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[ Abstract] Objective To explore the influence of L-arginine supplementation on the plasma amino
acid spectrum in burn patients. Methods Ten burn patients were randomly divided into burn control (n =

5, with compound 14 amino acid injection accounting for 2% of the total caloric value), and experimental

(n =35, with intravenous injection of L-arginine which accounted for 2% of total caloric value) groups. The

intake of other nutrients for these two groups of patients was the same. The nutrient regimen was begun on

the 3 PBD, with one quarter of the daily supply. On 4 and 5 PBD, one half of the daily supply was given,

and from 6 to 21 PBD full supplementation was given. Venous blood samples were collected on 3, 7, 14, 21

and 28 PBD for the determination of plasma levels of amino acids. Ten normal volunteers served as normal

control. Results The plasma level of citrulline in both groups was significantly lower than normal value

( P <0.05)on 3 PBD before L-arginine supplementation. There was no obvious difference in plasma levels

of ornithine and arginine in the two groups on 3 PBD compared with normal value ( P >0.05). The plasma

level of ornithine, citrulline and arginine in burn control group declined on 3 PBD. The plasma level of argi-
nine in experimental group on 14 , 21 and 28 PBD were 280 + 121 pmol/L,223 £ 106 wmol/L and 110 =
44pmol/L, respectively, which were significantly higher than those in burn control group (124 +21pumol/L,

59 = 15pmol/L,50 + 26 pmol/L). The plasma level of omnithine (30 +5 pmol/L) and citrulline ( 162 + 44

pmol/L)on 21 PBD in experimental group were markedly higher than those in burn control group (8 * 7

pmol/L, 66 £4 umol/L, P <0.05 or 0.01). There was no difference in the plasma levels of other amino

acids at all postburn time points between the two groups ( P >0.05). Conclusion The production

process of L-arginine from citrulline was accelerated after burns. The plasma levels of L-arginine, ornithine

and citrulline were increased markedly after L-arginine supplementation, while that of other amino acids was

not influenced. The pharmacological effects of L-arginine may be related to the promotion of ornithine cycle.
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Tab 1 Calories Intaken Actually of Burn Patients (kJ, x s )

My R EBEAR B Wi BRkESY REAR

BRwaE S 3206 2525 8 067 13 798
+798 +552 +2 090 +3 327
Befrxt By 5 3252 2 608 7 829 13 694
+1179 +372 +3 173 +4 314

= MBRAS B SR B S R

LR ARES LR THHBENGR 3.7,
14 .21 .28 d #% /2 6: 00 fii B bk i 10 ml (55 3 d
RAMME MRLEERSTR)  EAFRRBEEN,

4 °C,8.0>%1% 18 ¢m,3 600 r/min .0 15 min, 3£ 1L
o BUmMAE 1 ml, A KGR FE IR S, % pH
HH42.0,4C 2h, 4°C,5E.L¥4% 18 cm,3 000
r/min 8.0 30 min, BUIEW, -70 CLRAEFFI

2. B MK A RIS A 09I E R H g
LKB 7\ #) LKB4400 % % K& f% 43 #T (UK I

3. MR AR EH S HE I E 3% 10 £ @
G BRI, R (30 £5) &, [A] b b BOE Bk 1ML
R 3L i R RS S R UL ZAE RN IER S E L.

U288 e og i

AR x + s Kon , O SAS GEit B ¢ K

&% R

Lo ERK T SE: S EFSEH
P, BB EN G 3 d R ERK TR A
MBI EZRFXRKITFE L (P >0.05), Mk
AR E M E R KRS LI, )5 14 d
R, BEE AT A FROGXBA(P <
0.055%0.01), WK1,

~ 500 —— N By
= an e EtERRY
o 400 #A

=]

2 300

i 200 - _

& 100 T
= R0 3 7 14 21 28

i atIE (d)
FHRGA AL, « P <0.05,#P <0.01; 55
(EHEZHE) B, A P <0.05
B AR R E AR KT RESEN
Fig 1 Dynamic changes in plasma level of arginine in both
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Fig 3 Dynamic changes in plasma level of ornithine in

hoth groups

3. LSS B IR K 9 45 s 1R 3 ~
28 d, BeA I 41 5 K £ 1 BEAAL AL LK o 0 oA
B ROK T LB % 5 KB 8 L (P >0.05).
Rk 2.

W #®

AW EREERE TEYROIAA S
S BT DA /N U M TG R S i B R R Mk
T 2 R A 4 U T RS ERR L R IR AR
REERN - TEERE . BEMRER HE
R4 OB IR 2 5 O EMB& 2, 7 &R
RE SEAMR MEAR. LR AERMS EAMmE
AR KRB AR/ R IR AL,
KRS E R, 5 &L E R REaR" K=,
— R A T A A AR R — E L B
B MAN R AR IR R R R R M A R T
fesst

AMRLERB R GG 3 dIERE R EINFGT
i, PR & R R MK TR ESKIT

R 2wz BE 00 S At B B KO 9 LE4E (pmol/L, ¥ £ 5 )

Tab 2 Comparison of the plasma level of other amino acid in the two groups (umol/L, x £ 5 )
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