+912- PESFEEL S #4E 2010 £ 9 A% 30 £5 9§ CJIITWM, September 2010, Vol. 30, No.9

LW R B R DR B R R
MRER L EIER A

H o2 BMAE F K EBEK E R XN A

WE B# Kt T84 &5 ¥ % (diabetic nephropathy, DN) /& %& & #E # % (urinary albumin excretion
rate, UAER) 5 2 ¥ % vy S - 8 £ 8% (MTHFR) #5 C677T £ £ . Bl B ¥ e & # (Hey) vt Bt ik &
(HbAlc) il P A ¥ EiEM M £ A, FHE 47 63 454 DN &4 MTHFR £ E 49 677 sk $ S0 H
W, ME&E Hey »tdk  FM b4k 55 fuds HbAIc ,UAER R o i, At R EF W FPEHEEN, LR
GBHERBARERELITITAHEAVERAE LU ABEHATHE R FIHELNMEBHE, L35
fl Rk AAE, 63 41 &4 MTHFR A R#9 677 sk $ SAHHEA.CCR 194, TTH 174, CTR 274, 0
MIEH B E LA B 56 UAER KE, £/ F4HFEL(P<0.05), FRAAB Y UAER £ R A4+ 4 &
L, FALAARBAAAHHLKEFLAATFEL(P>0.05), UAER 5 Hey WK+ R A XK m X %,
AEME(r=0.674, P<0.05), £HG4HFEL, 5ot# o HAlc FLEBEHASL%ATFEL
(P>0.05), ¢ VEAZ . AVBE . MMHEAN UAER LR EFALHFEL, RoRiEHE LR
#H £ &% UAER K+, UAER 5 Hey 4 K F AALZUT AL %, HEHX,

XEBRA BAARAAZTOHEE, IFIEAWE-TRIRSE, AALRAR; TEERY

Analysis on Relationship of Chinese Medicine Syndrome Patten with Urinary Albumin Excretion Rate and
its Related Factors in Early Stage Diabetic Nephropathy LIN Lan, GUO Xiao-zhou, LI Min, et al Guang’anmen
Hospital, China Academy of Chinese Medical Sciences, Beijing (100053)

ABSTRACT Objective To investigate the relationship of Chinese medicine syndrome pattern with urinary
albumin excretion rate ( UAER) and its related factors In patients with diabetic nephropathy ( DN). Meth-
ods Sixty-three early stage DN patients were subjected to the study, the Chinese medicine syndrome patterns
were differentiated, and their condition of methylene tetrahydrofolate reductase (MTHFR) C677T mutation was
detected ( shown by gene polymorphism of 677 base pairs). Meantime, plasma levels of homocysteine (Hcy),
folic acid, fasting and postprandial glucose (FG and PG), glycohemoglobin ( HbA1c), blood lipids as well as
UAER were measured. Results Syndrome pattern was differentiated as yin-deficiency with heat-flourishing in 17
patients, gi-yin deficiency in 24, and yin-yang deficiency in 22 ; while accompanied blood stasis syndrome ( BSS)
was found in 35. Gene polymorphism detection indicated that 19 patients were of CC-type, 17 of TT-type, and 27
of CT-type. Analysis showed that higher UAER level often revealed in patients with BSS, as compared with that
in patients of non-BS pattern, the difference was statistically significant ( P <0.05). UAER levels in patients of
different genotypes were insignificantly different ( P > 0.05), but showed a linear regressive relation, namely
positively correlated with Hcy level in patients of isogeneic type (r=0. 674, P <0.05). No statistical significance
was found between levels of UAER and other related factors ( P >0.05). Conclusion UAER level in early stage
DN patients of BSS pattern is rather higher, and it shows a linear regression relationship ( positive correlation)
with Hey level in patients of isogeneic type.
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%1 VUAER XA X BTLNEEHMT
£33 FARK R FERERK P

M (pg/L) 1135 1170 -0.130 -0.970 0.337
HbAlc(% ) 3.642 3185  0.172 1.144 0.258
FBG(mmol/L) -1.828  2.506 -0.140 -0.729 0.469
PBG ( mmoL/L) 0.433 1372 0.059 0.316 0.753
Hey( pmol/L) 1.078  0.529  0.277 2.039 0.046
TG(mmol/L)  -0.628  6.283  -0.015 -0.100 0.921
TC(mmol/L)  -2.907  4.675 -0.098 -0.610 0. 544
HDL-C(mmol/L) 21.898 18.984  0.179 1,153 0.254
LDL-C(mmol/L) 3.778  6.376  0.088 0.592 0.556
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