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ABSTRACT

Specific aims:
This study was aimed to explore the relationships among the phenotypes of
Chinese medicine, Western medicine, and genotypes.

Method:

We enrolled 75 patients with major depressive disorder (by DSM-IV criteria)
from psychiatric OPD and 75 healthy controls. The patients were all rated by
Hamilton's Depression Rating Scale and subgrouped by Chinese medicine definition.
Blood samples were drawn for genotyping from all subjects.

Results:

The majority of patients who were diagnosed as major depression by the
western medicine could be matched to one of the phenotypes by Chinese medicine
viewpoint. However, 17 (22.7%) of them could not be allocated into a suitable
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phenotype by Chinese medicine definition. The frequency of wild type of
BDNFval66met was much higher in the depressive patients (40.0%) than in healthy
controls (22.7%). The polymorphisms of 5-HT6, 5-HT2A, and MAOALPR didn't
show significant difference between two groups.

Conclusion & suggestion:

Near 80% of depressive patients can be grouped into one of the
Chinese-medicine depressive phenotypes. For the remaining 20% patients, more
collaboration between Chinese and western medicine is needed. BDNF is involved
with mood, learning, and memory, and its relation with major depression deserves
further exploration. Future researches with larger sample size are warranted to
clarify the distribution of polymorphisms of various candidate genes.

Keywords: Major Depression, genotypes, Chinese Medicine
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it‘lﬁ[‘ﬁk
F s HATHE
7 42(%) (%) T g
&4 2 (n=75) 22 (29.3) 53 (70.6) 37.8 +12.3
¥peE (n=75) 30 (40.0) 45 (60.0) 479 +11.3
*p<0.001
#< ~ 5-HT6 267T/C v EL[HNE]S) i
T/T CIC T/C
Control (n=75) 4(5.3%) 49(65.3%) 22(29.3%)
Depression (n=75) 2(2.7%) 56(74.6%) 16(23.7%)
(p=NS)
%§~mﬂwuwwcmgwﬁﬁﬁ
T/T CIC T/C
Control (n=75) 24(32%) 15(20%) 36(48%)
Depression (n=75) 29(38.7%) 11(14.6%) 35(46.7%)
(p=NS)
#4 ~ MAOALPR v gL KRS f’ﬁJ
3 repeats 4 repeats Hetero (3/4)
Control 28(37.3%) 29(38.7%) 18(24.0%)
M (n=30) 16(53.3%) 14(46.7%) 0
F (n=45) 12(26.7%) 15(33.3%) 18(40.0%)
Depression 30(40.0%) 27(36.0%) 18(24.0%)
M (n=22) 14(63.6%) 8(36.4%) 0
F (n=53) 16(30.2%) 19(35.8%) 18(34.0%)

(p=NS)
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I~ BNDF val66met fvglL [NE]5] )

T/T CIC T/C
Control 15(20%) 17(22.7%) 43(57.3%)
Depression 16(22.9%) 28(40%) 26(37.1%)

(p =0.03)
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