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Abstract

Background and purpose: Nutrients are one of the cornerstones of human life activities, and affect
human life activities in many aspects. Abnormal decrease or increase of nutrients can lead to re-
lated diseases. Acute stroke is one of the most important diseases affecting the quality of human life
in the world at this stage. Because of the serious consequences brought by the irreversible necrosis
of nerve cells, the research of this disease has never stopped. Because the impact of nutrients on
stroke is not only limited to the recovery of neurological function after the occurrence of the disease,
but also has an important impact on the incidence of the disease and the pathophysiological process
of the disease. This study mainly discusses the interaction among nutrition mode, nutrition and
stroke. This study focuses on the relationship between the nutritional status of patients and the
recovery of neurological function after the onset of the disease, and observe which nutritional
scheme is more reasonable and effective. Method: According to the inclusion and exclusion criteria,
60 elderly stroke patients (60~80 years old) were selected as the study object. The subjects were
divided into experimental group (whole protein group) and control group (homogenate diet group).
The data collected were basic information, neurological score, body mass index, plasma albumin,
plasma total protein, triceps brachii skin thickness and circumference of upper arm. Excel 2007 and
SPSS 22.0 software were used for data processing and analysis. The normal distribution was quan-
tified by means of mean plus minus standard deviation, the ratio of the two groups was t-test, the
repeated measurement data was compared by means of repeated measurement analysis of vari-
ance, the qualitative data was compared by means of x? test, P < 0.05 was statistically significant.
Result: Comparison between the experimental group and the control group: the data collected from
the two groups before the treatment were all P > 0.05, the difference was not statistically significant
and comparable. After one week of treatment, the TP level in the whole protein group was higher
than that in the homogenate diet group (P < 0.05). One month after treatment, the ALB and TP levels
in the whole protein group were higher than those in the homogenate diet group (P < 0.05). Data
comparison between the experimental group and the control group: the level of AMC, TSF, ALB and
TP in the homogenate diet group was lower than that before treatment after 1 week and 1 month of
treatment; after 1 week of treatment, the level of Cl- levels lower than before treatment, all P < 0.05,
the difference was statistically significant. Conclusion: In the data we collected, we can observe that
the nutritional status of patients has changed compared with that before the disease. Effective nu-
trition intervention can improve the nutritional status of patients.
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Be i A I 3 I, £ 56.3% M NEFRA R [1]. TERITXT 18 Wl 7 19 RGP, g 26 o B 355 3%
AR AEZRIE 6.1%% 62% [A1[2]. B AL, ik @ MR 2 DhRERS RN A e, BH K
AEFRAN R AR G0, K5 A A A B (3] PR AN AR ) A0 52 23 A N e IR TR AN R AR R
SN 58%F1 71% [1] [4]. BR 1 & WH N SERIE FRFENA AL, IR IHIEAE & R 3G n g n 178 = A
REAEE[5]. dhah, FRR. FKEy iz, WA RIRE, TR ™ SR L& T e S8 RE
TR K] B TR EE T, ZHEN ST RG], B&E RN AN, RGN
I, HFBOCTRMARR R THE6] [7]. EFRA R RE BN L8 o] B & A5, IS 3A R IR
S5Re BT AT ) ORAIE OD B 24 A U E FRA N BRI NI GTE . T8 77 SCRFI B 12
RN TIRITEFRA RIS 77K o AR 20%0) 38 72 S E A TT Re 75 LIS R, T 8% 838 T
2L 6 N H UL B EWRIR[8]. KEH AP B & KM A TR FH G WA, AFRER, 5302
FEE J7 A A FIREFE I BRBI[9]. SR X T A B i B AR AR (3R N Tk il B ImiE & 48, (1
e H T BEMA D RS SRR Z b HIERE ) T R S PT RE FERE I B AN, JF HAER R
TEE SR E RN R IR, (30 RIRASE LUK B R T i [10] o I PR rh 22 5 2 205 MEL M AR 5 MR R X £
BERMEERE, (HEE TR L2 XM B, B iRt R E 7, JEHAZEITFE,
G )RR W BRGS0 IR DL RS2 o 8 TR P SRR SR ) S AR RS RE T, SRR R AT R R B
P, JEATIAD 5 IR MEA SRR . AR, TRk At 5 BE B TR IR, @il
HEANE RN : HFHEARBAR >1g/kg, PMERAKMEMIEATILE <2.5; JEEMZKE R
N >25kcal/kg, DAORIFIAE; AEREZAH RE RSN > 25 keal/kg, LARFFBROKA G A iLL< 2.5
[9]. TLE H AT ARl R AR T DOl R 307 e T8 E IR R . EEAFE TR LEE
(nasogastric tube, NGT), £+ —#&/1%% (nasoduodenal tube, NDT); =%l (nasojejunal tube, NJT), £25Z A
%53 H i 0 R (percutaneous endoscopicgastrostomy, PEG). J#id id 5 =n 4 OD B #F At AR . At &
W 4eER KoK, B NGT MHE# N EERN, 5 PEG MLk, HEANMER/NHS THAE. A6t
FAE BRI B E B IR R Ja B DRI Z [ R R, FEEG B T e 7207 R N6 BA /L.

2. MRS
2.1. RMR

WHUAE 2018 4F 4 ~2019 4 5 H ABEHIMN AR i, IRAEMAN L HEER PR AEILHUE 60 . Hrh 5
PR 40 1, Ltk 20 6. BEHLHC R IQE A IR . IR T B R H (R E A ),
xR LS T A B HE TR (IR R ).

2.1.1. ANFRfE
(1) “E#4H 60~80 % 1
(2) HH KR KT 3 55
(3) NIHSS #4324 5~15 775
(4) BFRRN T BT SR
(5) &G FUE A
2.1.2. HippRoEE
(1) MK R GE
(2) MBHELIIEEAR S
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(3) A e«

(4) FZEE RS o B RS A

(5) MR
2.2. iRF*

BE T ANGCU KT E TR I &, A5 FEE [ (arm muscle circumference, AMC): U 2 {g 5
MR AT I & . IEH . 51k 24.8 cm, 4tk 21.0 cm. k= SkWLEZ #8(triceps skinfold, TSF): Hifg
BN TR AT &, ELEINE =k, IEHAE: Bk 8.3cem, &tE 15.3cm. B FE1E(Body Mass Index,
BMI): iFH AN BMI = K&/ S5 2, IEW{EN 25~28 kg/m?. HSA I . HUE E ) I i3k 17l & .
IEHEKT5T 359/L. IMiF 55 A (total Proten, TP : 8 NPk B BUMBARA . 1IEH {H: 65~80
g/l BSTHIMGE: BB ARZATAN, MWEKEFH Nats K Ca?y Clo 4330 FiR4EAR 4T M
2, MEEFH N 7 K. 30 KA,

2.3. GiitER*E

Kol B3R 1 Excel 2007 ¥, $oda /R H] SPSS 22.0 #ifth. 1EZS 70 i i B H S H0in b e
Z(Xts)Ron, HAWRA t K, HERMERRILECRHESNE T Z0I. EHEHECRH 2R,
PLP <0.05 N7 H St F L.

3. R
3.1. FLEEAITRIELE
SR SR EAHPENRERE, ¥ P>005 ZRLSGiTEEN. LE L.

Table 1. Comparison of the basic data of the patients

=1L NHBENEARERILR

Eizga S St BIEAMH P P
PE5I % 21 19 0.300 0.584
9 11
W 67.97 £9.92 63.53 + 14.33 1.393 0.169

3.2. MAHRTEFRIIFAIEHEXEFERILER

3.2.1. WAL TFEFIH BMI KILLE

WITHT JRITE L ARMGIT S 1 AR A S8 E A4 BMI KP4 tLE, ¥ P >005 ZERTE
GiitEE . SIFREEH S BEEAMBITATG BMI K FANEE, P >005 ZERLSGi%E. W
* 2.

3.2.2. PR TEFRIZR AMC KFELLE

WITHI WWITIE LERRIT/E 1 A AR E A 55 E A4 AMC KP4l L, ¥ P>0.05, 27T
Gt . A¥EaASBREAMART L AEAET L AKE, 3 AMC KT TIEITHT, P<0.05, %
FHEG R ILFE 3.
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Table 2. Comparison of BMI between two groups before and after nutritional support

2. WAL TFEFIIFRIGE BMI KFEEE

E{=tan RITHT BT LR JE WIT1LAR F P
SHEEH 23.79 £ 1.57 23.69 +1.56 23.59 +1.57 0.076 0.927
BEAA 2443 £2.17 24.33+2.18 2423218 0.072 0.930
t -1.311 -1.316 -1.320
P 0.195 0.193 0.192
Table 3. Comparison of MAC level between the two groups before and nutritional support
3. MEEFIZIFAIE AMC KFHLER
Ei=tan RITHT BT 1R JE WIT1LAR F P
SHEEH 2514 +1.93 21.64 +1.94° 20.63 +1.932 82.899 0.000
BEAH 25.02 +1.86 22.01 +1.872 21.51 +1.882 56.866 0.000
t 0.258 —0.764 -1.768
P 0.798 0.448 0.082

: a S5iEITaTEEE, P <0.05,

3.2.3. MLAEFIHFFAIE TSF KFEER

WITHES VTR 1 BT E 1 AAREEHEBEEAAE TSF K TFAm LS, P > 005 EZRTL

gt Lo

SRR ALY VEEANGYT 1 AR, TSF AR TR AT BEAMGIT 1 AJa TSFARHET

AITHT, ¥ P <005, ZRASIIFEN. W& 4,

Table 4. Comparison of TSF levels between two groups before and after nutritional support

< 4. PEEF IR TSF KFEELE

fabr I BT LG wIr1HE
SFERH 15.04 + 2.84 13.67 £2.722 12.86 +2.77°
BE A 15.23 +2.99 1410 +2.18 13.60 £ 2.26°
t —0.244 -0.670 -0.970
P 0.808 0.506 0.336

5.637

3.501

0.006

0.037

: a S5iEITaTEEE, P <0.05,

3.2.4. FMAEFIFAIE ALB KELEE

T 1 JE SRR H SR EAA ALB K TFAMELE, P <005, ZERAGIEEN BEAAS

TR,

SR EASEEAMART 1 FHEAGIT 1 A5, % ALB KR TRITET, P <005, ZRAS
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Table 5. Comparison of ALB levels between two groups before and after nutritional support

5. MEEFIFAE ALB KFLER

L7 BITH wIT 1 EE WITLAGE F P
SHEEH 39.79 +2.68 37.28 +2.69? 36.28 +2.712 15.158 0.000
BEAH 40.1 +3.59 37.60 + 3.60? 38.30 + 3.61? 11.961 0.000
t -0.382 -0.381 —2.463
P 0.704 0.705 0.017

: a S5iEITaTEEE, P <0.05,

3.25. FLAEFIIFRIRE TP KEHE

W7 LR &ET 1 RE, SRBEEHSEEAL TP AKFAMILE, ¥ P<0.05 ZERAFKITEE

S BEAAETARETA.

SEMEEASREEAART 1 FHEAGRST 1 A5, ~F¥ TP KR TiEITHl, P <005, ZRA4

FEX. WE6.

Table 6. Comparison of TP levels between two groups before and after nutritional support

%< 6. MEEFIIFAE TP KFELLE

£ty HEEN ] BT LR G WIT1LHAR F P
SHEEH 68.26 +3.77 63.43 £ 4.212 61.40 + 4.282 69.425 0.000
BEAA 68.28 +3.79 66.18 + 3.922 66.16 + 3.892 10.257 0.000
t -0.019 -2.617 -4.510
P 0.985 0.011 0.000

VE: a 5iRITRTELE:, P <0.05.

3.2.6. FAEFIIFAIE K7KFELLE

ITHTS WRIT 1L RJEANATT 1 AR AR ERH S BEEAN KB TCP4LUE R, ¥ P > 005, Z5R

Ttz E Lo
W27,

Table 7. Comparison of K* levels between the two groups before and after nutritional support

F 7. MEEFXIFFRE K7KFEE

SRBEEASBEEAMRITIE KETACFA N EEL, 13 P>0.05, ZRESHE L.

Eizga HITHT W7 1A HITLARE F P
SFEEA 3.97£0.48 4,03+0.55 4,07 £0.44 0.387 0.681
BIEAH 4.07+0.36 4.19+0.48 419 +0.55 0.615 0.544
t -0.927 ~1.145 —0.907
P 0.358 0.257 0.368
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3.2.7. RLEETTIATrIHF Na' K F LR
WITHT T 1 REANGYT 1 RS e A S B E A A Nat & T AR e, ¥ P>0.05, %57
TGt . 09T LA, BEAY NatE KR TR)ITHT, P<0.05, ZRAG AR L. k8.

Table 8. Comparison of Na* levels between the two groups before and after nutritional support
F< 8. MAEFIATT L Nat 7k HER

izt BRI BT LS wIr1HRE F P
SHEEH 138.83 +5.6 137.07 £5.53 137.77 £3.74 0.817 0.447
BEAH 138.89 £ 4.4 135.15 + 4.86° 136.79 £5.31 3.612 0.033
t -0.046 1.425 0.829
P 0.964 0.159 0.411

VE: a 5iRITRETELE:, P <0.05.

3.2.8. FMLAEFXIFAIE Ca?KELLE

HITRTS BT 1 REANAIT 1 ARSI H 5B E AN Ca & TP L, ¥ P > 005, %
STGA 3 . SR E A SRE OB G Ca B AN ELE:, ¥ P>0.05, ZRES%E
Mo W& 9.

Table 9. Comparison of Ca?* levels between two groups before and after nutritional support

< 9. MEEFIIEFANE CaKFLLE

Eizpa HITHT W7 1A BT LARE F P
SFEEA 2.16£0.13 216 £0.12 2.22+0.13 2.056 0.137
BEAH 2.15+0.13 2.20 £0.15 2.20 £0.14 1.861 0.165
t 0.143 1171 0.142
P 0.706 0.284 0.708

3.2.9. MHEFIRFIGE CI-KFEE

WITHT WBIT L EEANGRTT 1 AEAXEEHSBEAH CI /K FAm L, ¥ P>005 =%
TGiit . EIF 1R RET 1 AJE, BEAH CIE TR TRITE, I7 1 ARG, SR aa
CIr& F/K PR TIRITRT, ¥ P<0.05, ZRAEGIHH#E . Wk 10,

Table 10. Comparison of CI~ levels between two groups before and after nutritional support

%< 10. MAEFIFRIE CIKFLLE

izt RITHT w97 LAJE BT LAJE F P
SHEEH 103.96 +5.11 101.06 + 5.50? 101.36 +4.93 3.643 0.032
BEAA 104.05 +5.87 98.69 + 4.892 99.5 + 6.232 12.205 0.000
t —0.065 1.761 1.281
P 0.948 0.084 0.205

: a S5iEITaTEEE, P <0.05,
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S50 IO ZH o0 FRAL LA TRYT BT PR AR 3 10 & TUECHE LU, IZH S FRhn EL L, 3 P>0.05, %
RIS EE N, BAME. 7 LR, BEAH TP /KPR TR EHP <0.05). JEI7 1 AJA,
BEFA ALB. TP K FE TR E &P <0.05).

RIS SO IR ZHAH N B s Le A SIR B4 697 1 A AGYT 1 HJG, AMC. TSF. ALB il TP /K
PACTRITET: 9T L RS, CIrE /KRR TIHRITHN, BP <005, EFA4I¥E. BEAA: K
J7 1 FEAEYT 1 HJS, AMC. ALB. TP #l CI-E 7KL TIRITHT, 1697 1 FJE, Na'BE 7K THET
BITHT, ¥IP<0.05, ZRAE4H%E .

4, it
4.1. EERMTHEIhEERE RSN

R F R A G 30 RN, 26 80%HIMAIhRE M E [11]. U A B R T RE R T BEHY
W, RHATTAETHE R ZE, AHARHEERARMAETEE T, BRIFEMEDRERIREE S
EEA GIEH . XS E IR ME KRG E MAE R EZ B E . 76 Aquilani [12]% K54, 45
BFBAIEA SR, BEINVANDIRE BAESGE, XRUIHN S SR AT DL T S i 2
BB AR . 78 Aquilani [13]55 N 55— DU i, R ILEE A AN FRZH D NIHSS P74 5 5% FEZH AR L
AERIISEE. A, TR, BoKUEDIEAFRBALS NIHSS PFr BHEAX, MEAREAS
NIHSS V¥4 2 [AH I, 2 B o 26 w1 835 mh 2 1 o S N R 39 0 -5 B8 K 1) 53 A DR [13] [14] T HLA B FEAIE
W 75 MR ] i 5 M 2 r R 075 R AN R DRI SR [15] [16], 45 E EE SRR . & IR L AME R B Stk 46
i ] BE 51 E FRAH ORI AR T e D LA &, SO KA G IR DI Re I K . B
FEAN R AR (1) 26 rp B3 A8 5y R AE I g, B i i ot sl sk e [8] [16], MR Rl RE S BHAS B H
SRS .

TERATHT TR LI, ST REAHRSREENESR, ERRENAMEN, Tinen 5 RER
SRR, RZHCERE W E A A SRR IR T R AT . AEFRATRSE50d, W ZH b S s 7 AR
JEAHRL, TEA TAFME R G, SIS EEMEOER PGB ENE . X TR T gE
1 J DR 5 5 R B R AN FR IR I (RS JL i, 25 5 BB 38 A8 R R0 P g 2% iy ARG AN AT, [ B T
REALHE LS 5 B8 TR 78 MR AR O AN 2 o E PR AL SO 21 HiHls v T 20 o 2638 8 1 SUAE D4R A T P11
JEA T REAAE LR o B 5 LU0 A 7R R, SRS AT 5] R I AR (B A s . e b, RSk
% [X [8] 2 [ A5 i 52 3 58 A4 o IX AR AS /2 H R o 22 o s A0 M P B8 1 S B RSN, TR R A A P AR
AR SRR, A5 =R S R S LS PR, DL TE =BER 1 T (Adenosine triphosphate,
ATP) [ BTSN pH Y FRAK. 110 24 LAE ik 100 2271100 (02 r i, EIEB A ST
B, X R BAAE K = 38 Lo (1 X3, 8 R A S RE AR /0 B 1. 8 R & s> 1 46 T 1 it
T PE 29 N IEH ) 80% [17], 4 I E < 40 mL/100g/20 80 i B S8 44l . DRI, 2R R A ) R A 3
TR TR ATP TR BRI (54381 < 10 mL/100g) [18]. e iR SR TE G & T Ae B AC R &
BHF, EERABSZEMG . 0E AR E R A IRRE L. w5, WRARYHE, MflEARE
B FEEM AT, AR A R A AT R A A S S R M A R T AR [19] . ik, BRfAies X
(3t e 5 8 E A AT . SR DANEE T A e S Bk I I AR ORI . Ak,
5 H Al 45 bR G0 i U0 12 (Deoxyribo Nucleic Acid, DNA) B ALAREE, 001 285 5 5 4 1 5 5 I 45347 [X 3
(R 2R /INII DR BT B ) o DRI, B P 0T G 1 ) 40 ) 5 i a5 4 DX 3 1) e 2 R /INEE DA O [11] o B ST
WERR 06 2 15T A R RS O AR IR R B L (9], 53— TOURI S WY R A o e AR A A DNA #5345 1)
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W, ET RS R A 5T A DNA E R T [20]. i 2R 1 A e B8 2 ) oA TE 1 N i 2y e A= f i
M. WUTH AT FUR R 1B AR A RIRI AR E 5 BE M R G Rm[21] -

4.2.BMI, AMC, TSF fEERHEI=ENY

TERE WA AMC, TSF Rl BMI — B8 VRS 7= A R AEYIbs 64, I i 38 E R =B Al ASPEN
HEFF . KA Jing Zhang MD [22] 4 7tk B A B A 18] 5 FRARGL T B 22 K AR — @ R FE 1) N % o FRATT BB FE
TRIX— WA RIS =IO AR bR, CIe 2 E A SR a4, AT T+ mT LA
SREIPHBEN AMC, TSF BRI Z(WE 3, & 4). MAERESR T BMI FIFHSEHR . FATAME
B B R E R T, R AR E RN T . 6 IX AN AT A I EE I R 2 A R
3B I RS R T AR E R S ThRE R E 6. IR AT R R/ B ENBERE N B, FigThe 2450
SIS 3N ThRE R A SR B ) B TR 2 R R TIZ G 8. 5 — Tt 708 B 20 v 23 F i
SRS R FEARAT BB In, IOk T s o R . T B AR R, G A ) AR R I B A
Bt Ja Y AR IR BBAE T RE R TR SR . FERE B, HoP R ERA NP F R T 60%, MfE
e BT G 6 A H B i 4 81% [23].

4.3. FRIEFHIFIEEFHERERLR

BEAABRS TE R, HRRPIEEE MIE A RFE IR IR RS I % d
ORI RIRRES Ry, it DI REAEE— DAk MRIP IR B, Il R A A DL BB IOBET . BRI
AR BN BRIE, FTRAERHEA: RREMSITANAL. EARENAL. &K 0
AR MR BRSO R UG, A N EE O E TR B AT A T, HE2BEEAHREAY
By EAT, SEOLVE R T AR EH, Bk, T EWNEREE, 457 2RERNET A
BB E IR BN, BE (et B M T RERITR R .

4.4. R ERY:

AT FEIE A e R AL GRS 2D, HUEEI TR RE . WA RREA . 2 rfla s I [a] Y I PR AF
TERAR T AR M R LA

5. &g

AERATIIERIRER, PT LSRN B4 R B BT O . A A8 76 T B RO
LT AR B I AR

EHEWH

ML AE DA LA BRI 85 2 ARBIEIR & iR 7 K L A ZE PR N A A 1197 RO %% (20210303070268) 5
HPHTER BB T A T IRRHIEL TR AE A6 A2 g 2R 7 ot 28 R 1 520 (Y ISZX2022071) -

SE
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