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Modulation Effects of Recombinant Human Growth Hormone on Postburn Hypermetabolism in Burn Patients
GAO Zhi-gang , LIU Qun , XIE Yu-gang , WANG Yu-lian , DENG Shi-lin. Department of Burns , The
Fourth Hospital of Tianjin City , Tianjin 300222 | P. R. China
[ Abstract] Objective To explore the effects of recombinant human growth hormone ( thGH) on pos-
tuburn hypermetabolism in burn patients and its mechanism. Methods Thirty-two patients inflicted with
burn of 50% to 90% TBSA admitted to our department during past 5 years (1998 -2002) were enrolled in
the study and randomly divided into A (with 0.25 U - kg™' - d”' of thGH treatment on 7 - 10 PBD, n =
16) and B (with 0.25 U - kg ™' - d ™' of normal saline as control, n = 16) groups. The changes in the rest
energy expenditure ( REE) , non-protein respiratory quotient ( NPRQ ), glucose metabolism, nitrogen bal-
ance as well as plasma levels of endocrines and inflammatory mediators were determined before and after the
administration of thGH. Results rhGH was given to patients in group A during 7 - 10 PBD. The NPRQ in
group A began to increase at the 7th PBD, raised to 0. 80 £ 0.09 in the 21th PBD. The plasma levels of
PGE,,TXB, ,TNF-aand IL-6 significantly decreased and insulin, rthGH and IGF-1 obviously increased when
compared with those in group B. The accumulated nitrogen loss in group A was also much lower than that in
group B. The plasma levels of adrenaline, cortisol, glucagon in group A were significantly higher than those
in group B(P <0.05). The postburn administration of thGH timely could regulate postburn
hypermetabolism in severely burned patients by increasing the plasma levels of GH, IGF-1 and insulin,

which was beneficial to the improvement of nutrition state and to the promotion of protein synthesis and

Conclusion

wound healing.
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Tab 1 REE and NPRO at different PBDs in the burn patients( x + 5 )
N 4 /5 i i) (d)
#Hy i E#EE " 7 v o1
A4 16 FEsERME 850576 2 730.92 10 502.46 +2 095.64 12 688.14 + 1 389.98 9 011.37 £1667.78
B4 16 (kl/d) 8 694.02 £2 142.41 10702.68 +1692.23 9 436.14 £1005.75 9 819.11 +1 289.20
Al 16 JEHAFFRA 0.69 +0.09 0.75+0.11 0.79 £0.07 " 0.80 +0.09
BA 16 0.70 £0. 10 0.74 +0.09 0.73 +0.07 0.81 £0.09
E:5BAHE ,* P <0.05
£2 HEAANHEEMEELEKEREL (2£5)
Tab 2 Plasma level of insulin,glucagon ,GH and IGF- 1 at different PBDs( x + 5 )
_ i G at(al (d)
#H 3l % W 5 47 " 7 m ”
A 16 BESE(mU/ml) 22.44 +7.60 30.32+5. 16 48.97 +7.08 " 42.77 + 6.67"
B4 16 20.51 +8.38 25.49 +6.58 30.33 +8.25 34.41 £11.52
Ad 16 BEBMBE(ng/L) 32.54 +9.60 14.79 +6.08 28.18 +4.26" 21,71+ 4.43°
B4 16 32.24 +6.45 16.85 +7.31 18.22 +4.74 15.05 + 3.99
Af 16 HERKBE(pe/L) 2.09 £1.17 2.56+1.05 13.48 £2.64" " 6.60+2.23"
B 16 .87 £0.45 4.09£1.11 3.68:1.17 2.99 +0.88
Af 16 BESEHEARKRETI (/L) 133.6 +24.37 126.33 +£20.55 339.50 +84.75"* 210.57 £57.91"
B4 16 92.93 +11.51 82.37 +13.28 64.47 £ 10. 46 57.80 +7.60

H:5BHWE ,* P <0.05  « P <0.0l
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£ 3 tiinAEled 6 B & K R AE A B AT B KRB Sk (pg/ml, x £ 5 )

Tab 3 Changes in plasma level of different imflamatory factors and cytokines at different PBDs (pg/ml, ¥ + s )

a5 L e 55 Bl (4)
1 7 14 21

A 16 i SIBR R E, 152.34 +17. 60 48.79 +17.08 40.42+15.19° * 39.07 + 8.63"
B & 16 139.25 +31.65 48.88 +22.00 70.38 +25.33 44.97 +19.63
A 16 fiL ¥ & B. 801.84 +417.00 684.29 +219.80 209 12 +151.25"" 301.10+87.33"
B # 16 710.75 + 98.12 574.38 £259 .42  366.12+136.16 286.09 +301.46
Ad 16 B 37 1 9B (0 F o 20.12 2 8.42 19.07 +2.54 12.67+3.48" " 10.09 +4.29°
B # 16 23.46 +18.22 16.48 +4.61 16.68 +7.10 13.39£3.95
A 16 M &6 587.27 +198.01 129.67 +35.28 67.35 £24.51" " 65.74 +28.36"
B #§ 16 693.62 +270. 1% 151.00 =81.89 94,55 +44 84 101.21 +42.38

S BAHE , « P <0.05, %+ P <0.0!
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