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wo He Y- ks oA Wl % M

m5 F # WH 0 (F-7) P E FSH LH E2 K& AFE

(IU/L) (IU/L) (pg/ml)

1 29 1248 - 4+ 151 96 <10 -

2 34 25 + >200 7417 +

3 32 9H 4-1 -+ >200 >200 <10 -

4 34 67 1-1 -+ >200 200 28 +

5 29 84 -+ 157 >200 28 +

6 36 T4 1-1 -+ 47 46 19 +

7 30 28 -+ 151 106 <10 + 8BRS

8 30 58 - o+ 80 60 31 +

9 36 5H 2-1 - o+ 40 52 44 +

10 21 24 - 4 57 54 24 +
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12 32 5H - 80 73 21 +

13 27 T4 - 80 42 16 +
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F2 %4 BYHMKE.T M MKEMH(X£S3)
 ER4 POF4 R mas
(n=18) (n=25) (n=12)
BAIM %) 14.83%0.85 19.16+ 1.06% 21,18+ 2,50%%
T3S (%) 61.83+1.09 60.40+ 1,02 63,55+ 1,31
T4 (%) 42.89+0.98 41.36%1.42 39.18+1.73
TS (%) 23,78+ 0.74 23.08 0,99 27.27 4 1,99%**
T4,/T8 1.8140,07 1.93+0.14 1,48+ 0, QQ*s k¥

* EEEA Y, P<0.01; ** HIEW4IHE, P<0.05; *** 5POF4 L3, P<0.05
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B LYMPHOCYTE AND T LYMPHOCYTE SUBSETS
IN PATIENTS WITH PREMATURE OVARIAN FAILURE

Fang Qun Liang Guishang Tang Lujiang
(Department of Gynecology & Obstetrics and Internal Medicine )

B lymphocyte and T lymphocyte subsets were investigated in 25 patients with
premature ovarian failure (POF), which had secondary hypergonadotropin and hypoestr-
ogen. The results were compared with both 18 normal women in childbearing age and
12 patients with primary ovarian amenorrhea, The B cell in POF group was 19.16%,
significantly higher than 14,83% in normal group. In addition, the B cell was also hig-
her in primary ovarian amenorrhea (21,18%; ) than in normal group (14.83%). The
results showed that the increase of B cell might result in enhancement of autoantibodies.
Besides, estrogen deficiency was probably related to the increase of B cell.

In the patients with primary ovarian amenorrhea, T, was 27.279%, significantly higher

than 23.08% in POF; T,/T, was 1,48, lower than 1.93 in POF and 1,81 in normal

group. It suggested that the T lymphocyte subsets be different between the patients with
POF and with primary ovarian amenorrhea, though existing estrogen deficiency in both
groups. ‘
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