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[ Abstract)
albumin excretion rate in elderly patients with early diabetic nephropathy and subclinical hypothyroidism. Methods

Objective To investigate the Effects of thyroxine on the level of serum homocysteine and urinary

Seventy-five patients with early diabetic nephropathy and subclinical hypothyroidism were randomly divided into
levothyroxine treatment group and conventional treatment group. Urinary albumin excretion rate ( UAER) , serum
levels of homocysteine, creatinine, and lipids were measured at both pre- and post-treatment of 48 weeks. Results
After treatment, serum total cholesterol, low density lipoprotein-cholesterol, triglyceride, thyrotropin, homocysteine,
UAER, and serum creatinine in the levothyroxine treatment group were significantly lower than those in the
conventional treatment group [ (=0.52+0.12 »s0.31 £0. 40) mmol/L, ( =0.33 £ 0. 22 »5 0. 24 £ 0. 36 ) mmol/L,
(-0.16+0.18vs0.19+0.29) mmol/L,(-4.4+1.2vs1.2+0.8) mIU/L,(-1.4+2.0vs0.9+1.0) mmol/L,
(=13£13vs10+7) pg/ml, (=2 £2 vs 3 £2) pmol/L, respectively, all P<0.01]. Conclusions Treatment with
levothyroxine could significantly improve serum lipid profiles and reduce homocysteine, UAER, and creatinine, and
exert a protective effect on the kidney in the elderly patients with early diabetic nephropathy and subclinical
hypothyroidism.
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Tab 1 Comparison of the changes of indexes between two groups before and after treatment (x+s)
RS [VEIS POk 23 1 1 BJ5 2 h ILbE
21 5] ik e Systolic blood Diastolic blood Fasting plasma 2 h postprandial
Body mass index
Group n (ke/m?) pressure pressure glucose plasma glucose
g/m (mm Hg) (mm Hg) (mmol/L) (mmol/L)
WHLRIT A
Conventional treatment group
[,
ITH] 30 25.8+1.4 13149 79+6 6.21+0.60 9.51+1.02
Pre-treatment
I
T 30 25.9+1.4 130+9 80+5 6.10+0.55 9.43+0.93
Post-treatment
éﬁ 30 0.1+0.2 -1%3 11 -0.11+0.34 -0.07+0.85
Difference value
ZERETPARIRER iRy T 4
Levothyroxine treatment group
SR
HITH] 33 25.6+1.5 13049 79+7 6.2140.59 9.64+1.00
Pre-treatment
VP
et 33 25.5%1.3 129 £8 79+6 6.24+0.56 9.77+1.03
Post-treatment
E{E 33 -0.1+0.3 -1+7 -0+2 0.03+0.33 0.13+0.43
Difference value
» il = i 2 i . .
2151 15il% foMAR TH leH *Ej‘ i Hh ﬁ‘? i ' HDL-C LDL-C TSH
Group n . Ry glagho estero ('mmol/L) (mmol/L) (mlIU/L)
(mmol/L) (mmol/L)
HRGITAH
Conventional treatment group
IRITHI
30 3.35+0.86 2.26+0.53 5.60+0. 86 1.12+0.18 2.76+0.58 7.1+1.8
Pre-treatment
VPR
T 30 3.40+0.87 2.45+0.51 5.91+0.80 1.10£0.17 3.00+0.51 8.3+1.1"
Post-treatment
Z%{E 30 0.05+0.42 0.19+0.29 0.31+0.40 -0.02+0.09 0.24+0.36 1.2+0.8
Difference value
ZEEHVIR R Fr BTl
Levothyroxine treatment group
TRITH
33 3.42+0.88 2.23+0.62 5.52+0.81 1.10+0.22 2.72+0.53 7.0+1.8
Pre-treatment
I
TG 33 3.50+0.89 2.07 £0.55* 5.00+0.81% 1.11+0.19 2.39+0.46% 2.6+0.8%*
Post-treatment
éﬁ 33 0.08+0.29 -0.16+0.18*  -0.52+0.12° 0.01+0.06 -0.33+0.22° -4.4+1.2°
Difference value
= 9E M [ A i
285 % FT, FT, Iﬂi*%’t‘ﬁ% UAER LA HbA, ¢
Group n (pmmol/L) ( pmmol/L) RO §e (pg/ml) Serum creatinine (%)
p I (pmol/L) ((pmol/L)
HRIR YT
Conventional treatment group
[,
7l 30 3.83+0.94 13.9+2.6 9.5%2.1 70£23 72£21 7.06+0.48
Pre-treatment
BIT IR
30 3.39+0.91 13.5+£2.7 10.4+2.0 80 +22 75£20 7.00+0.72
Post-treatment
2MH
. 30 -0.44+0.18 -0.4+0.2 0.9+1.0 10+7 3+2 -0.06+0.61
Difference value
ZEREP AR R iRy T4
Levothyroxine treatment group
PR
T 33 3.73+1.05 13.8+2.6 9.6+2.4 68 +24 71+20 7.08 +0.60
Pre-treatment
VPR
T 33 4.12+0.98* 14.3+2.6 8.2+£2.2% 55+22% 69 +19 7.13+0.66
Post-treatment
33 0.39+0.15 0.5+0.2 -1.4+2.0 -13+13 -2+2 0.05+0.24

Difference value

£ :1 mm Hg=0. 133 kPa; HOMA-IR Fa 2SRRI PEAS 14 58 5 Z KT8 X Homeostasis model assessment for insulin resistance ; HDL-C. ; = 28 & I 25 11 JH [
fii High density lipoprotein-cholesterol ; LDL-C ; 1% % £ A & 4 I [ % Low density lipoprotein-cholesterol ; TSH {2 F K i & Thyroid-stimulating hormone ;
UAER . JR 125 F1HE 2 Urine albumin excretion rate ; EHIBIT 4L %L vs Conventional treatment group, "P<0.01; 5 ARHIEIT R L% vs Pre-treatment in

same group, "P<0.05, P<0.01
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