Weight with Risk of ESKD
Is Mediated Through Insulin Resistance, Hypertension, and
Hyperuricemia. ] Am Soc Nephrol. 2022;33(7):1377-1389. doi:
10.1681/ ASN.2021091263

Sasaki N, Maeda R, Ozono R, Yoshimura K, Nakano Y, Higashi
Y. Adipose tissue insulin resistance predicts the incidence of
hypertension: The Hiroshima Study on Glucose Metabolism and
Cardiovascular Diseases. Hypertens Res. 2022;45(11):1763-1771. doi:
10.1038/ 541440-022-00987-0

Wang R, Bai Z, Zhang D, Zhang R, Yang J, Yin C, et al. Mediating
effects of insulin resistance on the development of hypertension
associated with elevated serum uric acid: A prospective cohort
study. ] Hum Hypertens. 2022;36(8):760-766. doi: 10.1038/s41371-
021-00562-z

Lin CH, Wei JN, Fan KC, Fang CT, Wu WC, Yang CY, et al. Different
cutoffs of hypertension, risk of incident diabetes and progression of
insulin resistance: A prospective cohort study. ] Formos Med Assoc.
2022;121(1 Pt 1):193-201. doi: 10.1016/j.jfma.2021.02.022

Burrell LM. A risk-benefit assessment of losartan potassium
in the treatment of hypertension. Drug Saf. 1997;16(1):56-65.
doi:10.2165/00002018-199716010-00004

Gradman AH, Arcuri KE, Goldberg AI, Ikeda LS, Nelson EB,
Snavely DB, et al. A randomized, placebo-controlled, double-blind,
parallel study of various doses of losartan potassium compared
with enalapril maleate in patients with essential hypertension.
Hypertension. 1995;25(6):1345-1350. doi:10.1161/01.hyp.25.6.1345
Dahal SS, Gupta M. Benazepril. In: StatPearls. Treasure Island (FL):
StatPearls Publishing; January 16, 2023.

Unger T, Borghi C, Charchar F, Khan NA, Poulter NR, Prabhakaran
D, et al. 2020 International Society of Hypertension Global
Hypertension Practice Guidelines. Hypertension. 2020,75(6):1334-
1357. doi:10.1161/HYPERTENSIONAHA.120.15026

Bloomgarden ZT. American Association of Clinical Endocrinologists
(AACE) consensus conference on the insulin resistance syndrome:
25-26 August 2002, Washington, DC. Diabetes Care. 2003;26(3):933-
939. doi: 10.2337/ diacare.26.3.933

Pak J Med Sci

14.

15.

16.

17.

18.

19.

20.

21.

22.

23.

24.

Xiao WY, Ning N, Tan MH, Jiang XS, Zhou L, Liu L, et al. Effects
of antihypertensive drugs losartan and levamlodipine besylate
on insulin resistance in patients with essential hypertension
combined with isolated impaired fasting glucose. Hypertens Res.
2016;39(5):321-326. doi: 10.1038/hr.2015.155

Da Silva AA, Do Carmo JM, Li X, Wang Z, Mouton AJ, Hall JE.
Role of Hyperinsulinemia and Insulin Resistance in Hypertension:
Metabolic Syndrome Revisited. Can J Cardiol. 2020;36(5):671-682.
doi: 10.1016/j.cjca.2020.02.066

Yang Z, Gong H, Kan F, Ji N. Association between the triglyceride
glucose (TyG) index and the risk of acute kidney injury in
critically ill patients with heart failure: analysis of the MIMIC-
IV database. Cardiovasc Diabetol. 2023;22(1):232. doi: 10.1186/
$12933-023-01971-9

Zhang Y, Li L, Shi C. Clinical Observation on Tiaoya Mixture in the
Treatment of Essential Hypertension with Insulin Resistance - CNKI.
Chin Med Mod Dist Edu Chin. 2020;11:112-113. doi: 10.3969/j.
issn.1672-2779.2020.11.046

Li A, Qu R, Zhong J. Clinical study of benazepril combined with
pioglitazone metformin tablets in the treatment of metabolic
syndrome with hypertension. ] Mod Med Heal. 2019;35(7):993-995.
doi: 10.3969/j.issn.1009-5519.2019.07.009

Mancusi C, Izzo R, di Gioia G, Losi MA, Barbato E, Morisco C.
Insulin Resistance the Hinge Between Hypertension and Type 2
Diabetes. High Blood Press Cardiovasc Prev. 2020,27(6):515-526. doi:
10.1007/540292-020-00408-8

Nouri-Vaskeh M, Kalami N, Zand R, Soroureddin Z, Varshochi M,
Ansarin K, et al. Comparison of losartan and amlodipine effects on
the outcomes of patient with COVID-19 and primary hypertension:
A randomised clinical trial. Int J Clin Pract. 2021;75(6):€14124. doi:
10.1111/ijcp.14124

LeeJW, Choi E, Son JW, Youn Y], Ahn SG, Ahn MS, et al. Comparison
of Blood Pressure Variability Between Losartan and Amlodipine
in Essential Hypertension (COMPAS-BPV). Am ] Hypertens.
2020;33(8):748-755. doi: 10.1093/ ajh/hpaa060

Shi J, Liang D, Pan Y, Zhang S, He M, Zhang H, et al. Effects
of doxazosin mesylate versus nifedipine on blood pressure
variability in hypertensive patients: a randomized crossover study
(SIMILAR). Blood Press Monit. 2019;24(5):252-258. doi: 10.1097/
MBP.0000000000000388

Laakso M, Karjalainen L, Lempidinen-Kuosa P. Effects of losartan
on insulin sensitivity in hypertensive subjects. Hypertension.
1996;28(3):392-396. d0i:10.1161/01.hyp.28.3.392

Bharati SM, Singh N. Effect of losartan and atenolol on insulin
sensitivity in nondiabetic hypertensive patients. ] Pharmacol
Pharmacother. 2016;7(2):80-86. doi:10.4103/0976-500X.184771

Authors” Contributions:

TM: Conceived and designed the study.

T™™, YW, HL, TW, YZ and YL: Collected the data and
performed the analysis.

TM: Was involved in the writing of the manuscript and is
responsible for the integrity of the study.

All authors have read and approved the final manuscript.

September 2024 Vol.40 No. 8

www.pjms.org.pk 5



	_Hlk158624244
	_GoBack
	_Hlk141543324
	_Hlk143623074
	_Hlk143623560
	_Hlk141198519
	_Hlk141198660
	_Hlk141198776
	_Hlk141198920
	_Hlk77433598
	_Hlk141199053
	_Hlk162778100
	_Hlk141199139
	_Hlk141198277
	_Hlk141199324
	_Hlk162829383
	_Hlk141200610
	_Hlk143623653
	_Hlk141198235
	_Hlk141273398
	_Hlk143623934
	_Hlk141012379
	_Hlk142141992
	_Hlk162781515
	_Hlk139549430
	_Hlk124777120
	_Hlk134537306
	_Hlk134537601
	_Hlk125542720
	_Hlk166590373
	_Hlk166590419
	_Hlk135233702
	_Hlk167019280
	_Hlk166936655
	_Hlk167013714
	_Hlk167018901
	_Hlk167016755
	_Hlk166672383
	_GoBack
	OLE_LINK8
	_GoBack
	_Hlk166839411
	_GoBack
	_GoBack
	_Hlk164172069
	_Hlk164171765
	_Hlk164170889
	_Hlk146468146
	_Hlk162336040
	_GoBack
	_GoBack
	_GoBack
	_Hlk167562063
	_Hlk148876395
	_Hlk167565556
	_Hlk167563821
	_Hlk167566205
	_Hlk167566418
	_ENREF_1
	_ENREF_2
	_ENREF_3
	_ENREF_4
	_ENREF_5
	_ENREF_6
	_ENREF_7
	_ENREF_8
	_ENREF_9
	_ENREF_10
	_ENREF_11
	_ENREF_12
	_ENREF_13
	_ENREF_14
	_ENREF_15
	_ENREF_16
	_ENREF_17
	_ENREF_18
	_ENREF_19
	_ENREF_20
	_ENREF_21
	_ENREF_22
	_GoBack
	_d2uav8t55iuw
	_nckb729artt
	_gxrgkj6f4xue
	_ok18jw55w2rb
	_7ebtd6d9xc84
	_4f9njzqqgivn
	_efso4d9m8tc
	_yczcp59qllcb
	_s6yrmjnj14im
	_Hlk150971397
	_Hlk150971413
	_Hlk150971431
	_Hlk147856930
	_GoBack
	_Hlk137904530
	_Hlk166711965
	_Hlk136035713
	_Hlk166712982
	_Hlk166713128
	_Hlk166776419
	_GoBack
	_Hlk155875404
	_Hlk147343578
	_Hlk147343701
	_Hlk147344555
	_Hlk147649436
	_Hlk148945343
	_u11jai23e8rj
	_4jlgo76yh9uf
	_6rrayzlvwpnx
	_in1n42ostgpn
	_kcuzm7t986m9
	_Hlk168911865
	_Hlk160882915
	_Hlk152969382
	_Hlk162579796
	OLE_LINK2
	OLE_LINK1
	_Hlk93065377
	_GoBack
	_Hlk167176908

